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Abstract 

 

In this thesis I explore the sociality of Lyme disease.  As someone who has suffered 

from Lyme disease and its chronic impairments, I use my own story as a launching 

point to trace the medical and ecological components of the disease that I encountered.  

First, I explore how biomedical frameworks constructed my illness as a mystery, then 

how an integrative and functional medicine approach informed by Dr. Richard 

Horowitz helped me make sense of my sickness and feel better, and finally how I 

entered an ecological trinity when I contracted Lyme disease’s bacterial agent.  

Studying Lyme disease through only one of these lenses feels inadequate, I argue, since 

the reality of Lyme exists at the confluence of these vectors, as my experience 

demonstrates.  Instead, the numerous actants must be brought into dialogue.    
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Introduction 

The Beginnings 

 

 “Okay, so no hospital trips this year, right?” Chris floated the question in my 

direction, but loud enough for the entire table to hear. 

 Halfheartedly laughing, the beginnings of sweat droplets coated my palms and 

sterile bed sheets and a maze of IV tubes infiltrated my thoughts.  “Not planning on it,” 

I quipped with a smile, trying to keep it light. 

 “Yeah that was horrible, please not again,” Jess chimed in.   

 Agreed. 

 

 The previous year at this same, annual family gathering to celebrate Christmas 

with all twenty-eight cousins, aunts, uncles, and grandparents, I suddenly became 

extremely ill, losing control of my bowels, consciousness and, briefly, heartbeat.  

Unconscious and covered in my own feces, I rode, sirens blaring, in an ambulance to 

the Emergency Room, where three rounds of epinephrin saved my life.   

 The Emergency Room doctors nor internist in the hospital that evening could 

diagnose my unexpected, near-death incident, so they suggested I visit an allergist and 

my pediatrician (I was just seventeen).  Before this, I had had a near exemplary medial 

history.   

 Within a span of three months, I visited six biomedical doctors, each with their 

own specialty but all trying to explain what had happened.  I was poked for allergen 

panels and blood draws, lay still as a wand traced my chest for an EKG, and collected 
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urine and stool for samples for exploratory testing.  As the tests wore on, I continued to 

get sick: I experienced episodes about every 2-3 weeks of acute and liquid diarrhea that 

made my whole body shake violently, leaving me physically and mentally weak.  My 

parents, doctors and I began to speculate if the paresthesia I had been experiencing the 

last two years without explanation were related, but again, no doctor could find a 

link—or an explanation of either phenomenon for that matter.   

 Without a diagnosis, an EpiPen in case of emergency, and practice breathing 

through each detestable bowl movement and resultant shaking, I left for college nine 

months later, determined to still live my life.   

 

 A month into sophomore year, I was diagnosed: Lyme disease.  An integrative 

doctor who practiced functional medicine saw the signs and performed directed testing 

that discovered my extensive and late-stage infection.  She also found other infections 

and numerous nutrient deficiencies.  My body had been severely compromised.  To 

treat the Lyme disease, she recommended I first restore the health of my gut and 

overall immune system with dietary supplements, an individualized and targeted diet, 

and various allopathic and homeopathic medications.  Then I would treat the Lyme 

infection with either antibiotics or homeopathic remedies.  When it came time to 

address the Lyme, with knowledge of my body’s previous inability to handle synthetic 

medications from the restoration process, we opted for a homeopathic approach.  

Within sixteen months of diagnosis, I was finally feeling better: I was no longer 

experiencing the too-frequent episodes of diarrhea and full-body shaking, my stomach 
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no longer ached of discomfort after each meal, the paresthesia was gone, and, 

serologically, my Lyme markers were down.   

 

 Besides diagnosis, treatment, and feeling better, college also introduced me to 

new frameworks of medical understandings and human/nonhuman relationships.  A 

class in medical anthropology, for example, provided theoretical insight and anecdotal 

evidence into complementary and alternative medicine (CAM): for many people, 

biomedicine does not address all of their medical needs, therefore they use other forms 

of healing like Naturopathy, Homeopathy and/or Ayurveda.  This is exactly what 

happened to me, I thought.  Biomedicine could not help but functional medicine could.  

Additionally, we discussed theory on disease versus illness: disease is the biological 

changes in one’s body as a result of an infection, whereas illness includes the social, 

political, mental and emotional changes one experiences as a result of such physical 

change.  Subconsciously I knew that my Lyme disease affected other areas of my life, 

like my eating habits and energy to be social, but seeing this byproduct acknowledged 

via theory proposed an internal discussion as to the scope of my experience; was there 

something more than a biological infection informing my disease?  What all 

contributed to the reality—experience—of my disease?  Why did biomedicine fail me?   

 To address these questions, I would also need to explore the roots of the 

infection: where did it come from and how did I get it?  Lyme disease is an infection of 

Borrelia burgdorferi (Bb), a bacteria transmitted by deer ticks between vertebrates.  

Often white-footed mice and white-tailed deer are the hosts of such bacteria, but 

humans, if bit by an infected tick, can also become a host for Bb.  Therefore to 
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understand where my Bb infection came from, I would need to understand this 

ecological trinity, along with what affects it.  Classes in environmental anthropology 

demonstrated that humans’ and nonhumans’ lives are intricately intertwined, informing 

one another’s realities.  Suddenly, my knowledge of Lyme disease entered the field of 

ecology as I asked, how did my body become the host of another organism? 

 Reflecting on what else contributed to my disease, I noticed the politics of 

recognition, research, funding for research, stigma around chronic disease, controversy 

around non-allopathic medicine, and the social, mental and emotional reality one 

experiences while being sick.  From this, I saw that, like how medical anthropology 

distinguishes between disease and illness, Lyme disease is much more than a biological 

infection treated by medical providers.  Instead, it is a compilation of actors—all of 

which are informed by Bb but are typically studied and considered in their own fields.  

Keeping them in their own fields, though, feels inadequate.  If I want to understand 

what happened to me, and address the question of What is Lyme disease?, then I need 

to trace those connections.   

 

Methodologies  

 

 Theory can provide a framework to conceptualize how these initially separate 

pieces relate.  Actor-network theory (ANT) is a theory and method of inquiry, rooted in 

sociology, that attempts to understand what is social and how it is made.  Bruno 

Latour, one of the founders, argues that the social is about the assemblages, or 

movements between, entities like biology, ecology, law, etc..  Each entity, or actant, 

can be understood in its own field, but when these fields are brought together, they 
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must enter a new framework.  For ANT, this is sociality; the congruence is social.  

Latour writes, the social needs to be “strictly limited to the tracing of new associations 

and to the signing of their assemblages…[defined] only as a very peculiar movement of 

re-association and reassembling” (Latour 2005: 7 his emphasis).  In doing so, one can 

see how something is constructed—how it is social—and that one explanation, or one 

lens, does not suffice.  

 Here, ANT suggests that each component of Lyme disease—the medical, 

ecological, social, political and personal—must be considered in the study of the 

disease, and by bringing them together, the disease becomes social.  But where do 

these pieces come together?  They need a site. 

 My body experienced a Bb infection and was therefore incorporated into the 

ecological trinity of Bb.  It was also therefore subjected to a biomedical framework and 

later non-biomedical framework as I searched to feel better.  All three of these affected 

my disease, or created my reality.  The Bb also produced social, mental and emotional 

changes in my life, and political and social stigma around Lyme disease mediated the 

knowledge I was given and perceptions of my illness—all of which additionally 

affected my experience.  In this, my body proves an invaluable informant as the site 

upon which these entities acted.   

 Autoethnography, a methodological discipline in anthropology proposed by 

Arthur Bochner and Carolyn Ellis, looks to individuals’ stories as sites of knowledge, 

since every story holds meaning.  In doing so, the researcher can bring subjectivity into 

her work and resist singular, positivist ways of knowing, consequently moving 

understandings towards a more reflexive and dialogic construction.  Cultural meaning, 
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they argue, can be garnered from personal narrative since one interacts with a variety 

of other groups and ideas, therefore I believe ANT can help me find such meaning 

relative to Lyme disease.   

 Further, employing autoethnography reflects ANT in that they both wish to 

resist singular ways of knowing, to instead find, see and follow the factors that 

influence, and as a result construct, a reality.  I will use my own experience as my 

guide to explore Lyme disease.   

 Using my own story as a launching site for further inquiry, I will use secondary 

sources to inform the actants and a broader understanding.  Research on biomedical 

approaches to Lyme disease, as well as a CAM approach by Dr. Richard Horowitz MD 

will provide me with insight into how medical frameworks address and approach a Bb 

infection.  Discussion on disease enactment by Mol will provide basis to understand 

how my physical symptoms were medicalized by these two frameworks, then theory on 

disease versus illness can support how my infection transcended physical changes.  

Next, I will explore the ecological roots of Lyme disease through secondary sources in 

the field of ecology, along with research on how human actions like infrastructural 

changes and climate change enable disease transmission.  Theory in human-nonhuman 

relations by Descola and Kirksey and Helmreich will provide foundation to this 

research.  Altogether, secondary research grounded in theory will sustain my 

autoethnographic inquiry and enable an informed engagement with ANT.  As stated, 

ANT will frame this project, as it provides structure to the convergence of so many 

ideas.   
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Project’s Relevance 

 

 Using personal narrative to critically consider a disease addresses a gap in 

anthropological knowledge, and employing ANT answers a repeated call for 

transdisciplinary studies of ecological conundrums that pose an increasing risk to 

human heath.  As of 2018, the Center for Disease Control and Prevention (CDC) 

suggested that there are just under 30,000 new cases of Lyme disease each year which 

is double the amount since 1996 (“Lyme Disease Graphs” 2017).  Simply in this, this 

project addresses a public health need, but more broadly, it seeks to contribute to 

infectious disease understanding.   

 Infectious diseases emerge when an orgaism, often a bacterium or virus, 

interacts with a human.  These relationships have always existed, but the changing 

ways of how humans and nonhumans interact today enables the proliferation of a 

disease like Lyme.  The Anthropocene, a geologic epoch and term recently coined by 

Paul Crutzen and Eugene Stoermer, can provide a starting point from which one can 

begin to contextualize this acceleration.  The Anthropocene asserts that humans are the 

“primary agents driving” planetary changes today, for example climate change 

(Kirksey & Helmreich 2010: 549).  Because of this, the physical environment changes, 

causing human-animal-environment interactions to also change and therefore give way 

to the emergence of zoonotic diseases (Whitmee et al. 2015).  Zoonotic diseases, a type 

of infectious disease, are those that are spread between nonhuman organisms and 

people (“Zoonotic Diseases”), and are situated, according to David Quammen, at the 

convergence of ecological and medical “crises” (Smart & Smart 2017: 33-34 citing 

Quammen).  The ecological crisis is bought about by the human-driven changes of the 
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Anthropocene combined with the innate agency of infectious agents (microorganisms).  

Additionally, with increased human activity, humans “displace and disturb the natural 

habitats and hosts of diseases that once plagued only other animals,” therefore these 

diseases will infect humans (Smart & Smart 2017: 34).  Upon sickness, individuals 

typically visit their medical providers, but when doctors and other medical 

professionals cannot adequately address, or contain, the infection, the societal medical 

crisis arises.  As both environments change and medical systems cannot provide cures, 

zoonotic disease crises incur.  Therefore a study of Lyme disease feels critical as it 

contributes to, what the CDC calls, the fastest growing infectious disease in the United 

States (“Lyme Quick Facts”).   

 Lyme disease is already generally understood in its ecological trinity, and 

biomedical professionals give patients diagnoses, suggesting the scholarship on Lyme 

disease is present.  But considering the number of reported cases continues to rise, one 

can conclude that these knowledges and approaches are not enough.  They are, in 

Quammen’s words, in crisis.  Similar to Quammen, Brown, Harris and Russel 

acknowledge such problems, calling them “wicked:” “wick problems” are those that 

are simultaneously ecological and social, have no clear solution, and will require “a 

call for change” in the society that created them for resolution (2010: 4).  Therefore, 

one must be “imaginative.”  Brown, Harris and Russell propose numerous 

methodologies for transdisciplinary studies, each catering to the specific needs of the 

problem at hand and all aiming to include more complete sets of knowledge i.e. 

academic research to personal experience.  Although I cannot provide a holistic 

understanding of Lyme disease here—nor can any research according to ANT, due to 
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the oscillating nature of anything social—I will provide my personal experience, the 

biomedical approach, a non-biomedical framework by Horowitz, the ecology of the 

nonhumans necessary for the diseases’ vitality, and how humans affect that ecology.  

Although I wish to incorporate the social, political, mental and emotional aspects, as I 

acknowledge the importance of these actants, I do not have time in this project.  But by 

using my own body as a site for inquiry, then bringing these different disciplines into 

dialogue, I will be answering a repeated call for further research on infectious disease 

in this transdisciplinary cannon (Hallström, et al. 2015:17; Whitmee 2015:1974; Inhorn 

& Brown 1990; Mol 2002; Tsing 2015).  Additionally, I am not aware of any work that 

bridges the personal, medical and ecological aspects of Lyme disease, therefore my use 

of autoethnography again proves relevant.   

 

My Aim 

 

 By employing autoethnography to explore some of the many facets of my 

experience with Lyme disease, then using ANT to explore how those facets connect, 

inform and challenge one another, I hope to contribute to this call for transdisciplinary 

approaches to wicked problems.  I hope to push awareness outside of a singular 

frameworks, be that biomedical, nonbiomedical or ecological, into a more realistic 

understanding.  Lyme disease is simultaneously a physical disease hosted in 

nonhumans and impacted by human forces like infrastructural developments and 

climate change; a medical diagnosis and treatment; a personal experience; and a 

collective experience fraught with politics and frustrations.  It is not simply a disease, 

rather a lived confluence.  Lyme disease is social, and my body makes it real.   
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The Site of the Illness 

 “Every story begins and ends in the body,” Professor Snow announced to me 

and the thirteen others seated around wax-covered wooden tables on the third floor of 

Maxey Hall.  It was the first night of our semester-long writing seminar.  Reflecting on 

his sentiment, I find it to be true.   

