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Introduction: 

DM: Welcome, everyone. This is Dr. Mercola. Today we’re here with a recognized 
leader in patient care and research, Dr. Ritchie Shoemaker, who is – like myself – 
trained in family medicine and has studied and learned information about other areas 
that is really bringing lots of insights into how we can treat chronic illness. He currently 
serves as president of the Chronic Neurotoxin Incorporated, and he’s a medical rector 
for research on biotoxin-associated illness. He’s been on a variety of national TV shows, 
such as Good Morning America, NBC News, CBS News, and CNN. So, welcome and 
thank you for joining us today, Dr. Shoemaker.  

RS:Good morning. Thank you so much for the opportunity to speak with you today.  

DM: Before we get started, why don’t you provide us a little background about how you 
first became interested in the dangers of mold? Because it is quite pervasive. If you 
might also incorporate how pervasive it truly is, and how many people it’s currently 
affecting in your experience.  

RS:My training was in family practice, and I wanted a rural experience. I was very 
happy to be in the little town of Pocomoke on the eastern shores of Maryland since 
1980. I started here in solo practice and had an interest in the outdoors and wetlands in 
particular. It was wonderful living – two minutes from the office and two stoplights. It’s a 
kind of small-town life that other people might not necessarily enjoy it the way I do. But 
my life was really undisturbed, doing patient care the way I wanted. 

Until 1996 and 1997, when we started having a problem in the Chesapeake Bay and, 
specifically, in tributaries of Chesapeake Bay and of the different rivers that were 
involved with a problem called Pfiesteria. Pocomoke was the epicenter. It turns out this 
little organism, it’s not an algae. It’s a dinoflagellate. It’s another one-celled creature that 
makes toxins and changes life form. It had been killing fish in North Carolina since 1993 
or so, but we never had it here.  

Because of my interest in the river and wetlands, when people started getting sickened 
by exposure to areas where thefish kill had occurred, I got a chance to see them. Quite 
frankly, Dr. Mercola, there was no one out there who had any data on this illness. No 
one published. No one has ever seen it who wrote to put a name on it. No one has ever 
treated it. And quite frankly, I was kind of lost. 

DM: Well how…. 



RS: I wanted to do something.  

DM:How is this different fromthe typical mold exposures that we see?  

RS: The Pfiesteria is the first of the biotoxin illnesses that I saw. All the biotoxin 
illnesses, including mold, are multi-system, multi-symptom. They’re related to exposure 
to an environmental area where there are blooms of toxin formers. Because it turns out 
that the commonality, whether it’s a dinoflagellate, mold, or spirochetes in some cases, 
it makes essentially no difference to the innate immune response system that we have 
that responds to foreign antigens to protect us.  

The inflammation induced by exposure to these toxins is what makes people sick. In 
order to treat them, we need to remove them from exposure and remove toxin from their 
body – both.  

DM:Okay. In your encounter on this – because it was sucha novel illness that hasn’t 
really been well-identified when you encountered it – can you describe some of the 
approaches that you’ve found to be useful at the time? 

RS:  Nothing works until my third patient came in! [Laughs] She had a terrible diarrhea. 
She was going all the time, whether she ate or not. We call it secretory diarrhea. And in 
desperation, I gave her cholestyramine, which is a cholesterol drug that not many 
people use anymore, because you have to take it four times a day. It binds to 
cholesterol, but also binds just about everything in particular shape and size.   

DM:Most of our readers or listeners are concerned about taking drugs, but 
cholestyramine is relatively benign – at least from my understanding. It doesn’t really 
have a drug action other than essentially serving as a binding agent, very similar to 
many of the clays that are used to bind toxins. Is that correct? 

RS: Well, you’re just about right. Cholestyramine is not absorbed. It will bind very 
efficiently to small molecules that have what we call anion rings or shearing of electrons 
and these small molecular structures that have a net negative charge. Cholestyramine 
has a net positive charge. 

There’s another cholesterol-lowering resin called Welchol that also has these net 
positive charges. The clays have very few of these binding sites. Even though people 
have used clays – and Bentonite is one – with some success, cholestyramine is so 
much better that people would put up with some constipation and some reflux.  

I can try any number of compounds – charcoal and pectin. We tried [Chitosan 05:20]. 
It’s just so because cholestyramine is a miserable medicine that takes you very long. Of 
course, if you’ve been sick for 10 years and you start feeling better in two weeks – 
suddenly this miserable medicine seems like a godsend.  

DM: Wow, that is just really an amazing, serendipitous find that you had. Have you 
publicized this, and have other clinicians started to incorporate this method of treating 
toxic illnesses, or illnesses due to toxic exposures? 



