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Despite all our medical advances, not all disease and sickness is understood. This was 
the case with the sickness now labeled “Mitchell Syndrome.”  

Mitchell Syndrome is a genetic disease, peroxisomal disorder, and neurological 
condition that was only recently identified. It’s named in honor of my son, Mitchell Herndon, 
who passed away from the illness in October of 2020. Mitchell struggled with his illness for 
seven years, and the disease was only identified two years prior to his death.  

After research into Mitchell’s condition, we now understand what it was that took his 
life. And when I say we “understand” it, I should add that we only kinda-sorta get it; there’s lots 
we still need to learn. And when I say “we” understand it, I should also say that it’s really 
doctors that understand it. His mother and I barely understand it. With the help of Mitchell’s 
doctors, I’ve done plenty of my own learning on what exactly happened in Mitchell’s body to 
lead to such a debilitating, fatal illness. It took me into the worlds of genetics, biochemistry, and 
neurology.  

Below is what I’ve been able to piece together from interviews, internet learning, 
medical reports, and conversations with smart people who seem to understand these things. I 
offer this informal report to help other people—parents, especially—know what Mitchell 
Syndrome is, and what the hopes for future treatment might be.  

Before we begin, I want to acknowledge that not every parent needs to know what 
Mitchell Syndrome is, and what might be happening inside their child’s cells. If that’s you, you 
should know that’s fine. You can love your child without understanding them entirely. (I love 
my daughter but for the life of me, I do not get her.) But I personally really wanted to know 
what was wrong with Mitchell—if only to be able to explain it to other confused parents, and in 
language I myself could understand.  
 

The Two Shall Become One 
 

Let’s start with reproduction, and how a person is made into the unique person that he 
or she is. This involves something called “genetics,” which we’ll get to in a bit.  

When a person is formed, a sperm from the male penetrates an egg from a female. That 
sperm is carrying one-half of the father’s chromosomes, and the egg carries one-half of the 
mother’s chromosomes. When fertilization occurs, those two sets of chromosomes pair up so 
that a new baby has 23 pairs of 2 chromosomes each, or 46 chromosomes total. Each copy in a 
pair of chromosomes is mostly identical, which means that a person has a sort of “backup” to 
the chromosomes. As a person grows, these chromosomes are replicated over and over and 
over again and kept in the nucleus of almost every cell in the body. Each chromosome contains 
hundreds to thousands of “genes,” and the study of genes is called “genetics.” These genes 
include fantastically long ribbons of chemicals known as DNA—Deoxyribonucleic acid. You 
probably remember DNA from high school. 

DNA is made up of four chemicals—Adenine, Thymine, Cytosine, and Guanine—that 
combine in “base pairings” along a very, very long double-helix structure that looks like a 



twisting staircase. These pairings are arranged in different orders, which basically functions as a 
complex language. Just like our language has 26 letters that can be rearranged in different 
orders and groups to convey meaning and instructions, and just as computers have “binary 
code” which rearranges ones and zeroes to spell out instructions, these four DNA chemicals 
(marked by the letters A, T, C, and G) serve the same purpose. The four letters convey 
information about how to build a body—kind of like a blueprint that shows a builder how to 
build a building. (There are 3.2 billion base pairs in the human genome, which is enough to 
convey a lot of information.) For the most part, the instructions on DNA tell the body how to 
build proteins out of different chemicals in the body. Proteins are the building blocks of the 
human body.  

I know that’s confusing, so think of a library. Picture the Library building as the nucleus 
in a cell, which contains the DNA. The different sections of the library are chromosomes: 
Fiction, Biography, Magazines, etc. The books are the genes, and the words and letters in the 
chapters are DNA. A new person’s cells have mechanisms that can read these books and know 
what to do in order to start building a person.  

And remember, every person has two copies of the library: one from their mom and one 
from their dad. 

Now, just because we get half of our chromosomes from our mother and half from our 
father doesn’t mean we are perfect combinations of them. If we were, we would look exactly 
like our siblings, but we don’t. There is some shuffling of chromosomes when an egg and sperm 
come together. Also, when genes and chromosomes replicate, there is some “variance.” 
Variance happens when there are mistakes in the DNA blueprint, or typos in the library. With 
3.2 million base pairs in a person’s DNA, there are bound to be some mistakes when A, T, C, and 
G come together. Maybe a T and A come together where a C and G should, or an A tries to 
bond with a C. The body actually has a proof-reading mechanism to look for and correct 
mistakes, but it misses some of those mistakes. These mistakes happen randomly, and they’re 
called “mutations.” Mutations can either happen spontaneously when an egg is fertilized (in 
which case they’re called “de novo” mutations, for “new”), or they can happen when a person’s 
DNA is altered later in life—either through a copying error or environmental factors. Either way, 
if a person develops a mutation and that person has children, the offspring will get the 
mutation from the mom or dad. 

