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Effect of ursodeoxycholic acid on rat hepatocarcinogenesis
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ABSTRACT
Ursodeoxycholic acid (UDCA) is well-known to be effective for chronic liver diseases.
However, its effect for hepatocarcinogenesis is not entirely elucidated. This study examined
the effect of UDCA on rat hepatocarcinogenesis induced by diethylnitrosamine (DEN), in
terms of tumor formation, apoptosis and expression of proliferating cell nuclear antigen
(PCNA), glutathione S-transferase placental form (GST-P), bax and bcl-2. The numbers
of tumors and GST-P-positive cells were lower in the UDCA group than in the control
group. The apoptotic cells were increased with time in GST-P-positive lesions, and
decreased in GST-P-negative lesions. The number of bax-—positive cells was changed in ac-
cordance with that of apoptotic cells, and was significantly higher in the UDCA group than
in the control group (p < 0.05). However, there was no difference in the number of bcl-
2-positive cells. These results suggest that ursodeoxycholic acid suppresses hepatocarcino-
genesis initiated by DEN by means of inducing apoptosis mediated by expression of bax.
(Accepted in January 7, 2000)
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308 = 3* 9.1 £ 0.2* 2.96 = 0.05*
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BE250 pM & FEMAREEEA L, CoR
[QUDCABEIRFEMRTH - 1 CRERT — ).
D L7aRET CIIDNADEI LB D, HiC
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