RS:We sure have. We published about 20 papers. The cholestyramine protocol was in 
Harrison’s textbook of medicine. Just a short little reference, but it was there. We have 
about 500 physicians who are affiliated with our website called SurvivingMold.com. 
They’re part of the Physician section. I get asked to give talks all the time it seems. So 
yes, there are an awful lot of people that are aware of the benefits of cholestyramine 
and how to fix the side effects.  

Once we identify the source of the toxin illness and remove people from exposure, 
cholestyramine is our first step. But then, there are 10 more steps that we follow along 
to sequentially stop the inflammatory process initiated by the toxin exposure.  

DM: Is it appropriate to review some of those steps now or is that too complex? 

RS: Anytime you want. I’m here to talk about this, for sure.  

DM: All right, let’s go then, because it sounds really fascinating. Before you expound on 
those 10 concepts or steps, though, I’m wondering if you could sort of reinforce or 
expand on the concept of these toxic exposures. Are exposures to toxic substances or 
biotoxins – I guess – from moldor the type of organisms that you first encountered in the 
90s… Is there some broad type of general response that they produce, or are there 
specific toxic influences that mitigate an individualized and customized approach based 
on this specific exposure?  

RS: It turns out the idea of a biotoxin really expands to apply to all the compounds that 
have similar structure, shape, and size. These compounds are called ionofores, which 
means they move from cell to cell and can be in the body, but not in the bloodstreams. 
They’re hard to detect and certainly hard to eliminate.  

But eventually, whether the toxin comes from a dinoflagellate, from a mold, whether it 
comes from a blue-green algae, a spirochete, an apicomplexan, or series of other 
sources of these illnesses, these compounds – these small and low molecular weight 
compounds – all end up being dumped in the bile by the liver. The liver can’t metabolize 
these things.  

DM: Oh.  

RS: I mean they use bile as a sewer. And there’s the group of cells that align bile ducts 
that have a mechanism to secrete these compounds in the bile against the gradients, 
which is energy dependent, in an effort to remove them.  

Unfortunately, these compounds moving from cell to cell don’t go out on the stool. They 
get reabsorbed. You don’t pee them out. You don’t sweat them out. They stay. And the 
advantage of treatment with something that binds toxins, like cholestyramine or 
Welchol, is that you interrupt the so-called enterohepatic recirculation. This recirculation 
is the reason that people don’t self-heal simply by removing themselves from exposure.  

DM: That’s fascinating. I just have not encountered that information before.  



RS: Well, we publish a lot. I’ve written eight books and published about 20 papers, 
[Laughs] so it’s out there. But nonetheless, it is only the first step to remove toxins, 
because our innate immune response system is activated by particular toxins and 
metabolic products associated with them to set off inflammation of a particular kind. This 
is not the antibody-based inflammation or what we call acquired immunity or adaptive 
immunity. This is innate immune problems.  

You know, it’s interesting that it was only 20 years ago when the promise of innate 
immunity was spoken by one of the great lecturers, a talk from Charles Janewayfrom 
Yale. He said, “There is still a world of medicine ahead of us.” That was in 1989.  

[----- 10:00 -----] 

Now for example, if you look up, say, “transforming growth factor beta 1,” there are 
55,000 references and papers published on these ever-expanding elements of innate 
immune response.  

DM: That’s terrific. Just to tie up the little loose ends(and we’ll go on the steps of how 
you approach inflammatory reactions), are these biotoxins endlessly recycled in the bile, 
or do they – at some point – wind to being deposited in the fat or some other storage 
depot until they’re eliminated with some type of sequestering agent as you mentioned? 

RS: There are binding sites for these toxins – some in fat cells, some along axons of 
neurons. The prototype illness ciguatera that you get from eating some fish from the 
tropical reef that has ciguatoxin accumulated in, that’s got a very tight binding to these 
sites on neurons. It takes several years of cholestyramine before we really get ahead of 
chronic ciguatera.  

But other compounds are much more freely movable. And while there is some binding 
in fat cells, the treatment is much quicker than, say, the ciguatoxin.  

DM: Okay, well thank you. Why don’t we go into those steps that you have identified as 
being useful after you’ve, first of all, identified the issue and concern. Start with the bile 
sequestering agents, then removing the person from the source of the biotoxins, and 
then there’sthis10-step process you referred to.  

RS: The critical issue is recognizing the illnesses there by virtue of the symptoms 
patients have –their multiple health symptoms, their multiple body systems. They don’t 
stay the same from day to day, but overall, there are no days that people feel normal. If 
they have a good day and try to do a little extrabecause they’re way behind, they will 
crash and burn over the next several days.  

