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Abstract
Psoriasis could be a retroviral disease but there is no proof of this.If 
psoriasis is caused by a retrovirus,it is quite possible that biologics 
reactivate this retrovirus while immunodepressing the patients.So 
we  defend  two  new  ideas:to  activate  the  inhibitor  genes  of  the 
predisposing genes to psoriasis and or to give immunostimulants. 
The  goal  of  this  study  is  to  prevent  and  to  treat  auto-immune 
diseases  like  psoriasis.Maybe  quantum physics  will  give   a  new 
hope for the patients.
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psoriasis;  cancers ;  auto-immune  diseases ;CD8  T  cells;RAS ;GTP 
ases; signal transduction;quantum physics

Psoriasis  probably  is  both  an  auto-immune  and  an 
autoinflammatory(1,7,32,50,53,54,56,60,61,62) disease (related to 
interleukin1):  IL1 
(1,6,7,8,9,15,16,17,21,24,26,32,36,42,55,57,59,64,66)  has  for 
consequence the activation of keratinocytes more in psoriasis than 
physiologically in really healthy subjects ).
But  the  auto  immunity  is  much  more  important  than  the 
autoinflammatory disease itself related to IL1.The antigen may be 
at  the level of keratinocytes but is unknown.
Many   comorbidities  are  associated  to  psoriasis.Maybe  it  is  a 
polyautoimmune  disease.(  2,4,13,18,19,28,29  )  .Comorbididities 
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could be related to the treatment of psoriasis .

Reversal of  the skin manifestations by the treatments of psoriasis 
can minimize systemic diseases associated to psoriasis . Eliminate 
no .

LINKS OF PSORIASIS WITH CANCERS

It  is  necessary  to  do  a  complete  Pet  –  scan  to  patients  with 
psoriasis. So it is possible to do the check up of cancers associated 
to psoriasis and to know how comorbidities (cancers,auto-immune 
diseases for instance) are affected by the treatment of psoriasis.
Loss  of  function  of  the  IL  1  family  in  psoriasis  means  defensive 
mecanisms are eliminated. Loss of function of the IL1 family gives 
systemic psoriasis.(Pr Safai B . personnal communication) .
For the treatment of psoriasis,we have to act before the recruitment 
of  CLA+  from  the  skin  because  these  cells  are  already  very 
dangerous.
We have to act so before the activation of Toll – Like receptors, of 
IL1 receptors  and of the TNF receptors to avoid the transcription of 
the genes of of NF KB signalisation.
Psoriasis  is  a  disease  with  complex  interactions  between 
keratinocytes,  neutrophils,  lymphocytes,  dendritic  cells  and 
macrophages.
In psoriasis TLR,IL1 receptors and TNF receptors have in common 
signalisation pathways dangerous  for the health of Human beings 
and culminating in the NF-KB pathway (migration of NF KB into the 
nucleus , transcription of the genes mediated by NF KB ).This leads 
to  proinflammatory  cytokines  and  psoriasis  -And  to  cancers 
associated to psoriasis by the coactivity of NF KB with STAT3:They 
are activated in the majority of cancers and act as non classical 
oncogenes(NF-KB  and  STAT3  activate  genes  that  control  cell 
survival,proliferation,growth,  invasiveness  of  neoplasic  cells-
(29)Oncogenic  transcription  factors(NF-KB,STAT3)  can  also  be 
activated through pattern of recognition receptors by components 
of bacterias and viruses(29,2,4).
.
The  activation  of  TLRs  and  IL1  receptors  activate  1  and  2 
kinases,kinases (IRAK pathways )of  the innate immunity pathway 
and  leading to NF KB activation(54).We have to act upstream of 
these pathways because collectively they recruit with the pathways 
mediated by TNF receptors,T CLA+ positive cells so dangerous for 
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the patients (CLA is  a homing receptor recruited for the skin ).For 
instance  with  miRNAs  it  has  recently  been  proven  that  human 
cytomegalovirus mi RNA UL 1 12.-3p targets TLR2 and modulates 
The Tir 2/ IRAK1/NF KB signaling pathway.
So  HCMV(human  cmv)  mi  RNA  regulates  the  innate  immune 
response by down -regulating TLR2 expression. So TLR2 is targeted 
by a viral mi RNA and the pathway TLR/IL1 beta is modulated by 
microscopic RNAs(39). 

