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A clinical observation on hepatic dysfunction in epispasis-like dermatitis patients due to trichloroethylene
LIU Hui-fang, LIANG Wei-hui CHEN Cishan, KONG Ling-zhen XIA li-hua
( Guangdong Provincial Hospital of Occupational Diseases, Guanghou 510300 China)

Abstract: Objective To investigate the manifestations and wles of hepatic dysfucntion of epispasis-like dermatitis patients due to
trichloroethy lene exposure.  Method ~— The clinical manifestations hepatic function ( ALT, AST, GGT. TBA and T-BIL) and
biomarkers of hepatitis A, B, and C viruses (anti-HAV, antrHCV, HbsAg HbsAb, HbeAg HbeAb and HbcAb) of 55
hospitalized cases (29 exfoliative dematitis 22 erythema multiforme, 3 Stevens-Johnson syndiome,  and 1 toxic epidemal necrolysis)
were analyzed. Result 53 cases (96 4% ) showed hepatic dysfunction, 23 cases (4L 8% ) showed hepatomegaly and/ or
splenomegaly, and HbsAg was positive in 4 cases. Along with glucocorticoid treatment, usually one week later, the tetter was
beginning to subside and the hepatic function, to impwove. The tetter and hepatic function recovered for approximately 40— 49 days.
Conclusion In the epispasis-like dermatitis patients due to trichloroethylene, the hepatic dysfunction was occurred in high percentage

and severnty. After treatment, along with the subsidence of tetter, usually the hepatic dysfunction was beginning to recover quicklys
but it also may be the main cause of death.
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