The similarity to chronic fatigue syndrome and fibromyalgia,for example, is 
uncanny.Specifically, after history shows it’s a problem and you show the potential for 
exposure to a water damage building. That means the building envelope that’s 
gotwaterin, that’s not dried out within two days, there’s going to be microbes.  

If people have exposure and multiple systems, you’d want to show what’s wrong with 
them with a series of diagnostic blood tests. These tests are available. Insurance 



carriers provide coverage. Labcorp and Quest will do these assays. The first step in 
treatment after history is accumulate the lab database, because it is the use of the labs 
that guides us in how we’re doing and tells us what step to do at which.  

Fortunately, there’s an inexpensive test called visual contrast sensitivity that has been 
shown for years to be important in neurotoxicology to show a deficit in the neurologic 
function of vision. This can be done online or with a handheld kit. It takes five minutes. 
It’s non-invasive. It seems to be low-tech, but it’s very sophisticated in its origin.  

If you have symptoms, blood tests, visual contrast, and exposure, you’re off to the 
cholestyramine prescription pad. After a month, we will look to see where we are with 
symptoms, what happened to some labs that were abnormal, and what happened to 
visual contrast.Our second step in treatment…. 

DM:Before we go to the second step, let’s finish up on the first. Where does one find… 
or is this visual contrast test need to be prescribed, the cost for it, and if you can just 
maybe summarize some of the more important traditional lab tests that you’re using.  

RS: Sure. The visual contrast test is available on four or five websites on the Internet. 
The one that’s the newest and most sophisticated is on SurvivingMold.com. 
ChronicNeurotoxins.com also has one of the earlier versions. They’re all based on the 
pioneering work of Dr. Arthur P. Ginsburg. I think his website is still up even though he 
has passed away. So. it’s readily available. 

We look for a deficit in the shape and the ability to see contrast. That is a pattern of gray 
lines against a gray background. That’s about 15 dollars if you take it in one of these 
online sites. I think it’s a little more expensive on Dr. Ginsburg’s. But you get an 
immediate answer. We’ll give you an idea of “Is there some potential for this to be 
there?”  

The visual contrast test is not 100 percent. Eightypercent of people who are sick will 
have no deficit. One percent of people who are sick as can be – correction: who are not 
ill… (I said that backwards, didn’t I?) 

DM: Yeah. 

RS: One percent of people who are not ill will have a positive test. If you have [14:49 
inaudible] exposure, you might get a false positive. But VCS is – as we call it… 

DM: Just to fix it up, you said 80 percent of people who have the illness do not respond, 
or is it the other way around – 80 percent of those who have the illness will respond to 
the test? 

RS: Of the ill people, 92 percent will have a positive test… 

DM: Okay. Okay, that’s what… 

RS: Of the non-ill, less than one percent hasa positive test.  

DM: Okay, so it’s a pretty darn good test? 



RS: Sure. It’s not invasive, and for 15 bucks you can take a few more of those than 
doing an MRI.  

DM: That is phenomenal screen. That’s just about hits every important aspect of an 
effective screen. [Laughs] 

RS: It’s interesting that when they look at the blood tests that are involved… I started 
mentioning that when I had a chance to work for Pfiesteria, the blood test that we got 
that we were trained for use – CBC, metabolic profile, Sed rate, and C-reactive protein, 
we got a traditional inflammation test – we’re normal. There’s nothing wrong there. The 
lymphocyte test, immunoglobulins, thyroid, and ANA – they’re all normal. 

DM: That’s why these people are told there that they have no problem. They see 
traditional doctors.  

RS: You’re exactly correct. We used those as pertinent negatives. We expect them to 
be normal, and it helps in the differential diagnosis. I mean the fact that you have a 
biotoxin illness, you might have renal failure and diabetes out of control as well that has 
to be treated. The differential diagnosis is uncanny in the use of visual contrast and 
symptoms to sort out who’s biotoxin and who isn’t. 

The lab tests that we want to focus on start with genetics. The test called HLA-DR 
analyzed by PCR shows us. It’s fascinating that there are no significant racial 
differences in different people for this HLA type. These are immune response genes in 
chromosome 6. A lot of time people have heard of HLA, they might have done a test for 
anklyosing spondylitis with an HLA-B27. That’s a different use of HLA. Certainly with 
multiple sclerosis and any number of illnesses, there are genetic susceptibilities. 

And so to hear these genes have to do with antigen presentation. If there is a particular 
antigen exposure, particular HLAs are involved. So that people would say that mold 
illness have an increased incidence of some HLA types that are not seen in the people 
who have ciguatera and both of those are different than those in the post-Lyme 
syndrome. I get to see so many people taking antibiotics and antibiotics, when they 
have HLA-based inflammatory illness of the biotoxin illness in that group.But, we’re 
talking about molds today.  