 In anthropology, research is also mediated through the body; the researcher 

either physically experiences something with/of her subjects or the researcher works in 

her mind, crafting insights and posing questions; “who I am affects what I observe, 

what I write, and how others will react to what I say” (Bochner & Ellis 2002: 184).  

Therefore, eliminating the self from research feels contradictory.  Autoethnography—a 

research method used predominantly in anthropology—seeks to do rectify just this by 

integrating the researcher and her story into anthropological inquiry for cultural 

meaning.  In this chapter I will provide my story so that I can integrate it later to 

discover said cultural meaning.  I will then provide background and examples in 

autoethnography to demonstrate how one should engage with this methodology.   

 

Here’s What Happened to Me 

November 1, 2011 

 Cartoon turkeys trotted across Mrs. Kollar’s wool sweater that day in tenth 

grade Chemistry as chalk-marks became practice problems for our quiz on Friday. 

“How many Oxygen does that make?” she longed for us to answer.    
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 I knew I knew the answer, but numbers suddenly evaded relevance.  Instead, a 

new and acute sensation claimed my focus: It felt as if hundreds of thousands of little 

men were pounding nails into the inside of my left arm.  Ding, ding, ding, they went.  

What the—  As my eyes bulged, I dangled my vibrating limb off the desk and grasped 

above the elbow with my other hand.  Shaking it just made more little men and harder 

pounding, so I stopped, bit my lip, and peered forward as Mrs. Kollar prodded, “How 

many Oxygen does that make?”  I would be learning no chemistry in the next 37 

minutes, I would only become acquainted with every nerve in my left arm.    

 

 I let the little men pound at my arm for two weeks until I told my mom, hoping 

they would disappear as suddenly as they came.  But they didn’t, so the next day I sat 

atop an exam table wearing only socks and a paper gown awaiting the pediatrician. 

 After the best description of the little men I could muster, Dr. Dechovitz asked, 

“Where have you been in the last few months?”  Answering Alaska, Maine and outside 

a lot for rowing, he followed up.  “Any rashes recently?” 

 His soft voice, evident of his age, speculated Lyme disease and ordered the 

blood test to prove it: Lyme disease is common in the northeast, a recent destination of 

mine, and early symptoms of dissemination often appear in the nervous system.  But a 

negative result dismissed such diagnosis, so I skipped school again to see a neurologist, 

and then a rheumatologist, who, together, after three MRIs on consecutive Saturday 

nights concluded, “It doesn’t seem to be harming you, so…” 

 So the little men pounded away.   
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December 28, 2013 

 As I grabbed a slice of pheasant sausage and multi-grain cracker, I scratched a 

chair across Aunt Caroline’s hardwood floor and made myself comfortable.  I turned 

and said, “Nana, did you make thumbprints this year?  Those are my favorite 

Christmas cookies.”   

 “I did, but Aunt Caroline hid them from Uncle Anthony, so you’ll have to find 

them.  In the dining room maybe?” 

 “I miss the family Christmases when we had cookies as appetizers, not these 

fancy things,” I quipped as the sausage and cracker slid down.  Not bad.  “How was the 

drive over?” I asked trying to prompt conversation, but a knot grew quickly in my 

lower abdomen.  I interrupted myself, “Uh, sorry, excuse me.” 

 Out it came—everything.   I didn’t even need to try.  Wow.  Okay, I think I feel 

better.  A good poop is all it takes.   

 So I wiped, stood up, zipped my jeans and flushed.  Back to family Christmas.  

As I lathered my hands with orange blossom soap, the knot reappeared and substance 

tickled the back of my throat.  My knees dropped to the tile as I aimed for the toilet 

bowl: green liquid thick with unidentifiable chunks coated the fake white porcelain.  

Again.  Oh God.  I need to poop.  Flush first.   

 The knot multiplied, radiating through my torso like a perpetual punch in the 

uterus and continual Heimlich maneuver.  Actually, both.  Oh no.  Should I kneel to 

puke or sit to poop?  Sit.  I reached behind the toilet for the trashcan.  Liquid ejected 

out both ends and salty clear fluid poured onto my knee.  Mom where are you?  Call 
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Aunt Caroline’s home phone, I told myself, someone will find me that way.  I could 

see my phone next to the sink.   

 No, please no, my anus burns, not again.  My heels began bumping the tile and 

the tears came faster as my entire body shook.  What is happening?  More unknown 

volume poured out, and sweat droplets bubbled up from every pore.  I tore off my shirt.  

Breathe, Elizabeth, breathe.  The knot low in my gut twisted tighter with a vengeance, 

forcing my drooling face to my knees.  “What more can there be?” my insides throbbed 

as my chest collapsed into my thighs. 

  

 I learned later that I briefly died that night at Aunt Caroline’s.  A paramedic’s 

fist to the chest on the bathroom tile saved my life, then three rounds of epinephrin in 

the emergency room to revitalize my unexplainable and failing body.   

 When asked about the worst physical pain I’ve ever experienced, my answer is 

immediate: a catheter while awake.  The shrieking person in the Emergency Room?  

That was me. 

 Within a week I visited the local allergist—the Emergency Room doctor 

guessed it was the pheasant sausage.  But after a full work up and no allergies, I visited 

the cardiologist.  Then the gastroenterologist, then my pediatrician, then one of the 

rheumatologists from before, then an allegedly really-good-pediatrician who 

specialized in hard-to-solve cases, and then the gastroenterologist once again.   

 On this second visit to the gastroenterologist, he opened with a diagnosis, 

“How’s my medical mystery patient?”  I laughed too but my mom sat silent.  We never 

went back. 
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 Halfway home I asked if she ever worried about my sister.  “Of course.”  I did 

too.   

  

 The gastroenterologist echoed every other doctor of the last two months.  Each 

specialist did a full work up then reported that I was healthy.  In the eyes of the 

cardiologist, my heart and lungs were fine; to the allergist I had no allergies; and to the 

gastroenterologist I was a mystery.  Unable to identify the cause, I was left to wait for 

episodes, unsure if they were coming, then see how my body did, praying an event like 

the night at Aunt Caroline’s would never happened again.  The episodes came, 

although thankfully never as severe.   

 

June 8, 2015 

 Dr. Young—she preferred Lari but I still call her Dr. Young—diagnosed Lyme 

disease before we even met.  The pediatrician’s office had faxed my file, thick with 

unanswered questions, to her office two weeks prior.  

 After circling yes or no fifty-five times on a four page questionnaire, Dr. Young 

invited my mom and me to her office.  “I think I know what’s wrong with you.”  My 

mom and I exchanged looks.  Fully clothed and all sitting in office chairs around a 

coffee table, we talked for three hours, about my family’s medical history, my mom’s 

pregnancies, the heating system of my childhood home, all the summers I spent 

running barefoot around the woods of Maine, my diet, college, my medical history and 

how great the maple syrup in Vermont is, then broke for lunch.   
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 “We’ve never had a long-distance client before, but we can do it.  I know you 

were tested for Lyme by Dr…”   

 “Dechovitz,” my mom finished.   

 “But he did the IgM test and I want to do the IgG test.  IgM tests for antibodies 

that occur quickly after infection, but IgG tests for antibodies made later.  And I want 

to test for other biotoxins to see what else is going on, make sense?”  Enough, I 

thought.  “In the meantime we will start you on an elimination diet to reduce your toxic 

load.  Lyme does this.  It makes your immune system weak, letting other infections in.  

You see, the cell is like a house, and if I’m right, the lawn is cluttered with biotoxins; 

things like mold, yeast, hashimotos.  Lyme disease is in the house, but to get to the 

house, we first need to clear the lawn.” 

 

 Based in Winston-Salem, NC, Dr. Young’s practice was a forty-five minute car 

ride, two hour flight and one hour car ride away from my home in suburban Chicago, 

and even further from my primary residence in Washington state for college.  But I was 

desperate—the tingles persisted; I had visited the Emergency Room once more since 

the night at Aunt Caroline’s for a shot of epinephrin after an acute case of full-body 

hives that Benadryl couldn’t stop; and one week without explosive, often liquid 

diarrhea combined with full body shaking was a good week.   

 In preparation for our meeting, I learned that Dr. Young was an integrative 

doctor who practices functional medicine—a new medical framework to me—meaning 

her practice combines allopathic and non-allopathic approaches, focuses on all factors 

that influence health i.e. the physical, emotional, mental, social, spiritual and 
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environment, and aims for a personalized and preventative approach to healthcare 

(“What is Integrative Medicine?”).  

 Driving back to the airport, my mom and I remarked on her thoroughness and 

attentiveness, eager to follow her ways.   

 

July 30, 2015 

 “First I’m going to get brownie mix, then I’ll meet you in the freezer section for 

ice cream?” I proposed as Aunt Caroline and I stepped through the automatic sliding 

doors of Stop & Shop.  We were going to make a feast. 

 

 The next day was the last day of a merely no gluten or dairy diet, because on 

August 1st, I would begin an elimination diet of no gluten, dairy, soy, peanuts, fatty 

nuts, corn, root vegetables, red meat, or processed sugars.  Dr. Young suggested this 

cleanse in preparation for a more targeted approach to whatever the lab results found.  I 

also had to start basic supplements like Vitamin C and heavy metal cleansers.   

 

October 3, 2015 

 “Okay, I’ll talk to you soon then,” I suggested hoping the phone call was over. 

 “Yes, Deb can help schedule that,” Dr. Young replied. 

 “Great.  Well, have a nice day.” 

 “You as well.  Bye.” 
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 I don’t remember much about our conversation other than it was on a Saturday 

morning, lasted almost three hours, made me late for a pick-up volleyball tournament, I 

was diagnosed with Lyme disease, and I cried.  

 Dr. Young explained the extensive blood, stool, urine and breath lab work I had 

just done in August, pointing out how my IgG test indicated antibodies for Bb.  The 

tests inferred a Bb infection, but I also had a handful of other infections.  Due to my 

sickness’ complexities, she explained that she had consulted with a Lyme disease 

specialist—Dr. Richard Horowitz MD—to determine the best treatment protocol.  His 

philosophy posited that Lyme disease weakens the immune system so much that other 

infections can occur, and my body was the perfect example.   

 She detailed my next four weeks of supplements and medications, after which 

we would reassess.   

 

 I had a high heavy metal count and too much mold, so I would take 

homeopathic tinctures and pills to flush them out.  Simultaneously, I had to support my 

body’s deficiencies: I had low calcium, vitamin D, A and K2.  Additionally, I had an 

insufficient amount of good bacteria in the gut, my triglycerides were high, and an 

overactive thyroid.  These, too, needed to be addressed via dietary supplements.  

Ideally, per Horowitz’ protocol, I would have had  intravenous support at Dr. Young’s 

office, but due to our geographical distance, I would instead take oral supplements in 

the form of pills, tinctures and powders.  I also had a yeast problem: bad yeast were 

growing abundantly in my gut, disabling it from proper digestion, biotoxin flushing, 

and potentially enabling those toxins to leak outside my gastrointestinal track.  For this, 
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I would need a prescription of Diflucan, an anti-fungal.  These supplements aimed to 

support my body while clearing its system.  Dr. Young saw that my immune system 

was too compromised from all its co-infections to treat the Bb infection, so I first had 

to address all of other problems.   

 I also would use diet to support my healing process, under the premise that 

what I put into my body affected its overall well-being.  For example, peanuts and corn 

contain mold, and since I already had too high of a mold count, I would need to stop 

eating peanuts and corn to allow my body to start eliminating the preexisting mold 

without also trying to excrete incoming mold.  Additional foods I would need to avoid 

included grains, dairy, root vegetables, natural and artificial sweeteners, starches, red 

meat, seafood, fatty nuts like macadamia, hazelnut and cashew, and eggs.  These too 

were adding unnecessary burden to my struggling system.   

  

 After four weeks and having adjusted to my new dietary restrictions, 

supplements and medications, we spoke again.  This time, I learned, I would need to go 

one step further. 

 In attempt to fully cleanse my digestive tract of all its biotoxins, I restricted my 

diet to its most extreme; For forty-five days I would subsist on almonds, chicken, 

salmon, egg whites, broccoli, cucumbers, and bell peppers.  My favorite snack became 

half a cucumber.   

 

December 7, 2015 
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 The covers sank as I pushed them away and reached for the ground with my 

legs.  Another day meant another 38 pills and one scoop of powdered medication.  I 

made my way to the kitchen to select a glass for the upcoming cocktail.  With jar in 

hand, I turned for the powder’s plastic container waiting on the shelf across from my 

bed.  It will be over soon, I coaxed myself.   

 But suddenly I was moving downward, like gravity possessed me and stole my 

strength.  Hitting the ground, I resisted, pushing the carpet away with my palms, but 

my muscles didn’t respond.  Too exhausted, I surrendered, helplessly rolling left into 

fetal position as a pool of embarrassment and shame grew on the carpet below my pale 

skin.  How did I let this happen? 

 My roommate’s steady presence appeared slowly above.  “…okay, uh, can you 

call your doctor?” she hoped aloud.   

 I breathed into the carpet, “I don’t want to.” 

 “…” unsure, she tried again.  “I think you need to call her.  Where’s your 

phone?” 

 “All I want is a rice cake,” I managed between tears to no one in particular.   

 

 “To get better, you will likely get worse,” Dr. Young had failed to warn, but she 

had mentioned, “You will go through a die-off period.”  I knew she meant the 

spirochetes. 

 

December 30, 2015 
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 Blood work before Christmas showed an improvement in my biotoxin levels, so 

I was absolved from my diet.   The first thing I ate was watermelon—my lifelong 

favorite food.  But more general restrictions of grains, dairy, peanuts, corn, red meat, 

root vegetables and sugars continued, and supplements and medications still came in 

the mail from Dr. Young’s office and various pharmacies each month.   

 I began rebuild my immune and gastrointestinal systems though some basic yet 

critical maintenance.  For example, since a Bb infection damages cells, I took 

Naltrexone to support cell growth.  To help my body excrete the biotoxins in solid 

rather than liquid defecations, I took a binder, Cholestyramine.  These, along with the 

targeted supplements and diet, enabled my body to rid itself of its infections and grow 

strong enough to address the Bb.   

