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ABSTRACT 

Hypopigmentation is a common dermatologic problem of multiple aetiologies. This 

health problem is associated with social and psychological impact on the patient 

and his filmily. Here I report a case of hands hypopigmentation in a year's old, adult 

male. 
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Introduction: 

           Skin depigmentation is a common dermatologic disorder [1]. This clinical 

condition is of two types, the permanent lesion which is natural history of clearance 

and relapses such as vitiligo or not cleared with treatment such as post-

inflammatory hypopigmentation. [2]. The second clinical form is the temporary 

depigmentary lesion which is with spontaneous remissision or cleared as a response 

to treatment such as fungal infection and/or chemical depigmentation [3]. Chemical 

depigmentation or as maying be termed occupational leukoderma is uncommon 

skin condition, however, 20% to 50% of cases are due to occupational environment 

[4]. There is a long list of chemicals that induced leukoderma [5-10], however, the 

aliphatic and aromatic derivatives of catechols and phenols are the largest and best 

studied chemical groups and are responsible for inducing leukoderma in human 

being [11-21].  

 

Case Report: 

          A 32- years old male presented with hypopigmentation of both hands of 3 

months duration. The normal color of patient hand before lesion development as 

shown in Fig 1. After the use of solid soap for about of 3 weeks he developed a 

hypopigmentation of both hands as shown in Fig. 2. The same condition was 

developed previously once he used the solid soap. Spontaneous repigmentation 

occurred after the discontinuation of soap uses for 3 to 4 weeks. This 

hypopigmentation is not developed when he used a liquid soap. There is no lesion 

in his body other than his hands and thus the case is diagnosed as stage I chemical 

leukoderma since the lesion is confined only the site of contact (both hands). 
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Fig.1. Patient hand normal skin color 
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Fig. 2. Hands of the patient 

 

Soap constituents  

         The used soap ingredients are: Sodium palmate kernelate, fragrance, palm 

kernel acid, sodium chloride, glycerin, tetrasodiun EDTA, coumarins and limonene.   

 

Discussion:    

         Skin color loss is a condition that induced by multiple causes. Chemical 

depigmentation is one of the clinical cases that reported due to occupational 

environment. The continuous contact of the skin with the chemical substances leads 

to the induction of hypopigmentation. The pathogenesis of depigmentation due to 

contact with chemical substances is not well understood [4] and not all individual 

exposed to the substance developed hypopigmentation, indicating host 

susceptibility [2,5,7]. Although there are differences in host susceptibility for 

development of chemical leukoderma, our explanation is that the melanocyte is the 

target of the chemical substance irrespective of the depigmentation mechanism of 

induction. Our diagnosis as that the hypopigmentation is induced due to contact 

with chemicals that are present in solid soap is confirmed by the spontaneous return 

on hand normal skin following discontinuation of using solid soap. The 

depigmentation action of melanocytotoxic materials is influenced by exposure time, 

substance concentration, and host susceptibility. In this case the review of the used 

soap constituents indicated that sodium chloride may induced depigmentation 

through the functions of transporters and ion channels at the plasma membrane of 

melanocyte [22].  In addition,  pigmentation regulated through a melanosomal two 

pore sodium channel and  that in pigment cells the endolysosomal cation channel 

TPC2 localizes predominantly to melanosomes, where it mediates a Na+-selective 

current to modulate melanosomal membrane potential, pH and pigmentation. 

[23].   Coumarins, glycerin,  and limonene are having a bleaching effect and thus 

may play a role of the induction of hypopigmentary lesion in hands of this case [24-

26]. 

In conclusion, the hypopigmentation of hands may be due to bleaching that is 

induced by sodium chloride, coumarins, glycerin or/ and  limonene. However, this 

warranted an experimental evaluation in an animal model to clarify which one of 

these soap constituents is the depigmentation inducer. 
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