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9/10/09
Re: Alexandra (Paige) Taylor
Dear Mr. Harris,

I am writing to you at your request regarding the above captioned patient. Prior to their
office visit here in Pocomoke on 3/10/09 Alexandra’s (also called Paige) father, Paul
Taylor, sent medical records which I reviewed. My office then contacted the parents to
arrange for an office consultation.

For ease of communication, I will call Ms. Taylor by her commonly used name, Paige. I
mean no disrespect to her by calling her by something other than Ms, Taylor.

Ms. Taylor’s parents referred her to me to provide delineation of her metabolic
abnormalities and to then initiate a therapeutic protocol. I attended her as a treating
physician beginning 3/10/09. During that initial consultation it was clear that she met all
preliminary criteria for a diagnosis of a typical chronic systemic inflammatory response
syndrome (CIRS), one that is scen essentially in 100% of gil cases of illnesses acquired
following exposure to the interior environment of water-damaged buildings (WDB), with
an understanding that additional studies would be necessary to confirm that diagnosis as
part of the differential diagnosis process. The minimum criteria for not rejecting the
diagnosis of CIRS must be the (1) confirmation of exposure o a WDB before the illness
begins; (2) presence of typical symptoms and (3) presence of durabje metabolic
abnormalities in all patients. There must be (4) an absence of confounding explanations
for the CIRS before near-100% certainty can be applied to each case.

Those criteria are met in this case together with an additional series of elements that
provides for identification of the Goddard High School as causative of her illness. Those
criteria include (5) epidemiologic similarity of her case to others published in pediatric
mold illness literature (Exhibit 10); (6) response to therapy using cholestyrdttiine (CSM),
an orally administered anion binding resin, with confirmed reduction in (i) syrhptotns and
(ii) improvement in lab parameters. Given that there is no evidence of initiatiot of iilness




E "-'_3'-_'-_support for. opinions. from practitioners and rescarchers alike that the illness acquired

and no evidence of relapse after her treatment is begun, with her exposure to all other
environments without use of the medication that successfully treated her illness, I have no
basis in medical fact to implicate any other exposure besides the High School as
causative of her illness.

Several points must be made regarding assessment of health effects acquired following
_exposure to the interior environment of water-damaged buildings (WDB). Two

~ international studles published within the last year, the US Government Accountablhty

- Office report on WDB (called. GAO for this report) and therecent world health =

:'_'_5_-Orgamzat10n report on WDB (called WHO in this report) have solidified the underlymg S

following exposure to the interior environment of WDB is that of an inflammatory
illness. Certainly, the vast attention in this field to date has gone to “toxic molds,” black
molds making mycotoxins, but this attention is wholly unwarranted, as every single
international and US governmental agency looking at this subject notes the role of a
complex mixture of biologically active toxigens and inflammagens found in the interior
environment of WDB that are the source of illness. In such a mixture, there can be no
one single agent identified or quantitated using monotonic dose-response relationships as
being the specific causative agent of illness (also see page 9).

A major peer-reviewed paper will be presented by our group next week at the g
International Healthy Buildings Conference to be held in Syracuse, New York.
Reporting on baseline findings on 815 known adult cases of CIRS (Exhibit 11) acquired
solely due to exposure to the interior environment of WDB, compared to 132 controls,
this paper reinforces the findings of Exhibit 10 in that genetic susceptibility, lack of
neuropeptide regulation of inflammation, elevated cytokines, complement split products
and TGF beta-1 all are prominent in children and adults alike with illness acquired
following acquisition from exposure to WDB.

I will spend more time on these vitally important basic concepts below as I am aware that
the legal profession hasn’t grasped what the overwhelming percentage of practitioners
and government agencies already know: (i) inflammation is the illness and (ii}
inflammation from multiple sources makes the dose response argument academically
untenable. As always, just because a person is an MD or PhD, that degree gives that
person no magical insight into the illness and, in the absence of confirmed expertise in
the field of research of treatment, certainly no weight to his opinion. Experience in
diagnosis, research and treatment of the iliness are prerequisites to offering credible
opinion.

Please note that presence of other health conditions that don’t involve innate immune
responses and aren’t marked physiologically by those responses are not confounders for
the CIRS diagnosis. Specifically, presence of allergy, an element of acquired immune
responses, has nothing to do with innate immune responses that fundamentally define
the illness of patients such as Paige. Allergy to components of molds exists but the type
of inflammatory responses seen in the allergy sufferers is exclusive of what is seen in
patients such as Paige, especially given her normal level of the immunoglobulin (IgE)
used to profile the vast majority of allergy sufferers.