 

August 28, 2016 

 One year after the official diagnosis, via serologic and stool tests, Dr. Young 

determined my body was strong enough to addresses the Bb infection itself—the root 

of all my medical problems.  Since my body couldn’t handle the synthetic Diflucan 

before the perpetrator of the December 2015 collapse, Dr. Young chose not to use the 

traditional antibiotic treatment protocol.  Remembering the puddle-on-the-floor 

morning of the year prior, I quickly agreed.  Byron White formulas, an herbal remedy 

suggested by Horowitz, would address the Bb, as well as continue to support my 

body’s elimination of mold and yeast infections.  So after two months of herbal 

tinctures every third morning, I redid my lab work. 
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January 19, 2017 

 “Yeah, you should no longer say you are sick, your Lyme markers are in the 

normal range” Dr. Young happened to announce to my parents and me fifteen minutes 

into our conference call to discuss the recent lab work.  My eyes grew wide.  No way.   

 Dr. Young and my parents all hung up, but I remained on the line to discuss my 

upcoming supplement and dietary protocol with the doctor’s assistant.  “We’re finding 

patients do really well with this blood type diet.  New research shows we should be 

eating like our ancestors, so if you have type O blood, then you should eat like a 

hunter-gatherer, because they had type O.  Lots of red meat, few grains or fruit.  I’ll 

send you the book information,” she rambled.   

 Okay, I tentatively thought, calculating the changes I would have to make to my 

still strict no grains, no dairy, no red meat, no root vegetables, no sugars, no peanuts, 

no corn, no eggs diet.   

 The next afternoon I walked down a side street behind my house.  

Massachusetts’ harsh winter stripped every birch and maple naked.  Exposed and at 

odds with sub-freezing temperatures and harsh winds, I sympathized with the trees.  

What if I don’t want to do this new diet?  How am I every going to be able to travel?  I 

thought that when I was cured I could go back to normal.  This is not normal.   

 The nearby ocean lapped as its salty breeze nipped my hot, wet cheeks.   

 I called my mom.  “Hi,” she perked, but quickly corrected.  “What’s wrong?” 

 

March 11, 2018 
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 Thankfully Dr. Young’s homeopathic approach worked and my Lyme markers 

came down.  But this protocol took a year and a half, was only partially covered by 

health insurance and required me to have the mental and emotional resources and 

support, along with life stability, to follow it as it changed every few months.  And, as 

hinted at above, changed my life forever.  Today, even with the infection gone, my life 

is regimented by the needs of the co-infections I am forever susceptible to—what and 

when I eat; how much I sleep; where I live; my ability, and inability, to think; how 

much I exercise; the nine types of medications/supplements I take on a daily basis to 

support my body’s physical health; and my daily and irrational fear of relapse.   

 Additionally, treatment took twenty-five pounds from my already size 

small/medium frame; food was both restricted and repulsive, and medication purged 

my body empty.  Both today and during intense treatment, family and friends often 

praise my thin frame.  Do you know why?  I rage inside.  Do not celebrate this 

thinness.  This thinness is the result of a disease stealing my body away.   

 Nearly dying brought a revelation: dying is only sad for the living, but for the 

dead, you are simply dead.  So now I always say “I love you” when hanging up the 

phone or hugging goodbye to a family member or a close friend; at seventeen years 

old, I learned just how fragile life is.   

 Often I find myself in moments of quiet whispering, “Good job today, body.” 

 

Employing my Story: Autoethnography 

 Reflecting on this experience, I see that I interacted with biomedical and CAM 

providers, as well as (although I am unsure of how or where exactly) inserted myself 
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into the ecological trinity of Bb.  Each portion contributed to the construction of my 

reality, as they affected my life physically, socially and emotionally.  In this, I ask 

myself, what happened?  What is Lyme disease?   

 Although only one story, I believe that my story, specifically my body, 

represents the convergence of numerous entities; and I am curious about these actors.  I 

ask, why did biomedicine miss my diagnosis; how do those providers understand Lyme 

disease?  Dr. Young was able to diagnose me; how did she do that?  What did she 

know that the others did not?  And then, how did she make me feel better?  And 

finally, where did this infection come from?    

 Using personal narrative as a primary source in academic research is 

uncommon, and feels potentially insubstantial.  Autoethnography argues just the 

opposite though and provides validity for the use of personal narrative—it enables the 

ultimate reality to be researched—as well as a framework for how to critically engage 

with it.  This work suggests that cultural meaning can be exposed through the 

presentation and interpretation of personal narrative.   

 The method of autoethnography grew in response to frustration with social 

science research practices that claimed objectivity.  Before the 1980s, researchers often 

sought to present unbiased accounts of their study groups by maintaining distance from 

their subjects; creating “highly controlled” environments; or engaging in “high level[s] 

of interaction, based on complete participation, in extreme cases even concealing 

the[ir] identity” (Davies 1999: 4 citing Hammersley and Atkinson 1995).  They 

believed these methods, influenced by positivist and naturalist thought, enabled an 

objective and accurate depiction, fair to the subjects’ reality.  But, “the crisis of 
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representation called into question many objectives and practices of mainstream social 

research, including the goal of seeking universal Truths, especially with regard to 

social relations…[Therefore,] certain and stable knowledge claims about humans, 

experiences, relationships, and cultures” were no longer considered appropriate 

(Adams, Jones & Ellis 2015: 9).  As a result, influenced by popular postmodernist 

thought of the time, anthropologists began to explore alternative methodologies.  For 

example, insider studies, championed by David Haynao in 1979, consisted of the 

researcher as “a native” in the field, for example a Native American studying Native 

American culture, or when the researcher immersed himself in said community 

(Bochner & Ellis 2016: 47; Adams, Jones & Ellis 2015: 17).  Insider studies, today 

often referred to as indigenous or aboriginal studies, began resisting objective 

methodologies, but were not invented with such intention (Bochner & Ellis 2016: 47-

48).  Autoethnography, on the other hand, aimed to“turn away from realist, positivist, 

and modernist social science and toward the ideal of a reflexive, relational, dialogic, 

and collaborative research process grounded in a distinctively interpretive social 

science” (Bochner & Ellis 2016: 55).   

 In 1991, Carolyn Ellis and Arthur Bochner—considered colloquially as the 

founders of autoethnography—began collaborating on narrative-based projects, where 

a researcher’s position as both a researcher and an experience-having person could be 

explored.  They write, “we knew we wanted to emphasize how researchers could bring 

flesh and blood emotions and subjectivity into the human sciences, work interactively 

and reflexively with research participants, and present their work narratively in various 

genres of storytelling.” (Bochner & Ellis 2016: 41).  Including the researcher was 
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precisely what social scientists were looking for.  But beyond just acknowledging the 

researcher’s presence in her work, Bochner and Ellis sought to use personal, evocative 

narratives as a platform for inquiry into cultural meanings.   

 To explore such meaning, autoethnography encompasses numerous disciplines, 

relying on each component to contribute to a nuanced yet grounded explanation of the 

personal account.  These can range from the hard sciences, like chemistry and geology, 

to art and the humanities (Ellis 2004: 31, Meneley & Young 2013: 3).  By combining 

disciplines, the researcher can present multiple layers of consciousness (knowledge)—

her own story, her research, and how she interacts with her research (Bochner & Ellis 

2016: 65).  This enables reflexivity (Davies 1999: 3-4) and the use of “deep and careful 

self-reflection…to name and interrogate the interactions between self and society” 

(Adams, Jones & Ellis 2015: 1-2; Reed-Danahay 2009: 43; Ellis 2004: 37).  Here, an 

author can recognize what is happening in her own life, then bring in other research 

and/or theory to better explain the phenomenon and its context—the presentation of 

multiple layers of consciousness.  The personal story becomes a site for inquiry, 

research and understanding of a lived reality.   

 Critics say such methodology is narcissistic, or a form of therapy (Davies 1999: 

4).  Bochner and Ellis challenge those readers to explore how one can see and ask 

larger questions in response to a singular story (2002: 110): they write, a “story’s 

usefulness rests on its capacity to provoke readers to broaden their horizons” (2016: 

72),  therefore “we invite others into conversation about the meanings of [personal] 

events,” (2016: 46).  For example, a survivor of an abusive relationship can use her 

story to inquire about cultural systems of oppression, sexism and power, then explore 
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how they are mediated in real life.  Basing research in lived experience functions to 

further understand culture, since only from real stories can one truly explore lived 

realities.  Autoethnographer Nicholas Holt writes, “such criticisms [of narcissism], in 

turn, function to preserve the very types of dominant viewpoints that those using 

autoethnographic approaches may wish to question” (2003: 16).   

 Since such methodology may be unfamiliar to many readers, Holt provides 

guidelines for how the reader can engage with autoethnographic work.  One should 

ask:  

(a) Substantive contribution. Does the piece contribute to our understanding of 

social life? (b) Aesthetic merit. Does this piece succeed aesthetically? Is the text 

artistically shaped, satisfyingly complex, and not boring? (c) Reflexivity. How 

did the author come to write this text? How has the author’s subjectivity been 

both a producer and a product of this text? (d) Impactfullness. Does this affect 

me emotionally and/or intellectually? Does it generate new questions or move 

me to action? (e) Expresses a reality. Does this text embody a fleshed out sense 

of lived experience?” (Holt 2003: 13) 

 

If both the researcher and reader judge a work based on these criteria, then collectively 

they can employ the personal narrative as a starting point for broader inquiry.  

 I plan to use multiple forms of autoethnography like episodic short stories, 

seamless writing (“weaving theory and story together”), and analytic autoethnography 

to craft this project, but I will primarily rely on a format called layered accounts: the 

combination of “different ways of knowing, such as statistics, theory, ethnography, 

personal stories—not necessarily in chronological order,” along with “reflections on 

the vignettes the researcher tells ([Rambo] Ronai, 1995)” (Bochner & Ellis 2016: 194-

206).  Although potentially too much data, I believe this diverse knowledge formation 

is necessary to present a realistic reality.  Others have found success with this 

approach.  For example, Hunt, Maoloney & Fazio supplement epidemiological data 
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with subject interviews in their study on youth drug culture, because they believe one 

type is not sufficient (2011).   Rather, the two sets of data complement one another: 

“This is an iterative, somewhat circular process that involves going from theory to data 

to theory to data with each informing the other and providing the impetus for asking 

further questions” (Hunt, Maoloney & Fazio 2011: 444).  Moving between data sets 

allows them to better understand the numerous dimensions of youth drug culture.  

Although these researchers use interviews as their subjective material and not their own 

accounts, the premise of combining epidemiological data and individual stories runs 

parallel to autoethnographic work, especially what I wish to do here.     

 My experience of sickness makes me curious about the medical systems I 

encountered as well as the ecological trinity I entered.  And ultimately, how they 

constructed my reality.  Following autoethnography, I will research these components 

to discover how Lyme disease works.  But first, a framework to conceptualize with.   
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How to Arrange 

 Autoethnography provides basis to explore numerous facets of one story, but 

this curiosity can quickly reach disparate sites.  For example, ticks and doctors’ offices 

seem quite far apart, and yet, they all relate to the same story, informing my reality.  

Actor-network-theory (ANT) provides theoretical framework, justification, and later 

direction for the intersection of such inquiries which is vital to this project, since all 

components contribute to my lived experience and the cultural interpretation I hope to 

expound.  Therefore, before I delve into the biomedical, non-biomedical, and 

ecological questions that arose from my experience, I will provide background in ANT. 

A Foundation in Actor-network-theory 

 In 1998, Bruno Latour, a sociologist, anthropologist and philosopher interested 

in the construction of the social, proposed a new method of inquiry and construction of 

sociality, supported by Law and Callon, called ANT (Latour 2005: 10).  Their theory is 

not a refutation of traditional ideas in sociology—i.e. if something is not purely 

biological, ecological, etc. but it reinforces, subverts, etc. social order, then that thing is 

itself social and has the ability to exert pressures on individuals (Latour 2005: 3; cf 

Durkheim)—rather an additional framework where one can ask, what is social and how 

is it made?  ANT suggests that sociality exists at the confluence of many artifacts, or 

actants.  When all the actants come together, that thing—in that moment—is social, but 

only for a split second before it gets rearranged by all those actors again, to create a 

new social: “the translations [between actants] generate the associations that make up 
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the social” (de Vries 2016: 91; Latour 2005: 7).  The social is ever-changing and yet, it 

is “what has become stabilized” thus constituting the everyday life (de Vries 2016: 95).   

 To create such movements between, there needs to be actors, or actants.  

Discussing ANT, Smart and Smart write, “actants are entities, human or nonhuman, 

living or non-living, that make a difference in a controversy, action or chain of events” 

(2017: 23; Latour 2005: 64-65).  A variety of pieces make up a reality, therefore all 

should be considered in the construction of said reality.  Latour highlights five sectors 

that enable assembly and therefore something social: groups, actions, objects, facts and 

the study of the social (Latour 2005: 21-22).   

 Groups are the entities asserting force: "there exist many contradictory ways for 

actors to be given an identity” (Latour 2005: 22).  De Vries, in an overview of Latour, 

writes about groups’ performances—how they work.  These performances, or actions 

in Latour’s terms, enable the social; how they work together constructs a reality which 

is social (de Vries 2016: 89-90; Later 2005: 47).  They all intertwine, but recognizing 

each sector is important in seeing how a reality—the how the social—is made.  Groups 

should not be decided by the researcher but rather by the groups themselves; the 

researcher should allow them to declare themselves (Latour 2005: 29, de Vries 2016: 

89).  If the researcher were to decide which groups inform a reality (and therefore 

which to study), then the reality would not be true to itself since actants could be 

disregarded.  People, their ideals, and objects make up groups, therefore they all need 

to be considered.  Despite their lack of agency, objects are essential in establishing the 

social (Latour 2005: 71).  A door, for example, can determine whether one enters a 

home and therefore is important in considering how a person relates to the individual 
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inside.  The door helps to make the interaction, as it stabilizes the ground for the 

relations between the people.  Therefore, items like doors are considered intermediaries 

due to their ability to “transport meaning or force without transformation” (de Vries 

2016: 90).  People, on the other hand, are less predictable.  By negotiating objects, 

groups and facts, they assemble the social—they are mediators (de Vries 2016: 90).  