The word “mutation” sounds bad. And sure enough, mutations can be bad. (More about 
that in a second.) But mutations aren’t universally bad. In fact, everybody has lots of mutations 
in their genes. Most of these mutations aren’t expressed; they’re called “silent mutations.” 

On top of that, mutations can actually be good and advantageous for human life. Variety 
is the spice of life, they say. When a person’s library is changed randomly, the instructions on 
how to build a human being can get changed so that hair color is different, or height is 
different, or the shape of a person’s face is different. Sadly, so far, no mutations actually 
produce superheroes like the X-Men. (Sorry, Stan Lee.) But some mutations actually improve a 
person’s ability to live in a certain environment, if only slightly. These mutations are so 
advantageous that the person lives longer and better than people without the mutation, and 
that advantaged person passes down the mutation to her kids, who pass it down to their kids. 
This is called “natural selection,” and is part of evolution. These variances are called “alleles” (a-
leels), and they exist in a person’s genes and in DNA. These genetic alleles combine to create a 



“phenotype,” which is basically the physical expression of a person’s genes: tall, fat, blue-eyed, 
female, etc. 

Like I said, though, not all mutations are good. When base-pairs get altered, cells can 
have a hard time following the instructions on how to build proteins and a human life. Think of 
the library again. If there’s a typo in a library book, it might mean nothing—especially if it’s not 
that important of a book. But it might be a very important library book, borrowed by a lot by 
people who need to read it. If there’s a typo in that book, the instructions might get screwed up 
and the body doesn’t know how to do something really important. 
 

ACOX upon This House 
 

Which brings us to Mitchell. He had a mutation, a variance, in his genetic code. His 
mutation is called a “missense” mutation; somehow, where there should be an A, there’s a G. 
This mutation was on the 710th base pairing on the ACOX1 gene, and scientists calls it the 
ACOX1 p.N237S variant.  

Now, the ACOX1 gene is named after what it does. That gene contains instructions on 
how to build a molecule called Acyl-CoA oxidase. It’s a molecule, also known as an enzyme, that 
breaks down a certain substance in certain cells—a substance with a ridiculous name, Very 
Long Chain Fatty Acids (VLCFA).  

I know we’re getting confusing again, as we are moving away from genetics and moving 
into biochemistry, which is the study of how chemicals interact to build and sustain life. So let’s 
slow down a bit.  

You see, the food we eat contains lots of good stuff to help us live our lives: including 
protein, carbohydrates, and fat. Fat is really important to the human body—it creates energy 
and contains material used to build cells—but we can’t just eat fat in order to live. The fat from 
a fatty steak doesn’t just get added to your body where it’s needed. During digestion, the fat 
we eat is converted into fatty acids, which are then distributed to our cells throughout the 
body. You might remember what “cells” are from high school biology class, but in case you 
don’t, cells are tiny little units that constitute the human body and contain microscopic 
structures that facilitate every aspect of biological life: the nucleus, the mitochondria, etc. Cells 
are where metabolism occurs, which is another fancy word to describe how chemicals are 
changed and converted into other chemicals and energy that are useful for life.  

One of the structures inside a cell is called a “peroxisome.” Peroxisomes have the ability 
to produce chemical enzymes, which can help metabolize fatty acids into proteins. 

Still with me? If you are, let me tell you a little bit about peroxisomes, as it’s a very 
important part of why Mitchell got sick. Peroxisomes actually do a lot of important things, but 
for our purposes, peroxisomes are responsible for metabolizing VLFCAs and sending them on to 
another part of the cell—the mitochondria—which can convert them to plasmalogen, which is 
another protein used to build cell membranes. You see, fatty acids form a molecular chain of 
elements that can be short, medium, long, and very long. (That’s where VLCFAs get their name.) 
The very long ones are too long for the mitochondria, so the peroxisome helps out by initiating 
a series of chemical reactions called a “pathway” which break very long fatty chain acids into 
smaller units. Technically, this is called the “Beta-oxidation pathway.” Don’t worry about the 
“beta” part, but the “oxidation” part is important. By oxidation I mean that certain parts of the 



molecule are removed to change its chemical composition. So VLCFAs enter the peroxisome 
and get slowly broken down (metabolized) into smaller units that are sent to the mitochondria 
for further metabolism, producing what the cell needs to live: energy and plasmalogen. 