But nonetheless, if there is genetic susceptibility, what we look for is particular kinds of 
inflammation from innate immunity. Here we look for cytokines. These inflammation 
proteins that are free-formed and ready to go to fight off the antigens. We look for split 
products of complement. Not C3 and C4 that you might look for in lupus, but the split 
product of C3a and C4a – fascinating that these are made.Some folks – the very 
unfortunate ones –have the enzyme that makes C4a. It will actually auto-activate, so the 
illness not only gets worse the longer you stay ill.It is quicker to relapse with another 
exposure as well. This sicker,quicker… 

If we look at the so-called Th1 and Th2 immunity – the new player is Th17 immunity and 
transforming growth factor beta 1 or TGF beta 1. It’s a huge player in this illness, 
certainly associated with respiratory problems, and what looks like asthma that’s not 
asthma; what looks like Parkinson’s and funny tremors; what looks like M.S. and funny 



gliosis or scarring in the brain. Thank you, TGF beta 1. The inflammation compounds 
there – C4a, TGF beta 1, and then the measure of cytokines overall called 
matrixmetalloproteinase-9.  

Quest and Labcorp will do these tests. Insurance companies all recognize them.So, it’s 
not a matter of spending thousands of dollars to get esoteric rare tests. These are 
readily available every single day. The HLA immune response chain test is also done by 
Quest and Labcorp.  

But if we find that there is genetic susceptibility and excessive inflammation, a critical 
role here is that we have lack of regulation of inflammation. And this disease is all about 
lack of control of inflammation and hormones thatdo that – melanocyte-stimulating 
hormone or MSH, and then vasoactive intestinal polypeptide or VIP. Also, these tests 
are available through Quest and Labcorp – incredibly important. 

In the first –kind of – wash, so to speak, of the way of how we look at this, show by 
differential [inaudible 20:02] that it could be there, show also that you have a genetic 
susceptibility, lack of regulation, and then out-of-control inflammation.  

[----- 20:00 -----] 

DM: That’s terrific. Thank you for expounding on that test. Once you’ve identified 
these… You know you’ve done the diagnostic tests. Do you have the next steps of – I 
guess – addressing the inflammation that’s the result of the exposure to the biotoxins?  

RS:It sure is. What we found early on was that particular people who are hypermobile or 
have their wingspan greater than height...We knew they had lots of autoimmunity and 
didn’t know why. TGF beta 1 was revealed as the underlying mechanism. TGF beta 1 
helps cross-link collagen.So, the long slender types that you see who are excellent 
athletes – volleyball players and basketball players – and models on the runway usually 
will have high TGF beta 1 as the underlying mechanism. Certainly, that’s true in Marfan 
syndrome as well.  

But when we see autoimmunity, look for TGF beta 1. You want, for example, to remove 
gluten from their diet if they have gliadin antibodies. They don’t have celiac disease. But 
for those with TGF beta 1 elevation and gliadin antibodies, they need to go off gluten for 
three months to buy time to fix the underlying mechanism. Then they can go back to 
eating gluten again without reacquisition of gliadin antibodies. Autoimmunity does have 
a significant role.  

With MSH, this is a master hormone. It regulates other hormones, especially antidiuretic 
hormones. You’ll see people that are thirsty. They urinate more frequently. And they get 
static shocks, interestingly. It’s wild. Folks will turn on light switches with their elbows, 
because they get zapped all the time.  But you’ll see them in the tilt table test. They’re 
told they have the PACS syndrome and things. They get terrible headaches that are 
called migraines that are not. When you fix antidiuretic hormone osmolality relationships 
as our fourth step, you’ll have a lot of very happy people.  



MSH also has effect on gonadotrophins. Men and women both have gonadotrophins 
that affect estrogen and testosterone primarily. You’ll find abnormalities of androgensin 
about 40 percent of patients. Part of the mechanism for these androgen problems is the 
enzyme that converts testosterone over to estrones, called aromatase. Aromatase is 
upregulated like crazy.  

Dr. Mercola, you will see people with their doctors giving out testosterone like crazy, 
because their testosterone is low. But all that’s doing, if you’re a biotoxin patient, is 
greasing aromatase to convert more testosterone over into estrogen. The guy says, 
“You want to help me for a few days and now I’m worse.” So, what do you do? You give 
him more testosterone. That’s kind of a losing proposition.  

But if you fix aromatase – and we can do that – you will normalize estriol responses and 
estrion responses and fix testosterone and DHEA without supplementation.  