MICROORGANISMS THEORY OF PSORIASIS

The  activation  of  toll  –  like  receptors  by  infectious 
microorganisms(37,69)  in  the  cutaneous  barrier  results  in  the 
recruitment of T CLA+ cells mediated by an inflammation caused by 
NF KB.The clinical correspondance is that the fongic and bacterial 
infections aggravate psoriasis in an acute manner .These T CLA+ 
cells can be recruited not only  from the epidermis but but also from 
the blood .Interleukin1 alpha liberated by keratinocytes results in 
cutaneous inflammation which induces the recruitment of T CLA+ T 
cells  from  the  blood:then  the  supposed  auto-antigens  will  be 
activated  and  more  and  more  T  CLA  +  cells  are  recruited  in 
response  to  the  aggravation  of  inflammation  and  this  leads  to 
lesions of psoriasis in at risk subjects. .As soon as there are T CLA + 
cells there is an important elevation of their recruitment.So we have 
to act before the appearance of T CLA+ antigens .

EXTREME DANGER OF  T  CLA  + LYMPHOCYTES

What are the factors which trigger the recruitment of these dang 
erous cells,the CLA+T+ cells ?(54)
-interleukin1  alpha  which  comes  from  keratinocytes  of  the 
epidermis results in the recruitment of more and more dangerous 
cells  from  the  blood.In  the  same  time  T8  lymphocytes  are 
activated.This explains that psoriasis can be aggravated in case of 
infection  by HIV when the level of CD4 is low and so when the level 
of CD8 cells is elevated in an absolute way or relatively.If the rôle of 
CD8 cells can explain that psoriasis can be aggravated via a low 
level of CD4,CD4+CD3+ in the contrary could contribute to initiate 
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the cutaneous lesions of psoriasis.CD4 cells initiate the cutaneous 
lesions  of  psoriasis;CD8  cells  in  an  absolute  way  or  relatively 
aggravate  psoriasis  if  there  is  Aids.Moreover  when  psoriasis 
evoluates if the supposed auto-antigen of psoriasis is activated in 
situ  in the epidermis,gamma interferon is secreted
 and responsible of the activation of CD8.The activated CD8 don't 
need to be stimulated to continue to proliferate and to attack if they 
are in presence of the supposed auto-antigen(68).
-  inflammation:the CLA+T cells are also recruited because of the 
aggravation  of  the  inflammation.This  phenomenon  can  lead  to 
lesions  of  psoriasis  among  high  risk  subjects. Cutaneous 
infections:yeast  and bacterias  (maybe all  the  infectious  agents  ) 
activate TLR in cutaneous cell(40).This results in the recruitment of 
T CLA+ cells from the skin.So to avoid the recruitment of T CLA+ 
cells we have to cure cutaneous infections.So the dangerous cells 
are not recruited in this manner.
To  block the accumulation of dangerous CLA+T cells we have to act 
upstream of the TLR or to target them 
or upstram of the secretion of interleukin 1 alpha so upstream of 
the  activation  of  the  supposed  auto-antigen.  So  we  prevent  the 
auto-immune disease,psoriasis ;