Facts, Latour’s next subject, are the constructions of knowledge in often distinct lenses 

and can be used by people to inform conversation, action, etc..  Therefore facts are also 

actants.  But just as no fact is certain, rather they are just one understanding of a 

phenomena, interpretation and use of these facts must be remembered.  Again, they are 

mere actants amidst others.  Altogether, one sees that intermediaries provide something 

tangible to stabilize the social while mediators engage with those intermediaries to 

construct it; all elements are actants.   

 Following the mediators engaging with the intermediaries and one another, 

Latrour sees that the study of the social is never precise, and there is no singular way of 

knowing (2005: 122).  Instead, actants are constantly transforming realities, therefore 

the task of the ANT analyst becomes to trace this constant (re)assembly.   

 Employing ANT necessitates a consideration of all the actants, and how they 

interact with one another.  The researcher cannot impose her definition on a group (or 

actant), rather she must allow that group to speak for itself.  De Vries asks the 

researcher to approach her area of study “undecided” so to allow for the assembly to 

assemble itself (2016: 89, 95).  And then, she should “be prepared to allow nonhumans 

to act and to modify a state of affairs…[and] human actions to be overtaken by other 



31 

 

actants and to display the process, the network of translations, in which this is taking 

place” (de Vries 2016: 94).  Here, one can discover the social—a reality.   
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Medicalization: How Encounters with Medical Frameworks 

Constructed my Disease 

 ANT suggests that one should consider all of the actants in discerning 

something.  To do so though, requires patience of the researcher to allow for the groups 

to define themselves as they emerge instead of the researcher imposing groups on her 

previous understanding.  Autoethnography argues for the same approach, encouraging 

the researcher to follow her curiosities that occur in response to her own experience.  

Therefore in this chapter I will employ autoethnography’s analytic permission to 

explore the medical frameworks that I encountered while sick with Lyme disease, 

believing that they significantly factored into my experience, and later ANT to show 

how such frameworks informed my life—the sociality of Lyme disease.  Echoing 

ethnographer and philosopher Annemarie Mol, I argue that the providers and facts 

presented by the respective medical disciplines helped enact my experience, since 

engagement with them provided me with a lens with which to understand my physical 

changes.  But physical changes were not all that I experienced, therefore I also assert 

that my sickness was not simply a disease experienced as biological changes in the 

body but rather an illness—a physical change that also affected me emotionally, 

mentally and socially.  Viewing my experience with Lyme disease as an illness 

transitions it out of the medical field thus enabling a broader inquiry. 

All the Specialists: A Biomedical Approach to Lyme Disease 

 In November of 2011, little men began pounding at the insides of arms, so I 

visited my pediatrician Dr. Dechovitz in search of answers.  After reviewing my 
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symptoms, which I had by then nicknamed my tingles, and recent travels in the 

northeastern United States, he suspected Lyme disease.  Since he was a practitioner of 

biomedicine, I will provide a biomedical framework here.  Biomedicine is the 

hegemonic framework of medical care in the western world that is based in biologic 

and clinical understandings.  I will rely heavily on information from the CDC, 

accompanied by independent research, since it is the United States’ leader in health 

information, specializing in biomedicine.   

 Common in the Northeast, Lyme disease presents in humans in a variety of 

forms.  The first evidence varies between individuals and stage of the infection, but 

certain areas of the body like eye, heart, and brain tissue, the nervous system, collagen 

(skin) and skeletal muscle fibers, and joint membranes are the most common sites of 

symptoms (Horowitz 2013: 86-87).  The CDC lists Lyme disease symptoms in their 

reference manual for healthcare providers on tickborne diseases of the United States 

below in Figure 1 (2017).   
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Here one sees a variety of symptoms and a differentiation between a localized stage of 

disease (shortly after contraction) and disseminated stage.  Most predominantly, the 

localized stage includes Erythema migrans (EM rash), flu like symptoms and 

lymphadenopathy (enlarged lymph nodes), whereas the disseminated stage includes 

cardiac, rheumatoid and neurologic manifestations.  The EM rash—the only definitive 

symptom of Lyme disease—occurs at the site of initial infection, as it is the skin’s 

presentation of its reaction to the infectious agent’s presence.  But as the infection 

moves through the blood stream—its site of locomotion—and infiltrates different 

locations, other areas become affected as the disseminated symptoms suggest.  

 A patient does not always experience both local and disseminated symptoms 

though.  In fact, roughly 50% of Lyme disease patients never present with acute 

Figure 1 
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symptoms (Burrascano 2008).  Therefore, combined with my recent travels in a 

common Lyme disease area, Dr. Dechovitz hypothesized Lyme disease based on my 

radiculoneuropathy (the medical term for my tingles).  

 Biomedicine posits that Lyme disease is an infection of Borrelia burgdorferi 

(Bb) in a human body.  Therefore, throughout this chapter, I will refer to Lyme disease 

as a Bb infection when referencing the physical changes in the human body.  At just 

0.003 millimeters wide and 0.005 - 0.02 millimeters long, Bb is a spiral-shaped 

bacteria—commonly known as a spirochete—that relies on its seven to eleven whiplike 

appendages, called flagella, to move bidirectionally through diverse body tissues like 

blood vessels, joints and neurons, (“Spirochete” 2018; “How Lyme disease bacteria 

spread through the body” 2016).  Once in the body, Bb multiply then cause infection by 

penetrating cell walls and intracellular compartments consequently damaging the cell 

and interfering with its ability to function (“Spirochete” 2018).  When numerous 

penetrations occur due to the multiplying quantity of Bb, the bacteria’s host (for 

example a human) will experience symptoms.   

 Such infection of cells is not always immediate for Bb though, as these 

spirochetes can morph into a cyst when conditions are not favorable (a too hot or cold 

environment or too acidic or basic one, for example).  Morphing into cysts “protects 

[them] from being killed off by the immune system and allows the organism to survive 

dormant for long periods of time; from there it can reactivate later, when circumstances 

are more favorable for its survival” (Horowtiz 2013: 86).  In doing this, spirochetes 

hide from the immune system—“the body’s primary method of attacking intruding 

bacteria”—and therefore death (Horowitz 2013: 85).  This technique, combined with 
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their use of flagella to agilely move around the human body, makes Bb highly effective 

at dispersing quickly, surviving long periods of time, and ultimately gaining control of 

their host’s functioning.  Additionally, the elusive nature of Bb inform, according to 

biomedicine, why some individuals present with localized symptoms and others do not.   

 Dr. Dechovitz presumably thought that after contraction, the spirochetes 

disseminated, so I skipped the rash stage and instead presented first with 

radiculoneuropathy.  Therefore, he ordered a blood test. 

 A blood test can look for the presence of Bb infection if disseminated 

symptoms present.  The CDC suggests a two-tiered serologic testing method of an 

Enzyme Immunoassay or Immunofluorescence Assay test, then, only if positive, a 

Western Blot test (“Lyme Disease” 2017).  They all look for antibodies to Bb, but the 

Western blot test is actually two tests where one looks for antibodies produced shortly 

after infection (IgM) and the other for antibodies made four to six weeks after infection 

(IgG) (“Lyme Disease” 2017).  From these tests the CDC posits, one should be able to 

conclude if the patient has a Bb infection, but as my story exemplifies, this is not 

always the case. 

 The numerous steps and intricate nuances in testing for a Bb infection enable 

misdiagnosis.  Dr. Richard Horowitz, a leading researcher on Lyme disease, argues that 

the above tests and testing methodologies recommended by the CDC “will miss the 

majority of Lyme patients, due to the insensitivity of the tests” (Horowitz 2013: 62; 

2017: 45; Burrascano 2008: 7).  The CDC also acknowledges the insensitivity.  In 

Figure 1 and on its website, the CDC writes that for early presentations of Lyme 

disease, specifically an EM rash, a clinician may diagnose solely on the basis of the 
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rash since a) an EM rash is a definitive symptom of Bb infection and b) “serologic tests 

may be insensitive at this stage” (“Lyme disease” 2017; Burrascano 2008: 7).  But, for 

disseminated presentation, the CDC implies serologic testing is adequate, although 

never states so explicitly.   

 Following the CDC’s guidelines, Dr. Dechovitz tested me for Bb, but since the 

results came back negative, a Lyme disease diagnosis was disregarded.  Still unsure of 

what was causing my tingles, I visited the neurologist and rheumatologist, also both 

practitioners of biomedicine, but neither of them could explain the sensation either.  As 

a result, I learned later through Dr. Young’s framework, the Bb went undetected and 

therefore spread through my body.  Eventually, they settled into my gut and produced 

visceral reactions, for example and most explicitly, the evening at Aunt Caroline’s.   

 Following my stay in the hospital, I visited numerous biomedical specialists 

like a cardiologist and gastroenterologist, but none of them could explain my 

symptoms either.  Lyme disease was mentioned but the negative test result from before 

continued to enforce the belief that I did not have a Bb infection.  Additionally, 

gastrointestinal presentation is not listed by the CDC as a symptom of Lyme disease 

which likely further distanced my infection from diagnosis. 

 Although the above dissertation is what I believe I encountered in my 

experience with biomedicine, and therefore were the actants in assembling my social, I 

believe it is also important to include other facets of biomedical aspects of Lyme 

disease.  I will provide an overview of treatment protocols, along with a specified 

diagnosis for chronic impairment.   
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 Traditionally when one gets diagnosed with a Bb infection, the doctor will 

prescribe antibiotics.  The CDC suggests doxycycline, amoxicillin, or cefuroxime 

axetil for early-onset, and intravenous ceftriaxone or penicillin for those with cardiac or 

neurological symptoms (“Lyme Disease” 2017).  Following these guidelines, treatment 

lasts from ten to twenty-one days, but other research suggests two-month long courses 

can also be effective (Cameron, Johnson & Maloney 2014; Horowitz 2013: 90).  If 

used early, i.e. shortly after Bb contraction, antibiotics tend to have a high success rate, 

but other research finds that antibiotics have as low as a 44% efficacy rate, averaging at 

just 70% effective on local infections (Eikeland et al. 2011: 353; Cameron, Johnson & 

Maloney 2014).  The National Institute of Allergy and Infectious Diseases (NIH) 

funded three placebo-controlled clinical trials to “learn more about the efficacy of 

prolonged antibiotic therapy” for disseminated infections but found that “prolonged 

antibiotic therapy showed no benefit when compared with groups who received 

placebo” (“Lyme Disease Antibiotic Treatment Research”).  In this, antibiotics appear 

unable to fully address the medical problem of Lyme disease, both acute and chronic. 

   Doctors acknowledge that patients can experience complex and chronic 

problems from a Bb infection, but only if the patient has either been treated or 

diagnosed but never treated.  These are called post-treatment Lyme disease syndrome 

(PTLDS) and post Lyme disease syndrome (PLDS), respectively (Auwaerter 2007), 

and are characterized by persistent symptoms after oral antibiotic treatment (“Lyme 

disease” 2017; Burrascano 2008: 3).  The CDC writes that the cause of PLDS/PTLDS 

is unknown, but the effects are significant, as Cameron, Johnson & Maloney support: 

“the science regarding the disease mechanism is limited, uncertain and evolving…[but] 
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their impact is clear” (2014: 1128, 1105; “Lyme Disease” 2017).  Chronic impairment 

is the hallmark of PLDS and PTLDS, evidence by Klempner et al.’s study on PLDS 

patients:  

The deficits in physical health status as measured by the SF-36 [a physical and 

mental health assessment survey] were equivalent to those observed in patients 

with congestive heart failure or osteoarthritis and were more than 0.5 SD [mean 

score] greater than the impairment observed in patients with type 2 diabetes or a 

recent myocardial infarction. Chronic pain was an important contributor to the 

impairment of physical health and was similar to that reported by patients with 

osteoarthritis. The impairment of mental health status was similar to that 

observed in patients with sub-threshold lifetime depression (a depressive 

disorder that does not meet all of the criteria for major depression of the 

Diagnostic and Statistical Manual of Mental Disorders, third edition). The 

study patients also had some impairment in cognitive functioning. (2001: 89) 

 

Here one sees evidence of PLDS’ symptoms negatively affecting a person’s life, or at 

least disabling a person from fully functioning, a sentiment echoed by a study from the 

National Institute of Allergy and Infectious Diseases (NIH) (“Lyme Disease Antibiotic 

Treatment Research” 2018).   

 

 Not able to identify the cause of my symptoms, the gastroenterologist jokingly 

called me a medical mystery.  In his quick remark, he labeled my symptoms and I 

began identifying as such.  Friends and family would ask how I was doing, aware of 

the episode at Aunt Caroline’s, and I would respond with the only explanation I knew, 

“Well, I’m a medical mystery!  The gastroenterologist even took my case to some 

national conference as the case study and they still couldn’t figure it out.”   
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Dr. Young: An Integrative and Functional Medicine Approach to 

Lyme Disease 

 Without an actionable diagnosis from my biomedical providers a year later, I 

visited an integrative doctor who practiced functional medicine.  Dr. Young’s practice 

focuses on those with chronic impairment, and she bases much of her work on research 

and clinical success by Dr. Horowitz.  Relying on Horowitz, Dr. Young asked me to 

fill out a questionnaire about my overall health, ordered laboratory urine, stool, breath 

and blood test, then later gave me a Lyme disease diagnosis.  My visit to her exposed 

me and my physical ailments to a different medical framework that began to affect my 

disease, illuminating it through a different understanding of Bb infection.  

