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Introduction

Psoriasis is an autoimmune disease with cutaneous and systemic manifestations and individuals 
with psoriasis demonstrate accelerated wound healing in both the involved and uninvolved 
skin. [1] Psoriasis has a polygenic basis. It is conceivable that one of the genes involved in the 

e.g., the keratinocyte.

In an attempt to validate the hypothesis that the stretching of keratinocytes plays a role in the 
pathophysiology of psoriasis and, by extension, wound healing, we examined published data 
from an experiment in which normal keratinocyte cultures were mechanically stimulated. 
[2] 

the experiment used keratinocytes that were not derived from a psoriatic individual. Although 

sensitivity to the mechanical stimulus. Neither tumor necrosis factor alpha, nor any of the IL-17 
genes were stimulated by stretch in these published data.   

It has been reported that in vivo the concentration of nitric oxide is increased 10-fold over 
psoriatic plaques compared to uninvolved skin in the same individual. [3] Moreover, nitric 
oxide 
possible mechanism that might contribute to localization of psoriasis to the extensor surfaces.

Aspartate receptor. [5] In neurons, nitric oxide regulates the intercellular concentration of Ca++ 
via release of this cation from intracellular stores, i.e., mitochondria. [6] In turn, Ca++ can 
modulate the kinetics of the n-Methyl-d-Aspartate receptor and thus alter n-Methyl-d-Aspartate 
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receptor-evoked signals in the neuron. In keratinocytes, this 
receptor also regulates Ca++ entry and this cation regulates 

of the n-Methyl-d-Aspartate receptor is downregulated in both 
the involved and uninvolved psoriatic skin. [1] 

hypothesize that dysregulation of Ca++ entry via the n-Methyl-d-
Aspartate receptor may contribute to the Increased keratinocyte 
proliferation seen in psoriasis.

may confer a survival advantage, thereby accounting for the 
prevalence of this disease in the world-wide population. To date, 
the physiology of wound healing is poorly understood.  In most 
mammals, wound healing depends on contracture promoted by 
the panniculus carnosus. By contrast, increased proliferation 
and migration/movement of keratinocytes appears to play a 
central role in wound healing in humans. 
wound healing response in humans compared to other animals 
may explain the absence of psoriasis in animals other than homo 
sapiens. Moreover, the pathophysiology of psoriasis may relate 

prone to injury presumably leading to a wound healing-type 
response, and keratinocytes that are stretched as they migrate 
may show an increase in nitric oxide synthase-1 synthesis. Taken 
together, these data may explain the prevalence of psoriasis on 

tested by comparing the synthesis of various proteins in stretched 
versus non stretched cultured keratinocytes obtained from the 
skin of individual(s) with psoriasis, as well as, increasing the 
number of time points when the synthesis of these protein(s) is 
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