DM: Do you use supplements like[inaudible 23:12]? 

RS: Interestingly, some of the human chorionic gonadotrophin is kind of a new player 
here.   

DM: Oh, interesting.  

RS: It works better than others. VIP will normalize aromatase. Some people we just 
have to bite the bullet and give them DHEA over the counter as we proceed, because 
we do want to have enough androgens. Remember that testosterone has enough anti-
inflammatory properties as well.  

DM: And this MSH,melanocyte-stimulating hormones? 

RS: There’s an alpha, beta, and gamma. The alpha-1 is what we’re looking for. The 
FDA does not permit its use in people in the United States yet. There’s a variety of 
sources where people have bought MSH. And you now fully well that back in the 90s, 
when it was in 70s and 80s when the FDA did not forbid its use, it was wildly used in 
pregnant women and children to correct the whole series of things. As an anti-
inflammatory medication, it is under investigation.  

As we go forward in this kind of pyramid of treatment, we fix hormonal problems and 
autoimmune problems very early on. Then we want to increase oxygen-delivering 
capillary beds. Here’s where VEGF comes in. Vascular endothelial growth factor has 
abnormal distribution in these patients. Some it’s quite high; we worry about cancer 
there. Most people, it’s quite low. It’s actually protecting against cancer in some 
people’s opinions. But low VEGF is not letting adequate oxygen be delivered in capillary 
beds.  

We need to drive up VEGF to help people with brain fog, shortness of breath, and any 
cognitive issues as well. We can do that using either the omega-3s in very high doses, 
or a drug called Pioglitazone or Actos. We can’t use quite as much now that when we 
used to because of the question about bladder problems and all, but Actos is a good 
one to drive up VEGF.  



DM: But before we go any further… It sounds like it’s getting to be a really complex 
treatment protocol. I’m wondering if, you know…If you could just put a frame and 
perspective on the bile acid sequestrants, because it really sounds fascinating, and 
maybe detail that a little bit more if we’re going to these other components.  

Like, what percentage of people will improve after using thebile acid sequestrants and 
removing themselves from exposure to biotoxins? And maybe you can give a little detail 
on exactly how it’s used. Because as you have mentioned earlier, it’s a relatively safe 
medication as medications go, and really the major side effect is only constipation. 

RS: That’s true. Cholestyramine alone will not fix all the problems of inflammation these 
patients get. All it does is…. 

DM:What percentage would it affect? 

RS:Seventy-fivepercent of patients will have 75 percent reduction of symptoms with 
cholestyramine alone.  

DM:Okay.  

RS: Having said that, if you’re one of the 75, you want the other 25 [Laughs] to go away 
as well. It’s interesting that the pyramid protocol that I used has all been based on using 
cholestyramine and finding out that while that helps, it’s not all the answer for some 
people. What am I missing?  

Well, what came along were unusual biofilm-forming microorganisms that come in cells 
and that colonize the nose without causing nasal symptoms, which make compounds 
that turn on some of our genes differently. We knew that these coagulase-negative 
staphs had to be eradicated to get people better. I didn’t know about the genomic 
effects until recently.  

But if you use cholestyramine and the patient still has symptoms, the next step is to get 
rid of these coagulase-negative staphs. What that means is that you got to do the 
culture to begin with. That’s not a very comfortable procedure – putting a swab four 
inches back in the nasal pharynx – but diagnostic lab medicine in Massachusetts does 
those assays. It takes about two to three weeks for the results to come back.  

Basically, cholestyramine is a mandatory first step. If you try to eradicate coagulase-
negative staphs without cholestyramine, the patients don’t get better. If you do 
cholestyramine then coagulase-negative staphs, now we’re getting somewhere. But 
beyond the coagulase-negative staphs, if people still have these illness symptoms, 
that’s when the later steps come along – hormonal factors, inflammation factors.  

But now, Dr. Mercola, we are in the golden era – in my point of view – in that what 
cholestyramine does infect, finally we get through replacement with a hormone called 
VIP. This is the regulatory neuropeptide that’s missing in most people. It’s just like your 
Type 1 diabetic. His blood sugar’s crazy, but he has many hormonal and metabolic 
abnormalities. Insulin replacement is a lifesaver.So, too, is vasoactive intestinal 
polypeptide in the group of people that I see.  



Whether your illness has been called incorrectly fibromyalgia or chronic fatigue, and 
there’s a whole series of these… Some people are accused of being somatisizers of 
stress, depression, and malingering. Basically, the illness is so obvious when you see it. 
The treatment protocols –that I think – should demand the physicians are attuned to the 
complexity, and stop throwing names at people, labeling them inappropriately when 
there are no objective parameters used to confirm those diagnoses like fibromyalgia.  

