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The relationship of serum prolidase and liver damage in mice

Yang Wei, Hu Darong, Xie Qing, Gao Guangzheng, Zuo Yuan, Chen Guozhi (Department of Infectious Disease,
Southwest Hospital, Third Military Medical University, Chongqing, 630038)

Abstract The activity of serum prolidase (PLD) and alanine aminotransferase (ALT) was determined

and the histological changes of the liver was observed on a murine model of hepatocyte damage and fibrosis in-
duced with CCl,. In the acute hepatocyte damage, the activity of PLD and ALT was significantly increased
with a positive correlation between the 2 enzymes (7 =100, r =0. 3853, P <{0. 01). The peak elevation of

ALD was in the 16th h, corresponding to the time of most severe lysis of hepatocytes. The time of peak ele-
vation and recovery of PLD was earlier than that of ALT. The chronic hepatocyte damage and fibrosis could
roughly be divided into fibroproliferating stage (1st to 6th week), cirrhosis developing stage (6th to 9th

week)and cirrhosis stage (9th to 12th week). There was no significant correlation between the changes of
PLD and ALT(n =88, r =0.132, P >0. 05) and no significant changes of ALT was observed. The PLD ac-
tivity began to elevate in the Ist week, reached the peak in the 4th week and returned to the normal range ai-
ter 9th week. These findings suggest that serum activity of both PLD and ALT is a goog biochemical index to

diagnose acut: hepatocyte injury. When the acute phase progresses into the chronic phase, the activity of

PLD only can reveal the development of cirrhosis.

Key words prolidase; alanine aminotransferase; liver fibrosis; liver cirrhosis; mouse



