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INTRODUCTION 

Vitiligo is a depigmenting disorder characterized by the loss of 

melanocytes from the epidermis. It strikes approximately 0.5-1% 

of the world population (Taieb et al., 2007). Although the exact 

etiology of vitiligo has not yet been established, an autoimmune 

component plays a major role in its pathogenesis. In progressive 

disease the CD4
+
/CD8

+
 ratio is decreased among skin-infiltrating 

T cells and CD8
+
 T cells isolated from vitiligo skin are cytotoxic 

to melanocytes (Wankowiccz-Kalinska et al., 2003). 

Cytotoxic T cells require CD4
+
T cell help to be activated against 

melanocytes (Steitz et al., 2005). Involved helper and cytotoxic T 

cells from progressing vitiligo margins generate predominantly 

type 1 cytokines, namely, interferon (IFN)-γ and tumor necrosis 

factor  (TNF)-α suggesting that vitiligo is a Th1-mediated disease 

(Le Poole et al., 2004). Autoimmunity results from unchecked 

control by regulatory T-cells (Tregs), although the exact reason 

for autoimmune diseases is not yet fully elucidated (Levings et 

al., 2001). 
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Native CD4
+
 helper T cells are known to develop into at least 4 

types, namely-helper 1(Th1), Th2, Th17, and regulatory T cells 

(Tregs). Th1 cells primarily produce IFN-γ and TNF-α ;Th2 cells 

synthesize interleukin ( IL)-4, IL-5, IL-13 ; Th17 cells produce 

IL-17 and IL-6; and Tregs synthesize IL10 and transforming 

growth factor   ( TGF )-β (Ortonne et al., 2003 ). 

Markers expressed by Tregs include FoxP3, GITR, CTLA-4 and 

CD25, yet only FoxP3 expression is relatively unique to 

regulatory T cells (De Boer et al., 2007). FoxP3 is the acronym 

given to the forkhead winged-helix transcription factor “forkhead 

box P3” which serves as the dedicated mediator of the genetic 

program governing Tregs development and function; therefore it 

is regarded as a reliable and specific marker for Tregs (Hori, 

2003; Yagi et al., 2004). 

Tregs have several immunomodulatory effects such as an anti-

inflammatory role to maintain tolerance to self–antigens. In 

addition, Tregs have the ability to inhibit the responses of CD8
+
 T 

cells, natural killer cells and CD4
+
 T cells, so that Tregs may be 

important in the prevention of autoimmune diseases (Afzali et al., 

2007). 
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 The role of Tregs in the pathogenesis of vitiligo is still disputable 

because some authors say that the serum level of Tregs increase 

(Abdallah et al., 2009). Others revealed that The percentage of  

CD8
+
 T cells was significantly increased in vitiligo group 

compared with the controls and no difference was detected 

between the patients and control groups in percentages of CD4
+
 T 

cells (Basak et al., 2008) While others revealed no systemic drop 

in the abunance or activity of Tregs in vitiligo patients and also 

reported the percentage of Tregs among skin infiltrating T cells 

are drastically reduced  in non-lesional, perilesional and lesional 

vitiligo skin (Klarquist et al.,2010).  

 

 

 

 

 

 

 

 

 