This Beta-oxidation process is a long one. The ACOX1 enzyme (Acyl-Coa oxidase) goes 
through a lot of steps to produce plasmalogen. But the first step of this process produces a 
byproduct chemical that you might recognize: hydrogen peroxide, or H2O2. You might have it in 
your medicine cabinet to clean wounds. H2O2 is basically a waste product of this process and 
contains four leftover atoms of hydrogen and oxygen. Not to get too technical, but H2O2 is a 
type of molecule known as a “reactive oxygen species.” That’s kind of a scary name, because it 
can be a scary thing. 

Why can it be a scary thing? Well, hydrogen peroxide might be good for cleaning out 
cuts and scrapes. And to be sure, the body needs hydrogen peroxide because it does many 
good things. But an abundance of hydroen peroxide in cells can be deadly. So, let’s talk about 
H202. 
 

Bringing Biochemistry and Genetics Together: “Biochemetics”? 
 

H2O2 is a very toxic chemical that you don’t want to keep in your cells for too long. It’s 
highly reactive, meaning that it can break apart easily and react with other molecules in the 
cell—sometimes destructively, distracting them from what they should be doing. But—thank 
goodness—the cell has a way to convert that H2O2 to water, which is good for the body. 
Everybody needs more water, right? 

Here’s where Mitchell’s body had its problems. Remember the ACOX1 gene? It’s the 
gene that has the information on how to make Acyl-CoA oxidase, which is the enzyme that 
helps break down VLCFAs into smaller units, producing H202 in the process. Mitchell’s ACOX1 
gene had a mistake in it which changes the instructions on how to build Acyl-CoA oxidase into a 
slightly different enzyme. Enzymes are made up of lots of subunits called amino acids, and 
where there should normally be an asparagine amino acid, there is a serin amino acid. This tiny 
little change means that the ACOX1 enzyme interacts too well with VLCFAs. The fatty acids are 
converted too easily, producing an over-abundance of H2O2. Additionally, the ACOX1 enzyme 
doesn’t degrade like it normally would. In order for ACOX1 to do its work, it has to operate as a 
“dimer” with another enzyme. Two ACOX1 enzymes bind together to do their work. Under 
normal circumstances, these two copies of ACOX1 enzyme degrade over time. But because of 
this tiny little change in the amino acids, the two ACOX1 enzymes stick together longer, and 
continue to do their work at metabolizing fatty acids. 

But wait, it gets even more complicated. Remember that people have two copies of 
chromosomes: one from their mom, and one from their dad? Mitchell’s mutation is “de 
novo”—he didn’t get it from either of us. (We were tested and don’t have the ACOX1 
mutation.) His mutation just happened the way de novo mutations do. But sometimes ACOX1 
mutations do get passed down from parent to child. With so many base pairings in the ACOX1 
gene, there is ample opportunity for different mutations to take place. In some cases, kids have 
mutations on both ACOX1 genes, from both parents. I say “kids” because these children rarely 
grow into adulthood. As a result of having two mutations, they can’t produce any ACOX1 
enzyme, and can’t break down VLFCA, which builds up and clutters their peroxisomes and 



causes lots of problems. They have seizures, lose the ability to speak and learn, develop 
exaggerated reflexes, increased muscle tone, and usually die within a few years. This is called 
an “ACOX1 deficiency,” or an “ACOX1 loss of function.” It’s part of a group of genetic disorders 
called “peroxisomal disorders,” because it takes place in the peroxisomes of a person’s cells. 
This mutation is also called “recessive” because it’s only expressed if both genes from both 
chromosomes have the mutation. ACOX1 deficiency is a well-known peroxisomal disorder, and 
has been researched thoroughly. In fact, if you googled “ACOX1” to learn more about your 
child’s illness, you probably stumbled upon ACOX1 deficiency. 