 Horowitz is an internist and practitioner of integrative medicine, meaning he 

combines allopathic (biomedicine) and non-allopathic healing systems.  He, like most 

biomedical providers, believes that Lyme disease is an infection of Bb, but unlike the 

CDC, he configures Lyme disease to often include co-infections which, combined with 

the Bb infection, create a patient’s overall change in health.  His work focuses on 

chronic impairment, or disseminated infection.  He has treated over 12,000 sufferers 

based on his approach and has become a leading expert on Lyme disease research and 

treatment.  Due to the multifaceted nature of his understanding of Bb, Horowitz uses 

the term Lyme disease to refer to a Bb infection.  Therefore I will follow suit, only 

using Bb to refer to the bacteria itself when necessary, just as he does. 

 Dr. Horowitz believes “the majority of Lyme patients…generally do not have 

one sole cause for their symptoms” (2013: 56).  Rather, “there may be many 

interconnected and overlapping illnesses responsible for the chronic symptoms,” what 
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he calls multiple system infectious disease syndromes (MSIDS) (Horowitz 2013: 55).  

MSIDS encompasses other bacterial, viral and parasitic infections, environmental 

toxins, immune system dysfunctions, nutritional and enzyme dysfunctions, and many 

other abnormalities (Horowitz 2013: 58).  Symptoms can include, “fatigue, tiredness; 

headaches; stiffness of the neck or back; joint pain or swelling; tingling, numbness, 

and/or burning of the extremities; confusion, difficulty thinking; difficulty with 

concentration or reading; forgetfulness, poor short-term memory, disturbed sleep: too 

much, too little, early awakening; and difficulty with speech or writing” (2013: 38).  

Because of the multitude of potential infections, along with the resultant vague and 

vast symptoms, a Bb infection can be very difficult to diagnose as it will hide in the 

chaos it has created in the body.  In response, Horowitz developed a Lyme-MSIDS 

questionnaire to understand if a patient’s symptoms are evidence of a Bb and its co-

infections.  The questionnaire asks fifty-five symptom related questions, assigning a 

point value to each yes/no answer (Horowitz 2013: 35-37).  If one scores high enough, 

there is a likelihood of Lyme disease and one should be tested for it (Horowitz 2013: 

34).  Horowitz suggests serologist testing with an Enzyme Immunoassay or 

Immunofluorescence Assay test, then, only if positive, a Western Blot test (Horowitz 

2013: 59-65), similar to biomedical providers (“Lyme Disease” 2017).  But if 

unsuccessful, he recommends DNA testing (Horowitz 2017: 46).  This too is tricky 

though, therefore he relies on his questionnaire: with or without laboratory 

confirmation, if Lyme-MSIDS is found, he will treat patients’ co-infections and Bb 

infection.   
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 To treat the Bb infection, Horowitz prescribes an antibiotic regime and/or a 

homeopathic approach.  Additionally, he address each individual co-infection.  

Regardless of the type of treatment, Horowitz emphasizes compassion, good 

communication, and “develop[ing and conveying] a strong desire to benefit the patient 

who is suffering” (2013: 29, 23, 24).  To do this, Horowitz believes the physician must 

spend time listening to each patient and extensively exploring the person’s history, 

both medical and lifestyle, since many infections are enabled by environmental 

exposures (for example, moldy homes) (Horowitz 2013: 202-237).  These techniques, 

he finds, makes the patient’s experience better, as well as enables him to better 

diagnose and treat the unique needs of each Lyme-MSIDS case.   

 Although this understanding and consequent method of addressing Lyme 

disease by Horowitz helped alleviate my symptoms, it should be noted that Horowitz’s 

MSIDS is not a mainstream (biomedical) approach.  I will present an overview of the 

debates here as, like antibiotics and PLDS, I believe they inform the broader world of 

Lyme disease.  Some biomedical practitioners, along with groups like the Infectious 

Diseases Society of America consider Horowitz a fraud, arguing that chronic Lyme—a 

term previously used to describe persistent infection—does not exist (Specter 2013; 

Hall 2013).  Horowitz, they argue, is using pseudo-science to construe public outcry at 

the biomedical diagnostic and treatment approach.  Similarly, an article published in 

the prominent medical journal Lancet Infectious Diseases, writes that there is no 

empirical proof of long-term infection, therefore Horowitz and other like-minded 

doctors are lying to the public (Auwaerter 2011: 5).  Horowitz responds to these claims 

by citing his clinical success of identifying then treating persistent Bb infections, as 
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well as the flaws in diagnostic and treatment methodologies recommended by the CDC 

(“Response to NY Times article on ‘ethics’ of Lyme treatment” 2017).  For example, 

one meta-analysis of a variety of antibiotics and lengths of treatment found that they 

only had a 52-84% success rate when an EM rash was present, leaving patients with a 

chronic infection (Cameron, Johnson & Maloney 2014: 1115; supported by Horowitz 

2013: 90).  Another study found that 44% of patients treated for Bb infection with 

antibiotics for 14 days still experienced symptoms 30 months later (Eikeland et al. 

2011: 353; Cameron, Johnson & Maloney 2014).  These success rates are 

“unacceptably low” according to Cameron, Johnson & Maloney—a sentiment that 

informs the space in which medical providers and ideas like Horowitz’ emerge (2014: 

1129).  

 Not all consider Horowitz a fraud, though.  Other researches have found that 

Horowitz’ approach and questionnaire are successful in helping those with persistent 

Bb infection.  In an assessment on the efficacy of Horowtiz’ questionnaire, one study 

concluded, “The [Horowitz MSIDS Questionnaire] may encourage a more holistic 

view of patient symptoms instead of looking at each complaint in isolation. This 

broader clinical perspective focusing on a whole constellation of clinical symptoms can 

provide an early screening tool as well as more accurate patient diagnosis” (Citera, 

Freeman & Horowitz 2017: 263).  The MSIDS model provides hope for patients 

suffering from chronic impairment, especially due to a Bb infection, as it provides a 

framework for understanding then addressing individuals’ needs.   

 Dr. Young—informed by Dr. Horowitz—was able to speculate my symptoms 

as a persistent Bb infection based on her training in chronic impairment by Dr. 
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Horowtiz.  Then, with the use of urine, stool, breath, and serologic testing and 

Horowitz’ Lyme-MSIDS questionnaire, she was able to diagnose a Bb infection, along 

with other infections and general deficiencies.  Meeting her labeled my ailments, as 

well as provided me with the tools—supplements, medications, and diet—to feel 

better.    

 

Medicalization of My Symptoms: A Discussion in Theory  

 Via Horowitz, Dr. Young provided a framework to understand what was 

occurring in my body.  But the biomedical providers, beginning with Dr. Dechovitz 

and culminating with the gastroenterologist, also informed my experience.  Together, 

they created my sickness through empirical testing, conversations, labels and 

treatments.  Ethnographer and philosopher Annemarie Mol ruminates on how doctors 

enact disease, like how Dr. Young and the biomedical specialists informed mine, 

concluding that something is done in the doctor-patient interaction, and theory on 

disease versus illness suggests that sickness transcends its physical properties, further 

suggesting how sickness is not solely biological.  Together, these two theoretical 

frameworks can provide grounding for my medical experience.   

 To explore how disease is constructed, Mol researches atherosclerosis 

(obstruction of the arteries) in a hospital in the Netherlands, witnessing numerous 

characters—doctors, patients, technicians, etc.—present in the diagnosis and treatment 

of the disease.  She concludes, “in the consulting room something is done” (Mol 2002: 

22 her emphasis).  By answering the doctor’s questions, one begins to see her ailments 

differently, often in different terms and context, i.e. through a medical lens.  But “this 
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does not imply that the doctor brings [the patient’s] disease into being” (Mol 2002: 23), 

Mol continues, rather by discussing one’s symptoms and the doctor labeling and/or 

explaining them, the two—together—create the disease: “When doctor and patient act 

together in the consultation room, they jointly give a shape to the reality of the 

patient’s [symptoms]” (Mol 2002: 27).  Without a diagnosis or general engagement 

with a medical provider, a person’s symptoms are merely the interaction between the 

infectious agent and the person’s body—only upon labeling and/or discussing 

symptoms does something like Lyme disease emerge.  The medical provider labels the 

Bb infection as Lyme disease.  Further, Mol writes, “if we no longer presume ‘disease’ 

to be a universal object hidden under the body’s skin, but make the praxiographic shift 

to studying bodies and diseases while they are being enacted in daily hospital practices, 

multiplication follows…practices are many” (Mol 2002: 83 her emphasis).  Here, Mol 

suggests that to study a disease, one must see what else is entailed.  The events under 

the skin are important, as they are the causative agent of a chain of events, but they do 

not fully inform the experience of a disease.  Rather, it is how that infection is enacted 

between the body, the patient’s mind, and those with whom the patient interacts.  This 

creates the disease’s reality.   

 Looking at a disease’s reality instead of just its biological infection is evocative 

of discussion in medical anthropology about disease versus illness.  Medical 

anthropologists study “the nature of health, illness, healing systems, and related matters 

across cultural systems, populations, and social contexts” (Singer & Baer 2012: 55).  

This lens forces them to ask questions beyond the clinical diagnosis, or the disease 

(infection) itself.  A disease, as defined by Singer & Baer in their review of medical 
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anthropology as a discipline, is “established through a diagnosis by a professional 

healer, like a physician of biomedicine…a disease label is a unit for grouping and 

understanding why people get sick and specifying what condition they are suffering 

from” (Singer & Baer 2012: 79).  Based on this definition, Lyme disease is certainly a 

disease: a medical provider, say MD, recognizes a set of symptoms and labels them.  

Biomedicine, the hegemonic understanding of the human body in the western world, 

defines disease more specifically: 

normal practice in biomedicine, whether in its diagnostic, research, or treatment 

capacities, is guided by the conceptualization of diseases as distinct, discrete, 

and disjunctive entities that exist (in theory) separate from other diseases and 

from the social groups and social contexts in which they are found at any point 

in time. (Singer & Baer 2012: 79)   

 

Here one sees Lyme disease characterized solely by the spirochete and its localized 

presentations (EM rash and flu-like symptoms).  The biomedical specialists missing 

my diagnosis can be explained by this understanding: their framework was too narrow 

to see how else my Bb infection was manifesting.  Dr. Jonathon Edlow, a professor of 

medicine at the Harvard Medical School and Lyme disease researcher, supported by 

Horowitz, argues that, in his experience and relative to his training in medical school, 

biomedical providers tend to seek a singular source for each symptom rather 

accounting for one bacteria causing other infections as well (Edlow 2006).  Here, as my 

experience demonstrates, seeing sickness as a narrow disease does not suffice.  Instead, 

medical anthropologists wish to consider and constitute the quality of life impacts of an 

infection as an important aspect of sickness.  They call this illness.   

 Singer & Bear make the distinction: “disease refers to a literalization of 

phenomena whose experience is always culturally, socially, and psychologically 
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mediated and hence open to interpretation (‘illness’)” (2012: 80 quoting Lambek).  

Disease is what is literally happening in the body whereas illness also includes the 

lived reality of those physical occurrences like the physical impairments on quality of 

life and the social, mental and emotional effects (Singer & Baer 2012: 82).  These 

effects can stem from the (traumatic) experiences that result from infection, how that 

person is treated by others, and how the individual’s treatment and symptoms mediate 

her life.  In this, one can consider how, echoing Mol, others impact disease experience.   

 Scheper-Hughes and Lock argue that disease can be understood through three 

bodies: the individual, social and political.  These three lenses turn the physicalities of 

disease in a human body into illness: problematizing the body, not letting it “fall pretty 

to the biological fallacy and related assumptions that are paradigmatic to biomedicine” 

(Scheper-Hughes & Lock 1987: 6).  Instead, the social and political deeply affect 

disease.  To them, and echoed by Singer & Baer and Horowitz, biomedicine reduces a 

disease to its materiality (1987: 8; Singer & Baer 2012: 79; Horowitz 2013: 56).  By 

focusing on physical symptoms and changes, an “artificial separation [between] mind 

and body” incurs (Singer & Baer 1987: 9).  They write, this “freed biology to pursue 

[a] kind of radically materialist thinking…much to the advantage of the natural and 

clinical sciences” (1987: 9).  Here, they acknowledge the vast successes of focusing on 

the body’s materiality, but they argue that this framework made the body “medicalized 

and individualized, rather than politicalized and collectivized” (1987: 10).  Without 

thinking of the body in its relative context, the lived experience, or reality of a disease, 

is missed.  
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 Scheper-Hughes and Locke recommend considering the socialization and 

politicalization of an individual’s symptoms, much like how Singer and Baer suggest 

there is a distinction to be made between infection (disease) and lived reality (illness).  

An infection can and will occur, but how it is conceived of, communicated about (cf 

Mol), and finally acted upon is arguably more significant than the physiological disease 

itself.   

 

So What Happened?  An Interpretation  

 

 Through my own encounters with various medical providers, my physical 

symptoms of tingles and gastrointestinal episodes were negotiated and eventually 

labeled by various actants.  In this, I see the beginnings of the sociality of my 

experience with Lyme disease, including with how a biological infection surpassed its 

physical ailments.   

 Considering the impairments on my quality of life—physical, mental and 

emotional—my experience suggests to me that my Bb infection, although technically a 

disease, was actually an illness.  This is not to say that it was not a disease, but instead 

that it was not merely a disease.  This distinction, supported by Singer and Baer and 

Scheper-Hughes and Locke, advocates for a widened understanding to include how the 

physical ailments saturate other areas of a patient’s life: Lyme disease is both the Bb 

infection and consequent symptoms, diagnosis, treatment, and general changes in one’s 

way of life.  Reflecting on the Bb infection and resultant events that affected my life, I 

concur.  Lyme disease is an illness enacted by the medical providers, treatments, and 

laypeople who encountered my body.  It began not with diagnosis, but in Mrs. Kollar’s 
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classroom as the little men first began pounding away.  In this vain, I will make the 

praxiographic shift to call my disease an illness when referencing its broader impacts.   