It is well documented in my office notes that there was enough support for the CIRS
diagnosis at the 3/10/09 office visit that Ms. Taylor, her parents and I agreed to initiate a
therapeutic protocol at the time of that office visit, as nothing that had been done for
Paige had helped her illnesses. She was frankly tired of being sick and tired.

I will review the overwhelming body of environmental studies accumulated by Paul

~ Taylor below, as _t_hose data stand in monolithic contradiction to claims that the air tests at
~ Goddard HS show it is a wonderful place to learn and breathe. Actually, what I need to

- show 1o you and any third parties, are the three elements of causation cited by the US -

S ._33:3_;3_'5_:'._’govemment that don’t mclude assessmcnt of mlcroblal growth Accordlng to the

effects resultlng from exposure to the interior environment of water damaged buﬂdmgs
there must be (1) epidemiologic evidence that is consistent with known illness; (2)
metabolic abnormalities consistent with those found in experimental studies done in
animals and/or humans and (3) evidence of beneficial results of therapy. Given that our
group’s protocols (i) include five published clinical trials involving over 1500 patients
(cases and controls), each of which are epidemiologically consistent with the findings in
these patients and (ii) our experimental data are all based on data obtained from human
participation in prospective studies derived from prospective exposure clinical trials
consistent with what is seen with these patients and (iii) and our practice data on
treatment of over 5400 patients over 12 years consistently shows benefit from our
protocols, exactly as seen in these patients, the data obtained on Ms. Taylor satisfy the
GAO criteria.

To perhaps belabor this point, the inflammatory abnormalities seen in Paige satisfy an
earlier case definition for adults (peer-reviewed and published from 2003; see Johanning,
exhibit 9) as well as 2005 and 2009 case definitions for pediatric patients.

Using non-viable spore counting in short-time collections will give an indication of a
problem if unexplained numbers of spores are found, but the reality is that it is fragments
of spores by a factor of 500 to 1 that carry toxigenic elements. Spore counting will miss
bacteria, actinomycetes, beta glucans, mannans, hemolysins and proteinases, among other
factors that figure into assessment of building health. Absence of finding additional
contamination due to absence of testing cannot be used to show absence of that
contamination. Absence of finding mycotoxins, for example, cannot be used to say such
secondary metabolites were not present. Indeed, countless excellent studies, including
the GAO and the WHO report of Spring, 2009, each decry the idea that mycotoxin testing
alone has any relevance to assessment of illness in 2009. Each of these studies demands
that many samples be taken to show absence of a bioacrosol burden; taking ten or twenty
samples a few times a month for several months stifl won’t pass the need to use both
spore and fragment counting; measurement of beta glucans, bacteria, actinomycetes,
mycobacteria and more must be considered if thee is human illness identified but
preliminary sampling fooks safe.

Ms. Taylor was evaluated using the same process of medicine, including differential
diagnosis that I use for all patients. She was treated with an orally administered anion
binding resin, cholestyramine (CSM). Her symptoms roster cleared impressively, despite
absence of completion of all possible therapies. Please see Section II below (page 26) for
a full discussion of her symptoms and laboratory findings.




The benefit from CSM, as confirmed by reduction of symptoms and improvement in
objective laboratory testing (seen routinely in those who have those labs done) only
comes from treatment of a chronic systemic inflammatory response syndrome (CIRS)
such as that acquired following exposure to the interior environment of a WDB. No other
illness besides the CIRS such as hers acquired following exposure to indoor environment
~ with microbial amplification has such a diverse and commonly expressed series of
systemic mﬂammatory abnormahtles that improve with CSM,

CRts mv ommon to a reasonable degree of medlcal certamtv that not only did Ms. Tavlor S G

.. suffer a chronic disease as a result of her exposure to the WDB “but also it is my opinion

to a reasonable degree of medical certainty that her illness was as a result of a rapidly
developing injury caused by exposure to toxigenic organisms, including, but not limited
to, toxigenic fungi and inflammagens found in that environment. Her illness is clearly a
result of changes in host responses of Ms. Taylor, as the host response is the critical
element in pathogenesis of the illness.

Ms. Taylor meets the older, peer-reviewed, published case definition of “mold illness.” 1
will define mold iliness and the case definition below. She also meets the causation
criteria enumerated by the GAQ. More importantly, Ms. Taylor has a CIRS, as shown by
her lab results.