DM: Sure. Now, when you seek to have some of these secondary approaches such as 
identification of the staph bacteria that you’ve mentioned, have you ever found… I’m 
wondering what your perspective is on optimizing the gut flora through the use of either 
high-quality probiotics or, I think is an even far more potent source, which would be 
fermented vegetables and foods? 

RS: It’s been an interesting process. I’ve tried extensively with a variety of dietary 
interventions to normalize gut flora. I’ve not been successful to date, treating the 
inflammation just through diet, exercise, or hygienic measures alone.  

DM: Okay. Have you used high doses of fermented vegetables? Because we’ve found 
that you can actually get up to 10 trillion bacteria, which is as beneficial as consuming a 
bottle of a high-quality probiotic at one serving… 

RS: I have not used doses that high. It’s an interesting idea.  

DM: Yeah, okay. It’s just that I was just curious. I mean it’s a normal, natural way to 
potentially address this at a very simple level, which there’s elegance and simplicity.  

RS: We’re getting ready to start a protocol with Jeff Thurston of the Theralac Company, 
using probiotics and looking for genomic effects of those probiotics.  

[----- 30:00 -----] 

So, maybe we ought to be putting in another arm with the high doses you’re talking 
about.  

DM: Yeah. It needs to be started slowly. I’ve interviewed Dr. Natasha Campbell-
McBride, and she’s used these therapeutically to treat autism very successfully. It’s a 
very powerful regimen. I would be very curious to see its impacts. You should 
definitely… We should connect and get you information on how you can incorporate 
them to the next part of your study. I think that would be useful.    

RS: I would love to see the labs that I get changing with the protocols that you have 
used with success. Along with gene activation changes, we should see changes in the 
inflammatory compounds as well.  

DM: Yeah.  

RS: I know fully well that people don’t get better if the inflammation is not treated.  

DM: With respect to addressing inflammation that’s present, what are some of the most 
effective strategies you’ve seen? 



RS: The best way to fix C4a is with a drug called Procrit or erythropoietin. It’s got a 
black box warning on it for some blood clots. It turns out that we’ve used Procrit in over 
500 patients without any evidence of clotting or serious concerns. We’ve got a very 
strict protocol to fix that. 

 We can lower our TGF beta 1 by the use of a blood pressure medicine Cozar. Of the 
interest that people have and the angiotensin receptive blockers, this one has a unique 
metabolic byproduct that does not lower blood pressure, but it lowers TGF beta 1. 
Similarly, VIP or vasoactive intestinal polypeptide lowers bothC4a and TGF beta 1. 
Those are pretty much mandatory as you go further. For C3a, it’s… 

DM: But before we go on a little further, this erythropoietin or EPO, many people 
listening will want to understand what that is. But that’s a hormone and somewhat 
similar with insulin – I believe – that is injected and typically used for people with chronic 
renal failure. But can you explain how this is….  

First of all, is this injected? Okay, I’ve never used it, because I haven’t taken care of 
chronic renal failure patients. But if that’s the case, then how does it impact 
inflammation? Because it doesn’t seem obvious – the connection. 

RS: Because of the concern about safety from the FDA.The research potential of the 
group of drugs – erythropoietin – is made following activation of hypoxia-inducible 
factors – one of the big deals in low oxygen. You know this low in anemia is to stimulate 
production of red blood cells. But in lower doses, it affects an intracellular pathway. The 
name is kind of jawbreaking. It’s the P13K-Akt pathway. It stabilizes that, and this has 
fantastic benefits in stabilizing C4a production. It also has significant effect in helping 
nerve tissue and cardiac tissue remodel back to normal.  

It’s not same as using a stem cell. But if you have dilated cardiomyopathy, the first 
question I’m going to be asking is, “What happened to you and your injection fraction 
when you use Procrit?” If you’ve got an abnormal Parkinson’s disease and nothing’s 
happened, my question is going to be, “What happened to the inflammatory basis in the 
brain when you get those people Procrit?” It works beautifully.  

DM: Interesting. First, is it injected? 

RS: Yes. It’s a subcutaneous injection. We use 8,000 units twice a week. We stay at 
low doses ora total of five doses or 40,000 units.  

DM: Is that an expensive medication?  

RS:That’s a terribly expensive drug. When we buy it wholesale, 80,000 units is around 
850 dollars.  

DM: Oh. [Laughs] If there was a large demand for it like insulin, of course, it would drive 
the prices down, but it’s just sort of an orphan drug.  