 As discussed, the biomedical framework of Lyme disease understanding—or, 

more specifically, a Bb infection—is based on either a diagnosis of an EM rash or 

positive serologic tests.  Since I had neither of those, in my encounters with my 

pediatrician and the other specialists I saw before Dr. Young, my symptoms were not 

understood as a Bb infection.  Instead, through the lack of diagnosis and a joking 

conversation, my symptoms became to be understood by me (and my doctors of the 

time) as mysterious.  Mol argues that how the doctor and patient interact, and the 

conclusion they draw together, create the patient’s reality.  In this, the biomedical 

providers, accompanied by their tools and facts, contributed to my reality.   

 My interactions with Dr. Young, informed by Horowitz, produced a similar 

result, although she called my ailments Lyme disease.  This was done through testing, a 

questionnaire and our conversations, as well as was confirmed to me when the 

treatment protocol she prescribed alleviated my symptoms.  In this, Dr. Young and her 

tools and facts also became actants in my illness.   

 What and how my illness was assembled can be explained by ANT.  Illness 

suggests that disease is experienced beyond the body’s physicality, but I wish to take 

that notion one step further to understand what informed this transcendence.  ANT 

argues that numerous actants make up a reality (in this example, my illness), and that 

there are intermediaries and mediators.  In my story, medical frameworks and their 

tools like serologic testing and questionnaires (intermediaries) were employed by 

medical providers (mediators) to construct my reality.  The providers relied on their 
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medical facts to inform my diagnosis (or lack there of).  Doing so privileged certain 

ways of knowing, saying that there was a way to understand a disease, but this act was 

necessary as it eventually provided a framework to understand and then help me feel 

better.  These facts, or intermediaries, stabilized my ambiguous and volatile body 

therefore inherently becoming actants in my reality.  But, as my story exemplifies, 

there is not one, correct framework, or actant.  Rather there are numerous and each 

contributed to the construction of my illness through the employment of different 

doctors—other actants.  Additionally, although brushed over here due to lack of time 

for this project, how my friends and acquaintances interpreted then interacted with my 

sickness also contributed to the construction of my illness.  And if one steps back to 

look at Lyme disease more broadly, the often unsuccessful antibiotic treatment and 

PLDS diagnosis that leaves a patient without an action plan should also be included.  

Additionally, the sheer detest by some medical providers to other practitioners' ways 

that do not follow their own guidelines cannot be ignored.  In these collisions of 

actants, Lyme disease becomes social, just as my body demonstrates and a wider lens 

extends.   
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The Ecological Trinity of Bb 

I know that I had a Bb infection based on lab work that Dr. Young’s office did, 

supported by Horowitz's Lyme-MSIDS questionnaire, but where did my infection 

originate?  In this chapter I will discuss the ecology of a Bb bacterium.  Since my 

secondary research in this field referred to Bb as Lyme disease, unless when necessary 

to specify the bacteria, I will do the same here.   

 Lyme exists first as a bacteria in nature, passed between host vertebrates by 

deer ticks.  Humans contract the disease when they are bit by a tick which can only 

occur when humans enter Lyme habitat.  The premise that humans must interact with a 

tick makes the disease’s spread reliant on contact with nonhumans, and therefore can 

be explored in this sense.  To demonstrate such interactions, I will discuss theory by 

Inhorn and Brown on infectious disease and theory by Descola about nature/culture 

divide, who similarly argue that humans and nonhumans should not be considered 

separate, but primarily, I will employ a lens of multispecies ethnography: humans and 

nonhumans interact to create one another.  In the case of Lyme disease, human 

behaviors like land management and climate change alter its ecology, which therefore 

makes Lyme disease and its spread susceptible to humans.  Ultimately I argue, Lyme 

disease is a product of human and nonhuman interaction, and further evidence of the 

sociality of the disease—the nonhumans, along with the human-imposed changes in 

Lyme disease habitat, are all actant’s in the Bb’s existence and therefore reality 

experienced by humans.   
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Transmission 

Lyme disease is not ubiquitous throughout the United States, rather certain 

geographical regions experience epidemics while others do not.  Although there is no 

mapping of Bb habitat, the CDC has compiled reported cases of Lyme disease in the 

United States since 2001.  By looking at this data, one can infer Bb geographical 

habitat and therefore potential sites of contraction.  Whenever I reference Bb or Lyme 

disease habitat, I am therefore referencing this data.  Since I began experiencing 

symptoms in 2011, I will look at the CDC’s map from 2012.   

  

 

 

Reported Cases of Lyme Disease—United States, 2012 

One dot is placed random ly within the county of residence for each confirm ed case. Though Lym e disease cases have been 

reported in nearly every state, cases are reported based on the county of residence, not necessarily the county of infection. 

Figure 2 
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Here, in Figure 2, one sees a predominance of reported cases in the coastal Northeast 

and upper Midwest.  As Figure 2 notes, these maps show a patient’s county of 

residence, not the site of contraction, but one can infer that in areas of dense reports of 

Lyme disease cases, the contraction site is likely local and therefore is the site of Bb 

habitat (isolated cases could be from a person who travelled to Bb habitat).  We can 

therefore conclude that for one to contract Lyme disease, the individual was likely in 

the Northeast or upper Midwest. 

 Lyme is a vector-borne disease: “diseases that are transmitted to humans 

through carriers (vectors) such as mosquitoes or ticks and are usually harbored in wild 

animals” (Luber, Knowlton & Beard 2014).  For example, mosquitos transmit the Zika 

virus to humans, making Zika a vector-borne disease.  To understand any vector-borne 

disease, one must first understand its different parts—“the trinity of agent, vector, and 

reservoir [host]”—as the disease would not function without even just one component 

(Edlow 2003: 86).  In the case of Lyme disease, a bacterium, Borrelia burgdorferi 

(Bb), is the disease’s agent (“Lyme Disease Transmission” 2015).  When a person 

contracts Lyme disease, she has been infected with this bacterial strain; it is the 

bacterial strain that causes symptoms.  The strain cannot survive outside of a vertebrate 

though, so it lives in an organism.  White-footed mice and white-tailed deer are the 

primary hosts of Lyme disease, but others include woodrat, western fence lizards, 

California kangaroo rats, and cottontail rabbits (Walker 1998: 255-256).  The hosts do 

not transmit the disease between one another, rather they carry the bacteria in their 

blood stream, enabling it to survive.  Vectors spread the disease by feeding on various 

hosts’ and potential hosts’ blood.  Bb relies on deer ticks, or Ixodes scapularis, as its 
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vector, transmitting the bacterium between vertebrates whenever they feed.  

Altogether, these three groups enable Lyme disease’s spread. 

 Deer ticks are the means by which the spread occurs—the vectors.  

Understanding their life cycle is therefore curial to understanding disease transmission.  

Deer ticks need blood to survive: they “must find a blood meal from a vertebrate in 

order to change into their next stage of existence—no blood, no survival” (Edlow 

2003: 85).  Eggs laid by adult females hatch into larvae, which must then find food 

(blood) to “mold into the next stage—a nymph” (Edlow 2003: 85).  Nymphs repeat this 

process to become adults, and adults feed once more before laying their eggs and dying 

(Edlow 2003: 86).  This process is explained by Edlow below (Figure 3):      

 

Figure 3 
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Edlow notes that, “as a group, ticks are not very finicky in their feeding habits; nearly 

any vertebrate will do…but no matter how long [the feeding cycle] takes, during this 

blood meal, a tick infected by an infectious agent could transmit that agent to the 

vertebrate from which it feeds—whether it be human or animal” (Edlow 2003: 85).  

Feeding on infected hosts enables the Bb bacterium to spread between vertebrates.   

 Not every white-tailed deer or white-footed mouse hosts the Bb bacteria, 

though.  In reviewing numerous studies of Bb presence in white-footed mice, 

Thompson, Spielman & Krause found that between 20 and 80% of deer ticks in the 

northeastern United States possess the bacteria, implying that not every host has the 

bacterium (2001: 678).  Because of this, the deer tick would have to obtain its blood 

meal from an infected host if it were to spread the disease.  It can do this beginning in 

its nymphal stage.  Thompson, Spielman & Krause, supported by Moore et al. and 

Barbour and Fish, explain that nymph ticks are believed to be the the primary 

transmitters of Lyme disease, because they a) can posses the bacterium (unlike larval 

ticks) and b) are so small at just the size of a poppy seed that people cannot see when 

one has bitten them: “Larval ticks ingest the pathogens while feeding on mice and 

subsequently transmit [greater than or equal to] 1 of these microbes to other mice or to 

human hosts when they feed again during their nymph stage” (Thompson, Spielman & 

Krause 2001: 677).  It is this nymphal feeding that, most commonly, infects humans 

with Lyme disease.   

 Edlow argues that humans are not the target of nymphal ticks, rather an 

unintended victim: “These components [the agent, vector and host] play out a delicate 

balance in nature independent of humans, who occasionally serve as an incidental host 
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in this biological trinity” (Edlow 2003: 86).  Bb resides in the natural world between 

vertebrate hosts like mice and deer and tick vectors, but if a human becomes a blood 

meal, then humans have entered this ecological affair. 

 

Human-Nonhuman Theoretical Frameworks 

Human behavior—just like the behavior of any organism—heavily impacts 

ecology, as humans and their environment are, and have always been, intensely 

intertwined.  In an overview of infectious diseases, Inhorn and Brown conclude that, 

“culture ‘manufactures’ disease in two ways.  First, societies actively change their 

ecology so as to increase or decrease the risk of particular diseases.  Second, culture 

provides a theoretical system for understanding and attempting to manipulate through 

medicine the diseases that cause human suffering and death” (1990: 110).  The latter 

issue was illuminated in the previous chapter, but the former suggests that human 

activity alters ecology, creating disease risk.   

  Humans affect ecology both directly and indirectly, intentionally and 

unintentionally.  Human-made infrastructural development is one of the greatest factors 

in ecological change to a specific area.  Houses and buildings, for example, replace 

wetlands, forests and deserts with concrete.  Similarly, green spaces in urban 

landscapes are constantly impacted by people, since these environments are often 

created and maintained by humans, or exist at the fringe of such control.  Inhorn and 

Brown elaborate on infrastructural development, positing that as “humans made a rapid 

cultural transition from small, isolated groups of hunter-gatherers to small, scattered 

villages of farmers, to large, preindustrial and then industrial cities, marked by 
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aggregates of people living in close proximity,” humans relationships with nonhumans 

changed (1990: 94).  Although nonhumans (colloquially defined as nature) still exist 

ominously in cities, direct contact with humans is typically regarded as much less than 

during hunter-gatherer times.  This conceptual separation breeds a nature 

(nonhumans)/culture (humans) divide, an idea slowly developed over time. 

 Before the dualism of nature and culture can be understood though, one must 

first understand where the culturally specific ideas of nature and culture came from, 

especially because the duality did not develop as one, rather nature and culture were 

conceived separately but have always implicated one another.  In order to determine 

western society’s version of the nature/culture divide today, Philippe Descola explores 

the divide’s origins, history and current complexities.   

 The notion of nature began in ancient Greece when Aristotle and others began 

classifying organisms by their features such as wings, beaks, and modes of locomotion 

(Descola 2013: 65).  In this, “Aristotle conjured up an original subject matter—” the 

idea of nature (Descola 2013: 65-66).  Christianity implemented this nature/culture 

separation through its teachings that human beings were created to watch over 

Creation, or all nonhumans: “humans had to become external to nature and superior to 

it” (Descola 2013: 66).  Here, with Aristotle and the spread of Christianity, the 

opposition between humans and nonhumans was born, but the distinct notion of nature 

as its own field of study was not invented until the scientific revolution of the 17th 

century.  Science sought to explain how things worked, a framework that was applied 

to nonhumans: “What now came into existence was a notion of Nature as an 

autonomous ontological domain, a field of inquiry and scientific experimentation, an 
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object to be exploited and improved” (Descola 2013: 69).  For example, the anatomy of 

a bird.  Nature became a thing to study—a subject of science—as well as a generally 

understood entity.   

 The concept of culture began with “the advent of the concept of society,” but 

the labeling of culture came much later from anthropologists in the late 19th century, 

then furthered in the United States by scholars like Frans Boas at the turn of the 20th 

century (Descola 2013: 72).  That said, the notion of culture has been worked and 

reworked across time and space since its inception, often oscillating between a 

distinction of civilization and culture.  Descola informs his definition of culture with 

Boas’, since Boas’ is reflective of common thought in American anthropology: “each 

people constitutes a unique and coherent configuration of material and intellectual 

features sanctioned by tradition, that tradition being typical of a certain mode of life, 

rooted in the specific categories of a language and responsible for the specificity of the 

individual and collective behavior of its members” (Descola 2013: 73).  Culture 

regards the genius of human minds—their ability to produce physical, social and 

intellectual infrastructure.  But, “there can be no doubt that the notion of culture (in the 

singular) derives much of its fertility from its opposition to nature…the opposition 

does not lie in things themselves; it is constructed by an arrangement that makes it 

possible to discriminate between them” (Descola 2013: 75, 77).  Here, the 

nature/culture divide, or dualism, becomes visible.  The two ideas, since they define 

separate things, become understood as opposed.   

 Descola rejects such dualism—it is a previous conception of the world— and 

instead wishes to examine “the implications of this difference, not in order to 
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perpetuate it and enrich it, but rather to try to pass beyond it in full knowledge of the 

facts” (2013: 85, 31).  Through his travels in the Amazon, Arctic, Siberia and other 

places, he finds groups of people that do not conflate nature and culture, rather they see 

humans as just one component of the entire (ecological) system (2013: 16-17): 

“Admittedly, all this does not suffice to blur the major differences that exist between 

the cultures presented here as examples.  But it does enable one to put one’s finger on 

an even greater difference, the one that separates the modern West from all those 

peoples, both past and present, who have not considered it necessary to proceed to a 

naturalization of the [human] world” (Descola 2013: 31).  Descola offers an alternative 

view, one where humans and nonhumans are organizationally intertwined (2013: 10).  

Speaking in these terms, Descola finds, proves challenging: discussing culture was 

useful when people wanted to “give dignity” to other cultures, but “there is more to 

gain by trying to situate our own exoticism as one particular case within a general 

grammar of cosmologies” (2013: 87-88).  In short, nature and culture are not separate. 