LINKS  OF  PSORIASIS,  AIDS  AND  OTHER  VIRAL  DISEASES 
WITH ANTIRETROVIRAL THERAPY AND TLR

Even  if  Aids  and  psoriasis  are  not  the  same  disease,  they  are 
caused by the same family of viruses,  the retroviruses.  This is  a 
very interesting hypothesis about the cause or one of the causes of 
psoriasis.  Auto-immune diseases  cannot  be  cured  without  giving 
antiviral therapy to the patients, not only antiretroviral therapy but 
also,for  instance  anti  herpes  virus  treatments.  Because  auto-
immune diseases can be assciated to acute viral infections (Pr Safai 
personnal  communication  ).It  has  been  proven  by  cell  culture 
systems that ligands of TLRs can have a very important antiviral 
action against HBV (hepatitis B virus ) ,HCV (hepatitis C virus) ,and 
HIV.These molecules which bind to the TLRs could be drugs for the 
treatment  of  chronic  viral  infections.(69)  It  has  to  be  definitely 
proven  .Moreover  if  doxorubicin  is  given  in  the  same  time  that 
antiretroviral  therapy  (antiproteases)  the  cardiac  side  effects  of 
doxorubicin  disappear.(37)  As  these  cardiac  side  effects  are 
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mediated by TLR2 and TLR4(37) and disappear under antiproteases 
therapy, does it mean that this antiretroviral therapy act on these 
TLRs receptors ? It has to be proven .If this hypothesis is proven,is it 
possible that the antiretroviral therapy acts on TLR2 and so could 
suppress  the  increased  production  of  cytokines:chemokines(IL1 
beta,  IL6,  IL8,IL  10,IL12p40,IL23,,TGF  beta,rantes,CCL20,gamma 
interferon), known to be involved in the formation an of psoriatic 
plaques and to participate to the aggravation of the disease.(severe 
psoriasis).  HERV-K  UTP  ase  could  also  have  immunomodulatory 
functions (similar to these of dUTPase coded by EBV.).(3,20,46)

TLRs have an important rôle to play in viral infections.But this rôle is 
discussed-
-TLRs elevate the antiviral immunity so patients defend themselves 
against viruses.
-but they can also be very sick,having diseases sharing an elevation 
of the expression of TLRs.  By analogy with AIDS ,for instance in 
AIDS  associated  to  tuberculosis  and  treated  by  antiretroviral 
therapy,the expression of TLR2 (which drives ,without antiretroviral 
therapy,the  aggravation  of  Aids)is  so  lowered  in  presence  of 
antiretroviral  therapy  .And Aids  is  not  aggravated when there  is 
antiretroviral  therapy:the  expression  of  TLRs  is  lowered  by 
comparison with what happens if antiretroviral therapy is not given( 
elevation of the number anf functionality of TLRs ).(33)
In fact TLRs protect against viruses particularly at the acute phase 
of infection by HIV : the immune system is reconstructed. But we 
need to help these receptors by antiretroviral therapy or there  is an 
aggravation  of  the  disease  (the  immune  system  is  not 
reconstructed).
So to limit the expression of TLRs and so the severity of the disease 
we  need  antiretroviral  therapy.  In  case  of  AIDS,  antiretroviral 
therapy prevent  the elevation of the expression of TLRs.
The elevation of  the  expression of  these TLRs associated to  the 
absence of antiretroviral therapy aggravates the disease.
Antiretroviral therapy results in the fact that TLR2 are maintained at 
a reasonable 
level  in  case  of  AIDS .In  case  of  psoriasis  we  don't  know  .If 
antiretroviral therapy is not given the disease is more severe and in 
the same time the expression and maybe the functionnality of the 
receptors is elevated.
We do not know if  antiretroviral  therapy acts on TLRs directly or 

7



indirectly.HIV 
upregulates these receptors.(33)

RETROVIRAL  HYPOTHESIS FOR PSORIASIS AND 
POLYAUTOIMMUNE AND AUTO-INFLAMMATORY  PROBABLY 
ASSOCIATED DISEASES 

Another interesting new hypothesis is that psoriasis is caused by an 
endogenous retrovirus,,vertically transmitted by the germ line.This 
retrovirus, HERV-K is associated to a dUTPase and adjacent to HLA-C 
in the PSOR1 locus.(3,20,38,46 49) .This interesting hypothesis is 
not  demonstrated(Pr   Safai  B  and  Pr  Chermann  JC  personnal 
communications) and   If  these  new  ideas  are  proved  to  be 
true(64),it  means  that  it  could  be  very  important  to  treat  the 
patients  by  antiretroviral  therapies.And  it  is  quite  possible  that 
immunosuppressors including biologics reactivate this retrovirus.So 
it is not surprising that biologics are responsible of so many side 
effects:cancers,  auto-immune  diseases,  infections,  cardio-
vascular,rheumatologic and severe neurological diseases associated 
to  psoriasis  itself  or  complications  of  the  new  treatments  of 
psoriasis (monoclonal antibodies ).It could be true moreover that a 
lot  of  auto-immune  diseases  (  alopecia  areata,vitiligo,  systemic 
lupus, Sjogren disease, Crohn ' s disease , ulcerative colitis, multiple 
sclerosis  for  instance   but  not  only)  could  be  caused  by  herv-k 
retroviruses(38)  themselves  probably  reactivated  by  biologics 
and/or other causes of immunodepression.For one patient,case by 
case,psoriasis  can  be  associated  to  one  or  two  auto-immune 
diseases or to multiple auto-immune diseases.So polyautoimmune 
disease may be associated to psoriasis.Are biologics able to cure 
polyautoimmune disease?Possibly.
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THE  CUTANEOUS  BARRIER,PSORIASIS  ,  POLYAUTOIMMUNE 
DISEASES AND CANCERS:LYMPHATICS, NERVES AND  STEM 
CELLS  OF THE SKIN;RAS ACTIVATION.