Mitchell didn’t have an ACOX1 deficiency, in which neither of his ACOX1 genes didn’t 
code correctly for the enzyme. He had something different. (And this is his special contribution 
to medical knowledge of the human body, and why this disease was named after him.) He only 
had one mutant gene. He had two ACOX1 library books in his library, and only one of them has 
a typo in it. But this typo doesn’t mean that his ACOX1 gene doesn’t work. No, it works too well. 
It metabolizes VLCFAs too quickly and produces too much H2O2. The fact that this genetic 
variance is expressed in his body even though it’s only on one gene makes it a “dominant 
trait”—as opposed to recessive. This is also called a “gain of function,” because—as opposed to 
kids with an ACOX1 deficiency—Mitchell’s body has a small improvement in it. (Although it’s 
not an improvement anybody wants.) 

So what does this mean for Mitchell’s cells? Well, because half of Mitchell’s cells contain 
the correct DNA instructions to oxidize VLCFAs, his body operated just fine for a while. But the 
other copy of his ACOX1 gene was producing the wrong kind of enzyme, resulting in rapid 
breakdown of VLCFAs in his peroxisomes, producing too much H2O2. Like I said, the cells have a 
clean-up system that converts hydrogen peroxide to water, but in Mitchell’s case, it couldn’t 
keep up. While it sits around waiting to be converted to water, it does lots of damage. It’s like a 
little punk kid waiting to be picked up by his mother, destroying the babysitter’s house while he 
waits.  
 

And Now, Neurology 
 

This was a truly unfortunate process taking place in Mitchell’s peroxisomes. But what 
were the effects? And did it happen in all Mitchell’s cells?  

Maybe it was happening in all his cells, to some extent—we don’t know. But for some 
reason doctors are not sure they understand, it’s a certain type of cell that was most vulnerable 
to this buildup of this Reactive Oxygen Species: Schwann cells. Schwann cells are a kind of glia 
cell, which are fancy words for a certain type of nerve cells. These cells exist as part of the 
myelin sheathing around the nerves. 

Wait…what? Schwann cells? Myelin sheathing? I know this is a lot, but we’re almost 
done. You see, neurology is the study of the nervous system, and the nervous system is that 
part of a person’s body which sends signals from the brain to the body, and back. It’s how your 
brain knows what’s going on in the body and how your hands, feet, and organs know what to 
do. Your nerves are little cords that run up and down your arms, to your spine, carrying 
electrical signals from your fingers and toes to your brain, and back again. Those electrical 
signals contain messages on what the body is doing, and what the brain wants the body to do. 
Those electrical cords, or nerves, are protected by a coating which keeps the electrical signals 



inside the wires. That coating is called the “myelin sheath.” Apparently it’s these types of nerve 
cells—Schwann cells—that are most vulnerable to the overexpression of the ACOX1 enzyme, 
producing too much H2O2.  

This was where Mitchell experienced the worst kind of damage to his body as a result of 
his ACOX1 mutation. Basically, the buildup of H202 slowly ripped apart the myelin sheathing on 
his nerve cells, which is really bad. This damage to his Schwann cells resulted in damage to his 
axons. Axons are the wires that send electrical impulses around the bodies. If those axons 
aren’t working, the brain can’t tell the body what to do, and the body can’t tell the brain what 
it’s doing.   

In Mitchell’s case, the damage to his nerves seemed to exist in a certain section of his 
upper spinal cord, where MRI pictures show “inflammation.” This inflammation was a sign of 
some kind of damage to his cells. What’s both interesting and sad is that we became aware of 
another adolescent patient with ACOX1 gain of function, and this patient showed a different 
sort of neurological damage. In this patient’s case, the damage started in the brain. (The brain is 
actually part of the nervous system.)  

This is one of the mysteries of Mitchell Syndrome. Even though we’ve learned a lot 
about it, there’s plenty we don’t understand. Like, why does the damage to the Schwann cells 
occur in different places, in different people? And does the damage spread beyond that? And 
what about the other symptoms that Mitchell and other kids have—the other parts of their 
“phenotype”? How does the ACOX1 gain-of-function problem cause hearing loss? And skin 
rashes? And dry eyes? Also, why does Mitchell Syndrome present at different ages in different 
people? And maybe our biggest question is, why did Mitchell sometimes get better? He would 
have “relapses,” when his neurological condition would worsen suddenly. But then he would 
stabilize. What caused the relapses? What caused the improvement? How can a broken 
metabolic process in his peroxisomes go bad, then better, then bad again?  

These are questions we hope to answer as we learn more about Mitchell Syndrome. In 
fact, doctors and researchers are still working on them. A lot of the answers have to do with a 
field called “epigenetics.” Epigenetics is a sub-field of genetics, and the study of why certain 
genes express themselves where and when they do. Because the current number of patients 
with Mitchell Syndrome is still so small, we don’t have a lot of data on how, when, and how 
severely an ACOX1 mutation might present in different people.   
 