While I am pleased that Ms. Taylor did quite well after her first intervention for
inflammatory illness, if follow-up lab testing shows the expected ongoing reduction of
vasoactive intestinal polypeptide (VIP) and levels of melanocyte stimulating hormone
(MSH) under 35 pg/ml, she will remain at risk for recrudescence of illness with re-
exposure to other WDB. Even with newer therapies (new since 2008) she will likely
have residual problems, however, in some aspect of her innate immune response systems,
again if her levels of VIP and MSH do not return to normal. Paige will likely not be
“cured” in the sense that she will never again be the same as others who never had a mold
illness. She will be scarred in some way for the indeterminate future as will be discussed.

While our group is optimistic that our new research, including genomics data, will show
us a new way to initiate successful interventions the reality of those therapies is as yet
unknown. That hope is only speculative at this time.

I must emphasize to you that the health parameters of Ms. Taylor are singularly distinct
from any other group of patients other than those exposed to WDB or those who have a
systemic biotoxin-associated illness. The features of these illnesses are reproducibly
reliable laboratory testing results; these results are objective and cannot be altered by any
particular “spin.”

My use of term “mold illness™ needs to be clarified: it is merely an expression, a jargon
term, a shortcut I use, one that connotes that this iliness is an acute and chronic, systemic
inflammatory response syndrome acquired following exposure to the interior
environment of a water-damaged building (WDB) with resident toxigenic organisms,
including, but not limited to fungi, bacteria, actinomycetes and mycobacteria; and
inflammagens such as endotoxins, beta glucans, hemolysins, proteinases, mannans and
possibly spirocyclic drimanes, as well as volatile organic compounds. While molds
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themselves may be associated with acquisition of human illness, secondary metabolites of
microbial growth and inflammagens from those multiple types of microbes are of greater
overall importance in my opinion. Until we have a way to identify the specific
interactions that each individual component of the “biochemical stew” found inside
WDB, we can only look at exposure to the interior environment as the specific element of
illness causation.

" _:Please remember that the name I use (or any {reating physician uses) for the illness of

N Ms. Taylor is arbltrary and is less important than the physiology of her illness. More

. importantly, the use of a name for her illness should reflect the increased understandmg e

" of the iliness that we have, given the incredibly rapid advance of science in this dynamic -
field, As our current understanding of the complexity of the inflammatory abnormalities
found in mold illness progresses, I have abandoned calling the illness a biotoxin-
associated illness. While those biotoxin associated elements are indeed present, there is
now much more that researchers and clinicians alike must acknowledge in the name,
hence, the name of a chronic systemic inflammatory illness. In fact, the generation time
of new insights in this field is quite short, perhaps less than one year, such that older
“concepts,” about mold illness, especially those not driven by actual patient data are of
merely historical interest compared to actual patient data obtained by treatment of
exposed patients and in laboratory models that support rigorously controlled animal
clinical trials.

The use of the term mold illness is merely a short cut: under no circumstances should you
or anyone consider that I believe that the complex “mold illness” is simply due to
exposure to toxigenic fungi alone. Specifically, there is nothing in this report that
suggests that their illness is wholly due to exposure to molds. Such a perception would
be short-sighted and entirely incorrect. Similarly, this illness is not caused by exposure to
mycotoxins alone; those products of secondary fungal metabolism are individually less
important than many other components of the complex “chemical stew,” as referenced
above, found in WDB, This important point is emphasized by the GAO report and the
WHO report. Further, any discussion of the importance of mycotoxin exposure must be
accompanied by a discussion of the potential for a synergistic effect of other compounds
with mycotoxins, particularly endotoxins, beta glucans and compounds made by
actinomycetes. As will be discussed the interaction of an altered host, and a host with
differential genetic activation following prior exposure to a WDB, together with an
altered microbial population renders assessment of dose responses to a single element of
the interior environment of a WDB irrelevant. Host response underlies mold illness.
Dose response, especially monotonic, linear response, has nothing to do with this illness.
Host response cannot possibly be considered to be the results of one innate immune
element, one response, analyzed either linearly or logarithmically, as the interaction of
multiple innate immune participants and multiple biochemical systems (cytokines,
complement, coagulation, hypoxia inducible factor-dependent systems, cellular
immunity, IL-17 immunity and TGF beta-1 among many) all participate.

Any analysis of illness like that of Paige that doesn’t include this landscape of human
systems is academically negligent.