The  idea  is  that  the  polyautoimmune  disease  originates  in  the 
cutaneous barrier which would send signals to the  joints barrier (in 
the case for  instance of psoriasis arthritis)  and to  the intestinal 
barrier(in  the  case  of  associated  Crohn's  disease)  and  that  the 
signals sent by the cutaneous barrier would be modified by the side 
effects  of  the  monoclonal  antibodies.(Pr  Safai  B  personnal 
communication).
The   relationships  between  biologics,psoriasis,the  cutaneous 
barrier,the side effects of the biologics and the nature of the signal 
sent by this barrier have to be studied.
The  cutaneous  barrier  has  lymphatics  related  to  satellite  lymph 
nodes.T cells come from the blood and go to lymphoid organs.They 
go  out  from the   lymph  nodes  via  efferent  lymphatics  into  the 
blood.Antigen presenting cells,in the skin,as Langerhans cells of the 
epidermis and dendritic cells of of the dermis,internalise in the skin 
the foreign antigens and migrate to the lymph node via  afferent 
lymphatics.(54)The lymphatics of the skin connect the skin to the 
Human Being and by this way treating the cutaneous barrier can 
cure many dieases associated with psoriasis in the Human being. 
Moreover  myeloid  lineage 
leucocytes(granulocytes,monocytes,dendritic  cells)have  a  major 
rôle in  the immunopathogenesis of psoriasis.(51)They come from 
the bone marrow to the skin and from the skin they go to the bone 
marrow .
Psoriasis is also caused by hyperproliferation of stem cells;(5)This is 
explained by the fact that T4 lymphocytes of the lesions of psoriasis 
act  on   epidermal  quiescent  stem  cells.For  this  they  need  the 
liberation  of  gamma  interferon.Another  team  as  proven  that  in 
lesional  psoriatic  epidermis,  the  problem  that  causes 
hyperproliferation is localized to the beta 1 and beta 4 integrin + 
K1 /K10 – populations which in normal epidermis is basally located 
and quiescent.
CD8+ T cells mediate RAS induced psoriasis-like skin inflammation 
through  interferon  gamma(31).In  this  study  ,  a  murine  psoriasis 
model has been studied  and is very similar of what happens in vivo 
in Human Beings.Then Ras is important to understand proliferative 
diseases( psoriasis and /  or cancers ).The activation state of Ras 
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tissue has been studied.An enzymatic  method has been used to 
measure Ras activation  in  vivo in  tissue of Human Beings:Ras is 
activated approximately  2,5-fold  in  psoriatic  lesions  compared to 
normal skin(41).Ras is a cellular oncogene and can be captured by a 
retrovirus.Then the oncogene and all the retrovirus where it is could 
be  detected  (Pr  Chermann  J.C  personnal  communication)by 
methodology in retrovirology.Rho GTPases are members of the Ras-
related small  GTPases superfamily.And elevated Rho A activity  is 
associated with proliferative cellular phenotype.Rho  GTP ases are 
implicated in psoriasis as it is demonstrated in a study examining 
the expression of Rho A and Rho B in psoriatic lesional  and non 
lesional skin(immunochemistry,western blot,PCR and real time  RT-
PCR)     .  Moreover  the  Rho  GTPase  Rho  A  is  expressed  in  many 
malignancies.(58)

As  ras  oncogen,Rho  GTPases  seem   implicated  in  psoriasis :are 
quantum  physics important  for  the  transmission  of  membrane 
signals and for new medications ?