Toward a Treatment 
 

Regardless of all these questions, even with a small number of known patients, Mitchell 
Syndrome is a serious condition. In Mitchell’s case, the damage to his central nerves and 
peripheral nerves spread to his diaphragm, which made it difficult for him to breathe. A 
tracheostomy and respirator helped him continue to breathe, but eventually the damage 
spread to his brain, which shut down his cognitive processes and left him in an unresponsive 
state. Mitchell’s brain stopped working when he was 19 years old. When that happened, we 
decided that the time was right to remove life support. He had told us he did not want to live in 
a vegetative state, unable to interact with his loved ones. 

Of course, that was a sad ending to Mitchell’s life. But his life gave lots of doctors and 
researchers the opportunity to learn more about this rare disease, which was named after him 



in a tribute to the research scientists were able to do as a result of his life and sacrifice. And 
these same scientists are still working hard to figure out if anything can be done for other 
children affected by it. 

Which leads to the question that you probably want to ask: What can be done?  
That question was really hard to answer when we didn’t know what Mitchell’s problems 

were. It took several years for researchers to identify the genetic cause and give him an official 
diagnosis. Before that, doctors gave him other diagnoses, but knew that he didn’t really fit into 
the diagnostic criteria of any known illness. (And for the record, doctors considered 
peroxisomal disorders, but he didn’t really fit into that category, either—at least not within the 
known categories of peroxisomal diseases. Now we know it’s just a new peroxisomal disorder.) 

Without a very clear diagnosis, doctors did a couple things. First, they gave him IV 
steroids to help reduce inflammation on his spinal cord. (IV means “intravenous”—as in, 
directly into the blood stream.) Honestly, I don’t know how steroids work, exactly, but Mitchell 
seemed to improve a little bit.  

Of course, steroids are not a good long-term option. They’re not solving the underlying 
cause and have nasty side effects—both in the short and long term. Which is why in addition to 
treating his condition with steroids, many of the country’s best doctors recommended that we 
treat it as an autoimmune condition. An autoimmune condition is when a person’s immune 
system attacks the person’s body. Perhaps, doctors thought, Mitchell had gotten sick with an 
ordinary illness—like a cold or something—and his immune system never turned off after it 
fought back the original sickness. Sometimes this happens. Maybe Mitchell’s immune system 
was like the soldier who returned from war but didn’t want to stop fighting, so he decides to 
attack the town he lives in.  

In order to treat Mitchell’s illness as an immune system, we tried a few things. We had 
him take very powerful immune suppressant drugs, which kill white blood cells: drugs like 
Cytoxin and Rituximab and Methotrexate. We put him on plasmapheresis, which is a 
complicated process that cleans the blood of misbehaving antibodies. We also gave him regular 
treatments of Immuno-globulin (IVIG). IVIG replaces the misbehaving antibodies in a person’s 
body with better-behaved antibodies. The downside of all these treatments is that Mitchell’s 
immune system was very weak as a result. He was more vulnerable to infection and sickness. It 
inhibited his quality of life. People have their immune systems for a reason.  

And honestly, we couldn’t tell if these autoimmune treatments were working. 
Occasionally Mitchell seemed to get a little bit better, and we’d keep giving him the treatments. 
But then he would get worse, and we wouldn’t know if we should keep trying the treatments or 
not. But we didn’t have anything else to try, so we kept trying them in various combinations, 
and with new drugs added in.  

All this changed when the researchers at the Undiagnosed Disease Clinic sequenced his 
genome, and realized it wasn’t an autoimmune condition, but an ACOX1 mutation.  
 

The UDN: Fly Guys 
 

The Undiagnosed Disease Clinic at Baylor University is filled with experts who research 
all kinds of mysterious illnesses. Using their fancy genome-sequencing equipment, they 
diagnosed Mitchell as having a mutation on one of his ACOX1 genes, resulting in a gain of 



function. The good news is that because people with an ACOX1 gain of function have one 
working ACOX1 gene, their cells can do the necessary work. And with medical advances, there 
might be a way to “turn off” the mutating gene. Medical companies have been able to develop 
gene therapies which can do this. But it takes lots of research, money, and experimentation. 
Sadly, companies might be reluctant to invest money in this line of research if there isn’t 
enough volume of people with the illness. Mitchell Syndrome is too rare for companies to 
invest that much time and research. This is one of the reasons The Mitchell and Friends 
Foundation exists: to raise awareness of the disease.  