RS: Until we get more freedom from the FDA to use it in research, the advantages in 
neurologic and cardiac diseases will be kind of unseen.  



DM: Interesting. Perhaps you said it and I just missed it, but it’s still unclear to me how it 
impacts the inflammation. Is it through these complex biochemical pathways? 

RS:Sure. There’s an intracellular regulatory pathway – the phosphatidylinositol-13-
kinase is linked to Akt. That pathway is an intracellular anti-inflammatory process.  

DM: Okay. Are there any other… It’s interesting that you really… I’m assuming that the 
lifestyle and dietary exercise components would be useful as a base foundation for your 
treatment. Because even with these complex approaches, if a person’s having you 
know, six glasses of Diet Coke every day, that it’s really going to – and hitting French 
fries and donuts – not help this program too much.  

RS: One concern has always been the difference between hygienic approaches such 
as what you’re describing versus panacea or the drug treatment. The inflammation that 
we see in these patients poorly responds to hygienic measures. Certainly, we want to 
maximize a healthful living as best as we can and not suck up all the trans-fat we can 
find.  

Exercise is interesting. Just about everybody who has this push-crash or good days 
followed by crash days actually has a very low anaerobic threshold.  If they try to use 
exercise and do too much, they will very quickly outstrip the delivery of oxygen to 
mitochondria. So, while this disorder is not a mitochondrial primary disorder, it becomes 
a secondary mitochondrial problem. We want to let themexercise to the anaerobic 
threshold, but not beyond. Because if they go beyond, they will start burning protein first 
after they’ve wasted glycogen due to anaerobic activity. 

DM: Interesting observation. A few questions from that. The vast majority of who people 
exercise, which is one of my passions, has –at least in my observations – been using 
aerobic approaches such as running or cardio classes. I’m wondering if you’ve 
differentiated between the newer versions, which are high-intensity exercise protocols, 
and at least slowly adopting those to specifically address anaerobic thresholds?  

RS:Well, this is important, because if you try to give someone with capillary 
hypoperfusion that these illnesses all have and low anaerobic threshold and low VO2 
max… If you put them on an intense exercise program, you will sicken them 
immediately. You will make them much, much worse.  

DM: Okay.  

RS: Remember, these people are often short of breath going up four and five steps. We 
can use exercise as therapeutic protocol over time. And as exercise matches anaerobic 
threshold or oxygen delivery, we can make them into some of the most vigorous 
exercises anyone’s seen, but you can’t start that way.  

DM: Yes. It sounds like it might even be useful as a diagnostic strategy.  

RS:  That’s right.  



DM: Do you think that part of the reason that they have this adverse reaction to that 
exposure is the impairment of the adrenal system?  

RS: No. We see dysregulation of adrenals being under control of MSH. And as 
inflammation is corrected, this adrenal ACTH cortisol ratio will start to improve. We can 
see low ACTH-low cortisol, high ACTH-high cortisol, and in any kind of parameter in 
between, but it’s subject – like all the known cortin hormones – to MSH regulation. If you 
think you have adrenal fatigue, if you think you have adrenal problem, check MSH 
before you use any kind of sterol. If you suppress ACTH, you actually can take away the 
last anti-inflammatory pathway these patients have.  

DM: Okay. Did you say previously that you used MSH therapeutically? If you do, is it 
similar to the EPO where you have to inject it and it costs quite a bit? 

RS: Well, no. What I said is that the FDA has not provided permission to use MSH in 
the United States yet.  

DM: Okay, so it’s not available. Is it available in other countries? 

RS: No. If you buy it and use it in the U.S., you’re breaking the law.  

DM:Okay. 

RS: So physicians that do that are – I think – making a mistake. We know, however, it 
used to be used before 1991, when the FDA changed a lot of things about drugs. MSH 
has been used widely to control a lot of hormonal inflammatory pathways in the past. I 
tried to get a patent on using MSH, and the FDA says, “That’s fine. Just do the animal 
studies and the toxicology studies, and after you’ve spent your five million dollars, we’ll 
talk to you about your data.”    

DM: Yeah. When it was available, was it injectable or was it oral? 

RS:It is an injectable medication. It can be used topically. There’s a transdermal 
preparation that’s been used. It can be used as a nose spray. It’s not stable in the gut, 
so it’s not going to be an oral pill.  

DM: Okay, sounds good. All right, any other useful strategies that you found to address 
the inflammation? 

RS: Well, the last of the anti-inflammatory approaches is to lower MMP-9. And this 
matrix metalloproteinase is the best overall indicator of cytokine responses there is. If 
you use Actos or Pioglitazone, you’ll turn on genes that downregulate inflammatory 
generation of cytokines – the so-called Th1 response. In high doses of omega-3s – 4.2 
grams and above –you will mimic Actos without all the baggage that Actos has with it 
now and bladder cancer.  