NEW IDEAS FOR THE TREATMENT OF PSORIASIS

Because the  present biologic treatments of psoriasis are bad for 
immunity and because psoriasis is probably caused by a retrovirus 
it  is  possible  that  immunodepression  induced  by  biologics 
reactivates the hypothetic retrovirus of psoriasis.A third idea is to 
use immunostimulants and not medications that destroy immunity .
Otherwise  to  explain   the  failures  of  the  treatments  of  severe 
psoriasis  we  can  ask  ourselves  if  after  having  treated  patients 
several times with biologics or even with only one biologic we can 
ask ourselves if it is still psoriasis that we treat or another disease 
defined  by  a  trouble  in  the  construction  of  the  immune system 
different of the trouble of the construction of the immune system 
and  caused  by  immunodepression  caused  by  drugs.So  psoriasis 
becomes another disease.We can ask ourselves if viral successive 
infections for instance herpes virus (EBV,CMV)infections or retroviral 
infections or HIV infections or maybe papillomavirus infections could 
aggravate  or  cause  a  lymphocytic  infiltratel(CD8 infiltrate  in  the 
epidermis  for  instance)added  to  the  more  classical  infiltrate  of 
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neutrophils noticed since a long time on the cutaneous biopsies of 
patients with psoriasis.

A  NEW  IDEA  TO  TREAT  PSORIASIS :  TO  ACTIVATE  THE 
INHIBITOR  GENES  OF  THE  GENES  OF  PREDISPOSITION TO 
PSORIASIS

Another  idea  is  that   instead  of  insisting  on  the  genes  of 
predisposition to psoriasis we have chosen to study their inhibitor 
genes called negative regulator genes and to activate them to allow 
the  patients  to  fight  and  to  win  against  psoriasis.So  it  is  very 
important  to  know what are these genes,the receptors that  they 
code and their ligands.First of all the X-linked interleukin 1 receptor 
accessory protein-like 2=interleukin 1 RAPL2=TIGIRR1-interleukin1 
receptor 9=IL1R9.IL1 RAPL2 belongs to the family of the receptors 
of interleukin1 and could also be  implicated in autism.
Then TIR8 /SGIRR=Toll IL-1R8 possesses a unique immunoglobulinic 
domain  and  gives  a  trouble  in  the  transduction  of  signals  of 
activation  of  the  receptors  IL1R1(63).Its  expression  is  down 
regulated  in  the  peripheral  blood    of  patients  with  psoriasic 
arthritis.Generally  it  is  impossible  to  extrapolate  the  results 
obtained in mice to Homo Sapiens.Also about TIR8/SGIRR.
Then  IL1-RAcPb  is  also  a  negative  regulator  but  the  ligand  is 
unknown and has to be found.
The  decoy  receptors  prevent  completely  the  transduction  of  the 
signalisation .(24,26,40)One of them is Il-18 Bp and in presence of 
low  doses  of  IL18  protein  the  recombinant  IL37  lowers  the 
production of gamma interferon induced  by IL 18.IL 37 generally 
does  not  antagonize  the  production  of  interferon  gamma.Not 
without low doses of IL 18 binding protein.
The  decoy  receptors  IL1R2  are  implicated  in  psoriasis  after 
stimulation  of  T  lymphocytes  (via  magnetic  beads  covered  with 
CD3/CD28 ) : the ARNm of IL1R2 is elevated in case of psoriasis at 
the level of T effector cells CD4+CD25- by comparison to persons 
without  psoriasis   The  difference  is  statiscally  significant  .(6)The 
HERV-K d UTPase is expressed in peripheral blood and in normal as 
well as in lesional psoriatic cells.(20)
Maybe  the  c-kir  inhibitor  genes  and  their  expression  are  also 
negative regulator of psoriasis.(10)
About the polymorphism of the gene coding for the antagonist of 
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the  IL1  receptor:the  existence  of  this  pathological  gene 
(polymorphism  of  the  gene)  is  the  cause  of  the  fact  that  a 
medication(the antagonist of the receptors for interleukin1) gives 
an epithelial cancer of the ovary(57)when the pathological gene is 
activated by the medication. The medication becomes oncogenic.
The  antagonist  of  the  IL1  receptor  (IL1  receptor  (IL1  ra)  is  the 
inhibitor of the agonists IL1alpha and beta and acts by competitive 
inhibition  for  the  binding  to  IL1  receptors  without  triggering 
transduction of the signals.Functional polymorphisms of this gene 
coding  for  the  antagonist  of  interleukin  1  is  associated  with  a 
diminution  of  the  level  of  interleukin  1  ra  and  to  ulcerative 
colitis(9).But  it  is  possible  to  activate  the  polymorphisms  by  a 
medication(  the  antagonist  of  the  receptors  for  interleukin  1) 
without being dangerous ( Pr Safai  B. personnal communication).