This doesn’t mean children with Mitchell Syndrome are out of luck, though. The people 
at UDN recommended a treatment that just might work. I say “might” because we’re still 
waiting to try it. Late in Mitchell’s illness scientists identified a medicine that could help 
Mitchell’s cells do what they have a hard time doing: getting rid of H2O2. And really, it’s a 
simple medicine. It’s an antioxidant called N-Acetyl Cystine, or NAC. You can buy it over the 
counter, at any drug store, and can take it as a pill or liquid. (Although the liquid form tastes 
terrible. Mitchell said it tastes like dead fish. And he had to take it three times a day.)  

NAC works by helping clear his peroxisomes of the buildup of destructive H2O2 in his 
nerve cells. You see, NAC is an antioxidant. Antioxidants do many things, and lots of people take 
them for lots of helpful benefits. But one of the things antioxidants do is help get rid of toxic 
chemicals in a person’s body—chemicals like H2O2. NAC neutralizes H2O2 in a chemical 
process. In fact, the body actually produces antioxidants which do this job. But sometimes 
there’s not enough to do it. 

Unfortunately, not all antioxidants are created the same. And here we get to one final 
complication. 

You see, the human body contains something known as the blood-brain barrier. It’s a 
metaphorical wall between two systems of the body: the system that carries blood to all the 
organs, and the nervous system which includes the brain and nerves. Chemicals and organisms 
can’t easily penetrate that barrier. The barrier is actually a good thing, because it keeps these 
systems compartmentalized. If something bad gets into the blood stream, for example, the 
barrier keeps it from getting into the nervous system. 

However, the blood-brain barrier means that NAC can’t get where it needs to go: his 
Schwann cells. This is likely why, even after slamming NAC like an NAC-oholic, Mitchell didn’t 
really improve. But there is a version of NAC that can cross the blood-brain barrier. It’s N-Acetyl 
Cystine Amide, or NACA. The “Amide” is a word indicating that the chemical has been altered to 
help it get into the nervous system, where it can do its work. That’s good news. The better news 
is that NACA actually exists and is being manufactured and given to people for a certain eye 
condition (retinitis pigmentosa). The even better news is that we have reason to think the drug 
will work. Researchers working on Mitchell’s case at the Undiagnosed Disease Network (UDN) 
altered the DNA of fruit flies in a crazy experiment. They gave the fruit flies “Mitchell 
Syndrome.” Well, they actually gave one group of fruit flies ACOX1 deficiency, and one group 
Mitchell Syndrome. Normal fruit flies live about 60 days. Fruit flies with ACOX1 deficiency didn’t 
live a single day. Fruit flies with Mitchell Syndrome lived about 10 days, after struggling to fly 
and do other fly-things. However, after being given NACA, the fruit flies with Mitchell Syndrome 
improved and lived to about 30 days. It’s not 60 days, but it’s something. 



That’s all great news for kids with Mitchell Syndrome. The bad news, however, is that 
this drug is still considered “experimental,” and the company is reluctant to allow children who 
don’t have retinitis pigmentosa to try the drug. We worked with the company for over a year to 
try to help Mitchell get access to the drug, but the process was slow, and Mitchell passed away 
before he could try it. 

Even if access to this trial drug is granted, we’re still not sure how it will work. It will be 
an experiment and will have to be monitored by doctors to know how much of the medicine 
should be taken, and how the medicine should be administered, and what the side effects 
might be. But we’re eagerly hoping that even though Mitchell didn’t get to benefit from NACA, 
perhaps other patients might. 
 

Clear as a Pile of VLCFAs? 
 

So there you have it: What Mitchell Syndrome is, and what might be done to treat it. It 
took me many, many months to really get my brain around this to the limited extent that I 
have. I am not a scientist or a doctor and did not enjoy chemistry in school. (I was more of a 
choir and band guy.) But I really did want to know what happened in our son’s body, and 
doctors who came to know and love Mitchell were eager to help me “get it.” And passing along 
what we learned about Mitchell’s condition to other parents is the least we can do to help 
confused and worried parents, like ourselves.  

My wife, Michele Herndon, and I are eager to help you understand as much or as little 
of this as you’d like. Please use the “Contact Us” tab on the website to reach out. Until then, all 
the best in your search for understanding, and hope. 
 