Then finally, rarely we see C3a elevated. It’s interesting. The treatment for that is high-
dose statin drugs. 

[----- 40:00 -----] 



Statins are wonderful anti-inflammatory medications, provided you don’t knock out 
CoQ10 before you start statins. All that muscle problems and the liver problems we see 
with statins primarily are nearly are all due to CoQ10 reaction. I don’t use a lot of statins, 
because they’re so poorly tolerated and have a lot of problems, but there are potent 
anti-inflammatory mechanisms involved with statin use.  

DM: Now, you mentioned that mitochondrial dysfunction or damage is part of the 
syndrome that you see, and I’m wondering if you’ve used CoQ10 or ubiquinol to 
address that or support it? 

RS: Sure did. We pushed CoQ10. We started at 150 milligrams a day, and went all the 
way up to a gram without finding that itby itself corrected the inflammatory things. It’s 
mandatory to have ubiquinone levels normal. We do measure those very often in 
patients. But that by itself won’t take care of the inflammatory response.  

DM: I wouldn’t think it would, but I’m wondering if it helps address or support the 
mitochondrial function to be at leg of the program. 

RS: Remember, the secondary aspects of mitochondrial problems here, it’s all based on 
capillary blood flow, reduction in capillary flow, andreduction of oxygen deliveries – the 
mechanism for the poor mitochondria looking for oxygen to use to generate ATP.  

DM: Okay. It’s interesting that this anaerobic intolerance is such a key element at this. It 
would seem to me that the exercises would be a key approach, obviously, if there’s this 
initial inability to tolerate that. But it would seem that if you’d started a really low dose – 
very similar to giving it as a drug – and very gradually increase the dose that might be a 
really useful component or effective strategy to address this.  

RS: Absolutely yes. Exercise is a fantastic anti-inflammatory approach; we get systemic 
benefit for people not as an early phase but as a very late phase. This is what we use to 
help people… We try to turn them into what we call Superman. We are actually looking 
at trying to improve VO2 max way beyond where it was from where people were before 
they got sick. If we can use drugs to enhance VO2 max, exercise is right there with it.  

One of the chapters in both Mold Warriors and Surviving Mold goes over the anaerobic 
threshold exercises that we used. One lady there called Pepper – that’s the username – 
she would do 15 to 900 crunches. She’s doing treadmill for 15 minutes like crazy 
beforehand. And what she does with her upper extremities for the next 15 minutes 
would make Arnold Schwarzenegger cringe. But that’s the kind of thing we can get with 
exercise.  

DM: Terrific. Well, we have limited time due to your schedule, so we’ll start the signoff 
process now. But it’s obviously a very complex approach that you have, and the limited 
time that we have really doesn’t do justice to it.  

For those people who are interested in finding out more, I’m wondering if you could 
address follow-up resources to them both at the professional level, which I think might 
be the bulk of the people, because you have such a very sophisticated approach to it. 



You know, how professionals would find out more and learn more about your approach, 
and then the average person who might be afflicted with this illness.  

RS: Probably, the easiest thing is go to SurvivingMold.com. The jargon that I used, the 
acronyms, and all these weird names that no one has ever heard of, has a learning 
curve to it. There’s a lot of material that people have said helped as an introduction to 
this inflammatory process. Once you get beyond the jargon, the concept still stays: lack 
of regulation of inflammation, ongoing inflammatory complication.That’s real simple, but 
getting there takes a hard path.  

The pathway to get beyond the jargon terms takes a while, but once you understand 
that inflammation is represented by some of these weird names, the ideas come clear. 
It’s very simple – control and regulate inflammation, restore normal balances of 
inflammatory activation and [inaudible 44:21] suppression.  

We’re now seeing, as we can identify genomically the gene activation and gene 
suppression is underlying and really telling the body what to do. We can introduce 
genomic treatments as my “holy grail,” I think. Basically that’s just around the corner. 
The genomics that we’re talking about are giving us the answers in these illnesses. But 
honestly, when you start hearing about microRNA, antagomirs, and all… Next year, 
you’re going to be hearing a lot more about newer approaches based on genomic 
therapies.  

DM: I thank you for giving us a taste of this very sophisticated approach to treating a 
complex illness very effectively, it sounds like. Thank you for being such a pioneer in 
this area and providing us with your insights. I’m sure we’ll be back and get an update 
and have a little more time to go in some of the new developments. I appreciate all your 
help.  

RS:Well you’ve been wonderful. 

 

[END] 

 

 