So another possibility instead of immunosuppressing the patients 
giving  them  biologics  is  to  activate  the  inhibitor  genes  of  the 
predisposing  genes  of  psoriasis  to  improve  the  results  of  the 
treatments  case  by  case  at  a  precise  moment  and  in  a  precise 
place.

ANOTHER  NEW  IDEA  TO  TREAT  PSORIASIS:TO  GIVE 
IMMUNOSTIMULANTS TO THE PATIENTS 

Also instead of immunosuppressing the patients another possibility 
is to give immunostimulants : for instance IL4, IL 37, TGF beta, IL 27 
and  IL  2.IL2  could  be  immunostimulant  but  not  always(Pr  Safai 
personnal communication.).(interleukin 2  wikipedia).
In  2003 it  has  been proven that  IL4  is  safe  and has  interesting 
results to treat psoriasis because it is the cytokine that  is the best 
to  induce  Th2  polarization:the  improvement  of  psoriasis  is 
associated with the induction of a TH2 phenotype of the infiltrating 
lymphocytes of the skin.(27,28).
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Ghoreschi  K,Mrowietz  U,Rocken  M:a  molecule  solves  psoriasis?
Systemic  Therapies  for  psoriasis  inducing  interleukin  4  and  Th2 
responses-J Mol Med (2003)81:471-480(27)

In psoriasis patients, are the Th1 lymphocytes that produce gamma 
interferon (and migrate in the skin) a part of the Th1 lymphocytes 
which  are  activated  by  the  hypothetic  HerV-K  -dUTPase  of 
psoriasis ?

As these gamma interferon producing lymphocytes in the skin drive 
to hyperproliferation of the keratinocytes and to infiltration of the 
skin by neutrophils,the association of antiretroviral therapy to this 
immunostimulant cytokine could be interesting in the treatment of 
psoriasis.We  don't  know  now  the  answer  to  this  interesting 
question.
Moreover IL4 is the unique cytokine able to abolish the capacity to 
induce a Th2 phenotype at the level of activated T cells and auto- 
reactive T cells.
By the way the continuous and subcutaneous administration of IL4 
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statistically improves psoriasis in human Beings and induces Th2 
phenotype.Maybe it counteracts the activation of the Th1 way by 
the retrovirus supposed to be the cause of psoriasis

Another immunostimulant cytokine is IL37 ,key inhibitor of innate 
immunity:the  expression  of  IL37  (=IL1F7)  in  macrophages  or  in 
epithelial  cells  result  in  the  almost  complete  suppression  of 
proinflammatory cytokines.(8,16).For the same reason the silencing 
of  IL37  in  Human  blood  cells  results  in  the  elevation  of  these 
proinflammatory cytokines (IL1 alpha,  IL1  beta,  IL6,  IL12 ,G-CSF, 
GM-CSF and TNF )  .Many of  these cytokines are induced by the 
retrovirus supposed to be the cause of psoriasis in the absence of 
HIV.
Endogenous RNA m of IL37 is found in the thymus and in the uterus. 
IL37 can be found in the cells of breast cancer.

In  conclusion  IL37  is   a  mechanism  of  negative  feedback  to 
counteract an excessive inflammation.