 Today one sees this lack of separation through discussions of how the collective 

actions of humans affect the nonhuman world.  If you recall from the introduction, the 

Anthropocene is a new epoch and term, proposed by Paul Crutzen and Eugene 

Stoiermer in 2000 and agreed upon by experts at the International Geologic Conference 

in 2016 (Fulton 2016), that argues that humans have fundamentally altered the state of 

the Earth so extensively that changes can be seen in the geologic record: “humans have 

come widely to be regarded as the primary agents driving climate change, mass 

extinctions, and the large-scale destruction of ecological communities” (Kirksey & 

Helmreich 2010: 549).  If one puts aside the geologic discourse, one sees a discussion 
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like that of Descola’s—humans and nonhumans are intricately intertwined—but here, 

in the framework of the Anthropocene, humans are considered as the dominant force, 

shaping the lives of nonhumans.  I agree with Crutzen and Stoiermer’s sentiment, 

wishing to acknowledge the power of humans, but ecological relationships are not so 

simple.  Nonhumans also have agency, and they therefore still manipulate/affect 

humans just as humans do to them.  Humans may create the conditions for Lyme 

disease to arise (Whitmee et al. 2015; Inhorn & Brown 1990), but they are also the 

victims of Bb.  Therefore to study this ecology, one needs a framework that gives voice 

to both components, echoing ANT.   

 Eben Kirksey and Stefan Helmreich theorize about such ecological conditions 

and human-nonhuman contact in their proposed anthropological methodology called 

multispecies ethnography: “Multispecies ethnographers are studying the hosts of 

organisms [both human and nonhuman] whose lives and deaths are linked to human 

social worlds…shaped by political, economic and cultural forces” (2010: 545).  They 

propose an exploration of “becomings” or “contact zones:” places where nature and 

culture mingle, generating “mutual ecologies and coproduced niches” and breaking 

down the nature-culture divide.  Examples include everything from urban 

developments to rural forests.  For example, Anna Tsing explores mushroom growth 

and harvest in The Mushroom at the End of the World (2015).  She finds places where 

human and non-human lives are intimately tied and reliant upon one another.  These 

sites, or contact zones, are evidence of nonhumans and humans being inextricably 

linked.  Multispecies ethnography argues that the two are in fact constantly intertwined 

via both human and nonhuman action and therefore should be studied as such (Kirksey 
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& Helmreich 2010: 547).  Since Lyme disease is a product of nonhumans mingling 

with humans, its study in the lens of contact zones is appropriate, just as Inhorn and 

Brown suggested at the opening of this section.  But how does one come into contact 

with Bb?  Where did we mingle?  It had to have been via a tick, but I have no 

recollection of meeting the cryptic, little creature. 

 

Contact Zones: How they are Made 

Contact zones for Lyme disease are created by human imposed changes on their 

physical surroundings, as well as by the life cycle of a deer tick, and can range from 

merely stepping onto one’s back porch to settling in Massachusetts.     

 Simply spending time outside in Lyme disease infected-tick areas enables the 

possibility of contracting the disease, because “human infection requires contact 

between infectious ticks and susceptible humans” (Moore, et al. 2014: 486).  Moore, et 

al. and Barbour and Fish argue that nymphal ticks are believed to be the the primary 

transmitters of Lyme disease, because they are so small that people cannot see when 

one has bitten them (Moore et al. 2014: 486; Barbour & Fish 1993: 1611).  

Additionally, nymph ticks have already gone through a feeding cycle—when they were 

larvae—so they have already had the potential to contract the disease from a Lyme 

disease host like a deer or mouse (Thompson, Spielman & Krause 2001).  Nymph 

ticks, based on their life cycle, usually feed in the late spring or summer (Thompson, 

Spielman & Krause 2001: 677), and since “late spring through early fall is also the 

time period when humans are most active outdoors,” there are increased “contact rates 

between questing ticks and humans” (Moore, et al. 2014: 486).  This can lead to a 
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person becoming infected with Lyme disease if a the tick happens to to feed on her.  

Therefore, by simply being outside at the same time nymphal ticks are feeding, for 

example going for a hike in the spring or playing in one’s yard, people increase their 

chances of Lyme disease contraction.  Further, since the 1960s there has been a general 

increase in outdoor recreation in the United States (Cordell 2008; Cole 1996).  Here, 

the simple human behavior of recreating outside, especially more frequently, creates a 

contact zone between Lyme-infected ticks and people, demonstrating that humans and 

nonhumans are constantly interacting and coproducing one another’s livelihoods.  

 Besides just recreating outside, human behavior can also create contact zones 

through infrastructural means, and therefore increased risk of infection.  In 

understanding the origins of deer-associated diseases, Thompson, Spielman and Krause 

write, “increased use of coastal sites for human recreation or habitation” leads to higher 

frequency of Lyme disease cases (2001: 678).  Coastal sites are good habitat for Lyme 

disease’s necessary ecological components, therefore by settling in them, humans put 

themselves at risk of contraction.  The CDC reports that 95% of confirmed Lyme 

disease cases were from 14 states: Connecticut, Delaware, Maine, Maryland, 

Massachusetts, Minnesota, New Hampshire, New Jersey, New York, Pennsylvania, 

Rhode Island, Vermont, Virginia and Wisconsin (“Tickborne Diseases of the United 

States” 2017).  Only two of these states are not close to a coast, and those two—

Wisconsin and Minnesota—have many bodies of water of their own.  In light of 

Thompson, Spielman and Krause’s note, the presence of Lyme disease in these states is 

not surprising.  By settling in tick-ridden coastal areas, people increase their likelihood 

of interacting with Lyme-infected ticks and therefore contracting the disease—contact 
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zones are created. Naturally, I will assume, people do not choose to settle in these areas 

because they want to contract Lyme disease, rather they settle there as a product of 

society—its close to their job, family, etc. and has preexisting infrastructure.  Here, 

Lyme disease is enabled by human actions.   

 Forest management, a manifestation of human action, is another example of 

how human action affects a disease that exists independently from humans.  The 

northeastern United States was once a heavily forested landscape, but agriculture 

eliminated much of that landscape.  As agricultural fields were abandoned in the mid 

19th century, forests regrew (“Landscape History of Central New England”), but 

housing developments and highways also grew in popularity therefore fragmenting the 

forest to accommodate these infrastructural needs: “Fragmentation involves a reduction 

in the average size of remaining forest patches, increasing the distance between 

patches” (Allan, Keesing & Ostfeld citing Andrén and Murcia 2003: 268; Snyder 

2014).  These divides prohibit species from moving between areas which inhibits 

breeding and gene flow therefore decreasing biodiversity (Snyder 2014).  Considering 

this phenomenon, a study by Allan, Keesing and Ostfeld “predicted that the reduced 

species diversity and increased abundance of P. leucopus [white-footed mice] that 

accompany the fragmentation of forests into small patches would increase the risk of 

human exposure to Lyme disease” (2003: 268).  This will occur because with fewer 

potential blood meal hosts, ticks are more likely to feed on on the same species, and if 

the species is a good host i.e. white-footed mice, then that host population will increase 

in infection, therefore as ticks feed on them, their infection rate will also increase 

(Allan, Keesing & Ostfeld 2003: 270 citing Ostfeld & Keesing 2000).  And if more 
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ticks carry the bacterium, then more people can contract the disease as they bite them.  

Through a field sampling program in Duchess county, New York, this study found a 

higher density of infected nymphs in forest patches <2 ha in size (Allan, Keesing & 

Ostfeld 2003: 271).  Since “the prevalence of [Bb] infection in vector-competent 

ticks…is a good predictor of Lyme disease incidence,” more infected nymph ticks 

likely means increased quantity of Lyme disease amongst humans (Barbour & Fish 

1993: 1611).  From this, they concluded that forest fragmentation creates ecological 

conditions favorable for Lyme disease transmission (Allan, Keesing and Ostfeld 2003: 

271).  One should also note that these forests are fragmented because of human activity 

in/near them which adds contraction risk.   

 An increase in deer population produces similar effects.  Writing on co-

infections amongst vector-borne illnesses, Thompson, Spielman and Krause note that 

there has been a recent “proliferations of deer,” which increase the threat to Lyme 

disease in humans: “because their tick vector thrives solely where deer are abundant, 

the risk of human infection reflects deer abundance and the presence of any of these 

pathogens” (citing Spielman 2001: 676; Odgen 2006: 68).  Barbour and Fish explain 

why there has been an increase in deer population:   

Deforestation of much of the Northeast during the 18th and 19th centuries [for 

farmland] resulted in the near total elimination of deer, and presumably also of 

deer ticks.  However, deer were never totally eliminated from a few isolated 

areas, such as Long Island, New York…[where there is a documented presence] 

of B. burgordferi [Lyme bacterium] and I. scapularis [deer tick]…50 years ago.   

 The abandonment of farms in New England and the suburban 

metropolitan areas elsewhere in the Northeast resulted in a change in the 

landscape through natural succession from open fields to eastern deciduous 

forests.  As the forests returned, so did the deer.  The invasion by I. scapularis 

of the increasingly reforested mainland from island refuges intimated the 

current epidemic of Lyme disease in the Northeast; the closest mainland 
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community from Long Island’s northernmost tip is Lyme [CT, the site of the 

first reported cases of Lyme disease].  (1993: 1611).   

 

From this, one sees how land management—de- then reforestation—created the 

ecology for the “current epidemic of Lyme disease in the Northeast.”   

 As previously discussed, climate change—another product of humans and their 

reliance on fossil fuels—alters ecology as well, and therefore Lyme disease because of 

its innate ecological basis.  In a study seeking to “identify the meteorological factors 

[temperature, moisture, and humidity] associated with the timing of the primary Lyme 

disease season [defined as the point in the year in which cases begin being reported in 

significance],” Moore et al. find, “growing degree days above a particular temperature 

threshold, and the cumulative growing degree days above that temperature threshold 

from the beginning of the year,” were the highest predictor of Lyme disease season, 

after precipitation and humidity (other factors affected by climate change) (2014: 486, 

488, 493-494).  Since climate change affects temperature—predominantly raising it—

an increase in temperature means an earlier onset of growing degree days (Monaghan 

et al. 2015).  In this, humans via climate change affect Lyme disease seasonality; the 

season could lengthen due to an increase in warmer days.  Odgen et al. find that this 

could affect tick feeding patterns as well, which implicitly affects human contraction: 

“Our model suggests that as temperatures increase, larvae are active and feed earlier in 

the year and increasing proportions of nymphs become active and feed in autumn of the 

year they fed as larvae” (2006: 69).  With ticks feeding in the fall, they could increase 

their rate of reproduction, which, one could logically conclude, would create more 

ticks, therefore more blood meals, and therefore higher threat for humans.  According 
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to this model, climate change impacts ticks and therefore a tick-transmitted disease like 

Lyme. 

 Warming temperatures also affect tick ranges, which could lead to changes of 

areas under threat.  Odgen et al. recognized southeastern Canada’s risk for Lyme 

disease due to its close proximity and similar habitat to the northeastern United States, 

birds carrying deer ticks into Canada during migration each spring, and “that increasing 

temperature (associated with climate change) could increase the potential for 

immigrating ticks to establish resident, endemic tick populations (Ogden et al., 2005)” 

(2006: 64).  In response to these converging factors, they created a model to predict if 

increased temperatures would effect the theoretical spread.  They found,  

A northern expansion of temperature conditions favorable for self-sustaining 

populations of I. scapularis [deer tick] will occur…These observations 

combined with the potential degree of increase in tick survival in the region 

immediately south of these theoretical temperature limits, suggest considerable 

potential for northward expansion of the range of this tick even as early as the 

2020s.  (2006: 67) 

 

Based on this model, a threat of Lyme disease to a new community induced by climate 

change is evident.  But, as the authors note, it is not just climate change that creates 

their threat.  Rather, it is climate change’s interaction with a host of ecological 

variables; the complexity of ecology is accounted for.  With climate change, humans 

enable a host of otherwise impossible changes to occur which in turn create a health 

risk for themselves.   

 Browinstein, Holdford and Fish agree with the above prognosis by Odgen et al., 

but they also point out that increased temperatures could simply change habitat, not 

only expand it.  Current Lyme habitat in the southern United States could become too 

hot for ticks and/or hosts (Browinstein, Holdford & Fish 2005: 42).  This would 
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decrease ranges of Lyme disease, and therefore potential places of contraction 

(Browinstein, Holdford & Fish 2005: 42).  Combining the new and old habitat changes 

due to climate change, they believe, will keep exposure constant (Browinstein, 

Holdford & Fish 2005: 43).  This is an important point, as it is both a realistic and often 

overlooked one: warmer temperatures will make new habitats as well as end old ones, 

but the ending is rarely discussed.  Instead, climate change publications typically cite 

how vector-borne illnesses will increase in the face of rising temperatures (Centers for 

Disease Control and Prevention; “Working Group II: Impacts, Adaptation and 

Vulnerability” 2014).   

 Finally, beyond just tick range, habitats of hosts could also be redistributed by 

climate change: “Anthropogenic global climate change is associated with changes in 

the distributions and phonologies of species and communities,” writes Jannett et al. 

(2007: 168).  These authors study the range shifts in small mammalian populations like 

white-footed mice in Minnesota.  They found “significant” range extension for white-

footed mice, which they suggest was enabled by climate change (2007: 171).  Although 

a small study (n=1), their discussion points to climate change’s predicted “influence 

[on] the patterns of wildlife disease, human diseases and pests…the range extension of 

the mouse might portend increasing incidences of [Lyme disease] in northern 

Minnesota” (2007: 174).  This range extension is yet another compounding factor 

enabling infection.  Altogether, human actions affect the ecology and therefore 

transmission of Lyme disease.   

 By spending time outside and settling in areas of Lyme disease habitat, humans 

create obvious contact zones.  Infrastructure development, on the other hand, create 
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more discrete, yet just as important, contact zones as well.  Land management like 

forest fragmentation gives way to ecological conditions favorable for Lyme disease 

growth, and climate change affects both the seasonality and habitat of Lyme disease.  