It is this understanding of host response that removes the illness from the purview of
toxicology: this illness is wholly immunologic. Fortunately, newer authoritative




publications, such as the September 2008 GAO report, have emphasized the
immunological aspects of the illness. The WHO report adds to the voices of treating
physicians who know that multiple illness symptoms are caused by exposure to WDB.

The illness we see in Ms. Taylor is inflammatory in origin and perpetuation. The

inflammatory cascades set off by exposure depend on recognition of foreign “elements,”

_ by multiple receptors of the innate immune system, including, but not limited to, Toll

. receptors, c-type lectin receptors dectin 1, and dectin-2 receptors and mannose receptors
--as well targets for mannose«bmdmg lectin (MBL). Please note the many references to

~each of thesc topics in Exhibits 1 and 2 (Current References on Water-Damaged - L
fEas _jjBulldmgs Volumes 1 and 2). Once initiated, the biologically confirmed function of these S

receptors is to convert a message of pattern recogmtron into mﬂammatory Tesponses by
differential gene activation and by activation of enzymes that have the capacity for
subsequent autoactivation. In this way, short term exposure and short duration exposures
can replicate the entire clinical syndrome seen in affected patients quickly. Since we
know the mechanisms of mold illness, we can then document the changes in gene
products that predictably follow such exposures.

A logical follow-up to this case definition is that if a third party were to want to assess
indoor air quality, then each of these elements that are inflammagens or toxigenic agents
should be reasonably sought afler and discussed by building inspectors,

While we can now correlate building health indices with human health indices, health
comes first. When the health effects of patients like Paige can be demonstrated by
metabolic problems in the central nervous system (CNS) and these effects contribute to
cognitive deficits which could contribute to increased disability, then the stakes for all to
assure building safety rise exponentially.

The time line in this case supports the contention that exposure to the indoor air
environment of Ms. Taylor’s WDB caused her complex, multisystem, multisymptom
illness, as it matches the time line of illness I have seen in thousands of others similarly
sickened by exposure to the indoor air of a WDB.

The illness in Ms. Taylor and in others with similar case histories is an acute and chronic
inflammatory illness involving innate immune responses that are first initiated by
exposure and then continued beyond exposure by ongoing activation of innate immune
responses. These responses can be documented by objective laboratory testing, as in this
case. Ms. Taylor did not self-heal despite removal from the affected WDB. Simple
removal from exposure, an intervention that we recommend to treat irritation and allergy,
had no major effect on their illness. This simple finding tells us clearly that the illness is
not solely due to allergy or irritation. Without definitive treatment of exposure to
biologically produced toxins (biotoxins) and inflammagens, each of those untreated
patients had no chance of recovery until they were both removed from exposure (vacating
the premises or the successful remediation of the building) and freated according to
protocols our group has published in peer-reviewed academic papers. Treatment without
remediation will help temporarily but will not yicld salutary results in the long term
assessment of these cases.
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As we see in this case, simple removal from exposure does not correct iliness caused by
chronic inflammatory responses involving innate immune response elements in those
with a genetically controlled increased relative risk for illness, as documented in Ms.
Taylor. Ms. Taylor had these innate immune abnormalities; her physiologic problems are
caused by her exposure to the inferior environment of the WDB.

Given the time that elapsed since the onset of her illness to definitive delineation of her

- '.:deranged physxology, caused by her WDB exposures, it is more likely than not that she
- has sustained a permanent impairment of innate immune responses. She will require
-'-}j:__cIose foliow—up from her. attendmgs in the months to come, as newer therapies, beyond

‘the experimental therapies that are likely to be required in this case, become available,

The extreme nature of the illness acquisition is not surprising given the relationship of
illness acquired following exposure and their labs.

Moreover, given the chronicity of her illness since 2007 when she was noted to become
ill following exposure to the interior environment of the building, despite attention from
experienced clinicians, though with absence of use of treatment protocols designed to
treat the innate immune response abnormalities seen in mold illness patients, up until
now; and removal from exposure, we may conclude that (1) self-healing didn’t occur; (2)
only the WDB made her ill; and (3) and with improvement coinciding only with
institution of therapy with an orally administered, non-absorbable anion binding resin,
cholestyramine (CSM), and no other therapy, that her illness could only have resulied
from exposure to toxigenic/inflammatory elements found in the WDB.