Generally  interleukin  37  does  not  antagonize  the  production  of 
gamma interferon :but with low doses of IL18  binding protein it is 
possible.In  the  presence  of  low  doses  of  IL18  binding 
protein,recombinant  IL37  lowers  the  level  of  gamma  interferon 
induced by IL18.So IL18 binding protein  is a negative regulator.-

TGF  beta  is  another  immunostimulant   cytokine  which  could  be 
used as a treatment as IL4 and as IL37 associated to low doses of 
IL18  binding  protein.By  analogy,IL1  Ra  and  IL36 
Ra(21,22,23,36,42,,59,60,61,62,65,66)  have  been  used  to  treat 
severe psoriasis.

TGF beta is a suppressor of inflammatory cytokines and is essential 
in vivo to the anti-inflammatory effect of IL37.

The fact that Smad  3 binds to IL37 facilitates the anti-inflammatory 
properties of TGF beta . 

Another   immunostimulant  is  interleukin  27  and  inhibits  the 
production of IL17 from T CD4+.So in the Human being IL1 beta,IL6 
and  IL23  are  inhibited.They  are  interleukin  17  polarizing 

14



cytokines.The secretion of these  cytokines by dendritic cells results 
in the inhibition of the production of IL 17 by T cells.Interleukin 27 
has a key role to inhibit  Th17 cells  is so a negative regulator of 
auto-immunity  .But  interleukin  27  is  a  member  of  the  family  of 
interleukin 12.(48)

Interleukin 27 is made by a protein p40 of interleukin  12 coded by 
a gene induced by EBV and otherwise interleukin 12 is secreted in 
answer to retroviral infection supposed to be the cause or one of 
the  causes of the psoriasis.

Th 17 cells  and their  effector cytokines are associated  with the 
pathophysiology  of  several  auto-immune  diseases(multiple 
sclerosis,rheumatoid arthritis,systemic lupus and psoriasis);By the 
way Th17 as TH1 immunity are activated by the presence of the 
hypothetic  retrovirus of psoriasis upstream.Do biologics inactivate 
genes of retroviruses while immunodepressing the patients which 
reactivates this retrovirus ?

In case of auto-immune diseases even without biologics we must 
stimulate immunity.
IL2 is immunostimulant in case of psoriasis. If it is given at too low 
dosage,  there  is  an  important  production  of  a  dangerous 
molecule,interleukin  17:  so  IL2  in  this  situation  cannot  give 
immunity if there is an auto-immune disease , for instance psoriasis 
The retrovirus supposed to be the cause of psoriasis results in the 
production of this dangerous cytokine IL 17 if there is psoriasis. In 
this situation it could so be very important to give IL2 at the dose 
necessary  to  counteract  IL  17   and  prevent  psoriasis  or  its 
aggravation.The  proof  of  that  observation  is   that  when  IL2  is 
blocked  by  anti  IL  2  antibodies  or  by  a  genetic  deletion,the 
liberation of IL 17 is elevated and it is dangerous.
The inhibitory effect of IL 2 on IL 17 is independant of Fox P3 : T 
regulator cells are not implicated. 
Otherwise in the thymus where T cells mature IL2 prevents auto-
immune disases
( wikipedia USA : IL 2) . IL2 help the body fight infections and it is 
very  important  in  psoriasis.  It  has  a  key  role  in  cell  mediated 
immunity and it is also very important in psoriasis.
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But IL2 is not always immunostimulant:it can aggravate a psoriasis 
for  instance if  it  is  given to cure a patient who has for  instance 
metastatic  renal  cell  carcinoma.  In  this  case  ,interleukin  2  is 
associated or not to lymphokine  activated killer cells.
It does not prevent American oncologists to give the treatment of 
cancer  even  if  there  is  the  side  effect  of  psoriasis  which  is 
secondary :  the more important thing is  to  save the lives of the 
patients.

In  conclusion  psoriasis  could  be  a  retroviral  disease.This  is  an 
interesting  idea but  there is  no  proof.If  psoriasis  is  caused by  a 
retrovirus,,it is quite possible that biologics reactivate this retrovirus 
while  immunodepressing  the  patients .So  we  defend  two  new 
ideas:to activate the inhibitor genes of the predisposing genes to 
psoriasis(so the results of the treatment  or of the treatments are 
much better) and or to give immunostimulants.Maybe a hope for 
the  patients  will  come  from   quantum  physics  and  neuro-
immunology and virology and immuno-dermatology and oncology 
and will give access to new medications for the patients.
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