By interweaving themselves with Lyme disease’s physical ecology, humans, as Inhorn 

and Brown state, “manufacture” their own disease risk.   

 

Contraction: How did I Come to Host Bb? 

 

 As discussed, human actions provide opportunity for intimate encounters with a 

Lyme disease-carrying deer tick.  But these actions must be in areas of Lyme disease 

habitat, namely the northeastern or upper midwestern United States.   

 When I first visited my pediatrician, he tested for a Bb infection on the basis, in 

addition to my tingles, that I had spent time outside that summer—in Alaska, Maine 

and the local waterway for rowing.  Aware that Alaska is not a popularly cited Lyme 

disease territory from the CDC’s map of reported cases (reproduced below for easy 

reference), I will disregard that potential.  I live in Chicago, which is is northern 

Illinois and on the edge of Bb habitat, so I could have been infected there, but this is 

not too dense of a reported-cases area.  Alternatively, Lyme disease is often referred to 

as an epidemic in the Northeast, and as I spend considerable time there each year, I will 

guess I was infected there.   
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 Since I was born, my family has spent at least two weeks every July/August at 

our lake house in southwestern Maine: 15 miles from the New Hampshire border, half 

way between Canada and the Atlantic Ocean.  We swim until our fingertips morph into 

prunes—both in texture and color; we hike on switchback-less trails to the tops of local 

mountains; we play wiffle ball and corn hole; shower maybe every third day; and never 

wear shoes.  Our town, Bridgton, rests on the edge of the CDC’s map of reported cases, 

indicating that I could have contracted Lyme disease there.  But since Bridgton is not 

in the heart of Lyme disease territory, I wonder if this was in fact my site of 

contraction.  During our road-trip to Maine each summer, my family first stops in 

Reported Cases of Lyme Disease—United States, 2012 

One dot is placed random ly within the county of residence for each confirm ed case. Though Lym e disease cases have been 

reported in nearly every state, cases are reported based on the county of residence, not necessarily the county of infection. 

Figure 2 
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Stamford, Connecticut to visit my cousins and grandparents; southwestern Connecticut 

has a high density of reported cases and is therefore another plausible site of 

contraction.  I was in both of these places during the summer of 2011, just months 

before I first presented symptoms, therefore one of these sites was likely the source.   

 Again, I do not recall ever pulling a tick off my body before I presented 

symptoms, but as this research demonstrates, one does not always know that she is 

being bitten.  What I assumed was just dirt, acquired and disregarded from my barefoot 

ventures through the southwestern Maine woods and/or hours spent throwing tennis 

balls for the dogs in my cousins’ backyard, may have actually been a Lyme disease-

infected tick.   

 

The Ecological is Social: A Deduction 

 

 But more broadly than the specifics of how and where I was infected, let us 

consider how infection is created.  Work by Inhorn and Brown, Descola, and Kirskey 

and Helmreich suggests that one should see Lyme disease as the product of human-

nonhuman relationships, or through contact zones.  Contact zones are enabled by any 

human-nonhuman interaction, ranging from Climate Change, spending time outside, to 

deforestation, but each exist precisely when a deer tick feeds on a human and transmits 

a Bb bacterium.  This explanation is sufficient if one seeks to answer how a human 

contracts the disease—how a contact zone is made—but when looking to place the 

ecology of Lyme disease in a larger discussion of the disease, one must move beyond 

what simply gives rise to human exposure, or contact zones.  In other terms, the actants 

in the ecology of Bb contribute to Lyme disease’s sociality.   
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 The Bb bacterium, the deer tick and the variety of hosts all appear to be the 

predominant actors in the creation of the ecology of Lyme disease.  As they are living 

beings with agency, they are mediators in this sociality, but only the reality of a Bb.  

More bluntly, Bb rely on such mediators to exist.  But then, actions by humans like 

forest fragmentation and Carbon dioxide emissions alter the physical surroundings of 

the mediators, therefore humans also become mediators in the ecology of Bb.  The 

actions they take should be considered actants as well, since just a human in its 

existence is not an actant here, rather the act of deforestation is the actant.  In this, more 

actants are seen. 

 But these actants were working together, negotiating the life of a Bb, before a 

human (who would become infected) entered the scene.  Colloquially this is referred to 

as an ecosystem’s web, but here we will consider it social, as to remind ourselves of 

the actants.  Seeing this ecology as a previously established entity is like seeing it as a 

fact.  Remember that Latour cautions us to regard facts as only one way of knowing, 

but that facts are intermediaries with which mediators negotiate to assemble the social.  

If we take the fact of the Bb’s existence—how it got there—to understand Lyme 

disease in the human body, we can see ecology as one negotiator in the reality/sociality 

of Lyme disease.  This is helpful as it can stabilize an understanding of the disease, but 

one must also consider the actants that existed to assemble the ecological trinity the 

person entered upon infection, or the Bb’s social.  All of those actants are implicitly 

therefore also actants in Lyme disease’s sociality.   
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Conclusion: An Assemblage as a Solution 

 

Through this thesis, I have attempted to answer the question, what is Lyme 

disease?  It began with an autoethnographical inquiry of my own experience with the 

disease, then expanded outward, following the methodology of autoethnography, to 

understand three main components of my sickness—biomedicine, an alternative medial 

approach by Dr. Horowitz, and the ecology of the disease.  Actor-network-theory 

(ANT) argues that when numerous things come together to make something else, that 

convergence is social.  In this, I found that Lyme disease is social.   

 Autoethnography, a methodology commonly used in Anthropology, suggests 

that one can garner broader cultural meaning from a personal narrative (Bochner & 

Ellis 2016).  To do so, one must explore the questions that arise in response to one’s 

story, using them to facilitate a broader inquiry.  As I considered my story, I asked, 

why did biomedicine miss my diagnosis; how do those providers understand Lyme 

disease?  Dr. Young was able to diagnose me, so how did she do that?  What did she 

know that the others did not?  And then, how did she make me feel better?  And 

finally, where did this infection come from?   

 To explore these questions, I researched the biomedical framework of Lyme 

disease, as well as the medical framework constructed by Horowitz, then used by Dr. 

Young to diagnose and treat my infection.  I learned that biomedicine believes Lyme 

disease is an infection of the bacteria Borrelia burgdorferi (Bb).  To diagnose, 

providers in this framework rely on either clinical symptoms for localized presentation 

(an EM rash or flu-like symptoms) or serological tests for disseminated presentation 
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(symptoms range from neurologic to cardiac to gastrointestinal manifestation).  If Bb is 

found, doctors will prescribe antibiotic treatment.  If not found, the Bb will go 

undetected.  It was here, with a false negative blood test, that allowed my neurologic 

and gastrointestinal symptoms to proliferate.  Dr. Young was able to find my infection, 

though.  She relied on a framework by Dr. Horowitz, who also believes that Lyme 

disease is a Bb infection, but suggests that a Bb infection can hide amidst the chaos it 

makes as it breaks down the immune system and creates other infections.  Due to this, 

Lyme disease presents in a variety of ways ranging from an EM rash to lethargy, he 

argues, diagnosis is complicated, and treatment must address all problems.  To 

diagnose, Horowitz recommends serologic tests like the biomedical providers, a yes/no 

questionnaire, and a DNA test if serologic tests are negative but one continues to 

present symptoms.  For treatment, he prescribes either antibiotics or herbal remedies 

depending on each patient.  Horowitz’ framework provided me the tools necessary to 

feel better.   

 In seeing these different frameworks all collecting in my body through this 

research, I began to see Lyme disease as more than just a biological infection.  Theory 

on disease versus illness argues that the biological changes one experiences from 

infection can alter ones life socially, emotionally and mentally (Singer & Baer 2012).  

From this, I realized that my sickness affected other areas of my life.  Mol’s theory on 

disease enactment added to this notion—something is done (the diagnose made, 

symptoms identified, treatment prescribed, understandings provided, etc.) when the 

sick person interacts with others, especially doctors.  In my case, the biomedical 

providers constructed one understanding of my neurologic and gastrointestinal 
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symptoms: I was a medical mystery.  But Dr. Young provided another explanation: 

Lyme disease.  These medical encounters, accompanied by my daily interactions with 

others, crafted my disease, but they were not the only actants. 

 Besides the social, political, mental and emotional aspects of Lyme disease 

(which I did not have time to explore in this project but are worth mentioning due to 

their vitality to my disease’s reality), Lyme disease is the product of a human-

nonhuman interaction: Lyme disease is a vector-borne disease, meaning it has an 

infectious agent (the Bb bacteria), a transmitting vector (a deer tick), and a reservoir or 

host (white-footed mice and white-tailed deer are the most common).  Humans enter 

this trinity when they are bit by an infected tick and become a host for Bb.  

Additionally, humans affect the ecology of Bb through infrastructural developments 

and climate change.  Theorists Descola (2013) and Kirksey and Helmreich (2010) 

assert that these webs of humans and nonhumans are omnipresent and that diseases like 

Lyme should be understood in such context.  Contact zones, Kirksey and Helmreich 

propose, are the places/moments upon which transmission of the Bb between tick and 

human occurs, therefore a study of Lyme disease can be directed there.  Since humans 

affect Lyme disease’s ecology, they help configure contact zones and therefore their 

own disease risk.  In this, I saw how humans affect Lyme disease but also how Lyme 

disease is simply the life of a Bb.  Both aggregate human actions and nonhumans like 

Bb, deer ticks and vertebrate hosts were actants in my disease.   

 The two medical frameworks and discussions in ecology all provided different 

ways to think about Lyme disease, but to explain what happened in my body, I needed 

something to bring them together.  ANT argues that when different entities (actants) 
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interact, they transcend their own groups and make something new (Latour 2005).  

Latour argues that such collision creates the social, therefore I came to understand my 

disease as social, and my body as the site upon which that sociality existed.   

 Different actants—the hallmark of ANT—constructed my reality.  My illness 

was not a result of biomedicine failing me, which was the question that originated this 

project, rather an assemblage of ideas, objects, facts and actions.  As how Latour 

reminds us that facts are simply one construction of knowledge and the social lasts for 

only a moment before it is reassembled into a new one, I believe my illness is ever 

changing.  This project questioned my trust in Horowitz’ philosophy and belief that I 

ever even had a Bb infection.  I came to see my disease as an illness, along with my 

position amongst and lack of agency against nonhumans.  Engaging with ANT helped 

me do this, but a better personal understanding is just what critics of autoethnography 

say—that the methodology is narcissistic.  So to avoid this, I will end with the cultural 

meaning autoethnography suggests can be extrapolated from personal narrative, and I 

believe I have found here.   

  Through this project, I have shown the broader dialogue between actants that 

occurs at each site of inquiry and therefore informs Lyme disease.  As actants come 

together, they stabilize one another to create the social.  Doctors in both biomedicine 

and an alternative approach like Horowitz’ use medical tools and facts to construct an 

understanding of a patient’s symptoms, as well as provide a treatment protocol.  The 

disagreements between medical providers on how to best address Lyme disease, along 

with the inability for any one approach to treat every patient (recall the sometimes 44% 

efficacy rate for antibiotic treatment for an EM rash [Eikeland et al. 2011: 353]) also 
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informs Lyme disease’s general reality.  As discussed in the previous chapter, the deer 

tick, other vertebrate hosts, and Bb bacteria make the ecology of Lyme disease, and 

humans and their actions affect said ecology.  In this, these nonhumans, humans and 

humans’ actions affect the disease.  When all of these actants, ranging from people to 

objects, come together, they become social.  Such confluence does not need to occur in 

a body, mine was simply convenient for this project, rather it can exist as something 

discussed or engaged with.  But it is there, in that confluence, that Lyme disease is 

social.  As the actants came together, mediators like doctors, humans, animals and 

bacteria used intermediaries to stabilize their interactions.  I have found that Lyme 

disease is the product of so many sectors, and one cannot be forgotten since they all 

inform and rely on one another.   

 Considering Lyme disease in this lens provides new insight into the disease.  To 

ensure that this is a new knowledge, Latour suggests that one makes sure she is not 

simply reassembling the social, rather demonstrating how each actant is doing 

something (Latour 2005: 11-13, 132)—each actant’s act needs to be considered in how 

it affects the social entity.  Considering Lyme disease was previously understood in 

separate disciplines, I believe this project provides a new understanding of the disease.  

This is not to discredit each individual actant or its respective discipline, as I believe all 

are sites worthy of independent inquiry, but rather an attempt to see first, what is 

realized in the human body, then second, provide a site for solutions.  

 As explained in the introduction, the CDC calls Lyme disease the fastest 

growing infectious disease in the United States (“Lyme Quick Facts”).  The CDC 

reported just under 30,000 new cases of Lyme disease in 2016, but they also cite an 



77 

 

additional 5,000+ probable cases (“Lyme Disease Graphs”).  This discrepancy 

highlights the fraughtness of Lyme disease diagnosis and general understanding, but is 

also indicative of the growing rate of infection.  The disease was only first studied in 

the United States in the 1970s, when it began to proliferate (Edlow 2004: 1-27), and 

since 1996, the number of reported cases has doubled (“Lyme Disease Graphs”).   

 My story, and the resultant understanding that Lyme disease is social through 

ANT, does not offer a solution, but maybe the roots for one.  I shared here not for pity, 

but for something better.  Often people offer their condolences when they discover my 

medical saga, but I always respond, “I just don’t wish it upon anyone else.” 

 Understanding Lyme disease as the confluence of numerous actants can provide 

the inertia necessary in addressing the disease’s multiple facets; since the problem 

stems from numerous places, all of the places must be engaged.  Currently groups are 

working to curb this crisis, mainly through biomedical research groups, groups 

advocating for symptom recognition, and a potential vaccine.  All are good, as Lyme 

disease exists in each of these realms, but to truly stop this potentially life inhibiting 

disease, one must connect all the actants.  Just as the assemblage must be traced to see 

the reality, a conversation must be had between actants while brainstorming and 

crafting solutions.  The solution to Lyme disease must also be social.
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