I have included annotated references for your use (Exhibit 1 and 2; WDB references I,
1/08 and 11, 1/09). These references are not an inclusive roster but contain a reasonable
compilation of academic papers that T use in my daily work. This report will include data
generated by my 11-year experience treating over 5400 mold illness patients, as well as
the multiple peer-reviewed papers from our group, as well as the multiple invited
academic presentations I have made over the last twelve years.

The illness of Ms. Taylor is caused by exposure to the complex biological mixture found
in WDB; simply ascribing illness from WDB to fungi alone is illogical. Not only are
there multiple other sources of inflamratory responses, but other organisms are toxigenic
as well, some synergistically so with Stachybotrys, for example, especially
actinomycetes. The role of endotoxin-producing bacteria in WDB is given less “press”
than fungi, but bacteria are significant participants in the complex biological mixture that
we see in WDB, as is well described in the work from Michigan State University by Dr.
JJ Pestka. Indeed, the US Centers for Disease Control and Prevention (CDC) have
published their concerns regarding mycotoxins, endotoxins and beta glucans; each
commonly found when proper festing is done on WDB, in that each different substance is
associated with human illness (Rao and Brown, Applied and Environmental
Microbiology March 2007). In the appendices to this report are several VCS figures that
demonstrate the lack of difference, however, between illness parameters seen in patients
with exposure to WDB where the organisins are speciated to those with exposure to
visible mold to those with just exposure to areas of water-damage in which there are
musty smells and a history of water intrusion.
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Recent work by Dearborn, et al, (Mycopathologia 2007) demonstrates the importance of
proteinases in innate immune responses inside WDRB. Exemplary work by Gorny and
others has shown the dramatic increased importance of toxigenic elements contained in
fragments of fungal organisms compared to spores alone. The common observation of
elevated levels of a split products of complement activation (C3a and C4a) in our clinical
practice (results from over 3200 paticnts are on HIPAA-protected files) confirm the role
of these small fragments and small particles, often from cell walls of the fungi, in
creating a definable innate immune response. Finaily, we know from the work of Dr.

. Thomas Kozel (University of Nevada at Reno) and others that fragments of cell walls of

- production of split products of complement activation, especially C4a. Kozel states that

“Every pathogenic fungus that has been studied to date has been shown to activate the
complement system using a combination of the classical and alternative complement
pathways” (pg 371 in Fungal Immunology: From an Organ Perspective; Paul Fidel and
Gary Huffnagle, eds. ISBN-10; 0-387-24092-6, 2005). Kozel also states on pg 369 of the
same reference that, “Activation of the complement system leads to the release of C4a,
C3aand C5a. These peptides have properties that include chemotaxis and chemokinesis
for neutrophils, stimulation of the respiratory burst, and targeting of vascular endothelial
cells to increase vascular permeability.” Finally the editors note in their organ system
approach to the host response mechanisms against fungal pathogens, “It has become quite
apparent in compiling the chapters for this book that despite each fungal organism having
distinct properties, it is uncanny how similar the host responses are against each
organism.”

Actually, that similarity of host response is no surprise at all: innate immune responses
based on pattern receptors and antigen recognition by MBL will be the same for all
members of a group of organisms that contain the same patterns of antigens.

What this means is that the issues of what symptoms found to be associated with
respiratory illness by the Institute of Medicine (IOM, discussion to follow, with an
appendix of suggestions for further research made by the IOM) in their report, simply
reflects a systemic result of the cytokine responses, complement responses and innate
immune responses, each subject to genetic control, discussed in our peer-reviewed
papers, reflecting a multisystem, multisymptom illness. If we apply the rule of logic
called modus ponens to what is known about health effects associated with exposure to
WDB, the mechanisms that cause those tespiratory symptoms are accepted (they are) and
we see that respiratory symptoms stemming from those mechanisms are accepted as
associated with exposure (they are) and the mechanisms affect other organs (they do),
then the symptoms from other organs must be accepled as due to exposure as well. These
systemic symptoms are repeatedly reported and documented repeatedly in pecr-reviewed
publications, including the 2008 GAO report and the WHO report.

Additional information about mold illness comes from newer technology, published July
2004 and repeated several times by different labs, showing that we can identify
mycotoxins in blood of affected patients with exposure, not found in those both not
exposed or those exposed and not ill. We can show prospectively the acquisition of
illness, complete with a reproducible set of biomarkers, unveiled over several days of re-
exposure of previously ill patients treated successfully. Finally, we can show the
presence of fungal DNA in settled dust using the Environmental Relative Mold Index

fungi directly activate the classical pathway of complement, causing a marked increased . i



