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Abstract The expressions of IGFH (insulindike grow th factorIl ), HBx Ag (hepatitis B
virus) and p' were detected in the courses of hepatocarcinogenesis induced by HBV (hepatitis B
virus) and /or AFBi (aflatoxin B1) with immunohistochemical method. The parallel relations in
the incidence of HCC (hepatocellular carcinoma) and the expressions of these genes have ap-
peared in each group. They were higher in the tree shrews received both HBV and AFB: than
that exposed to HBV or AFBi alone. On the other hand, the expressions of these genes in tu—
mor—carried tree shrews were significantly higher than that in non—tumor animals. Our results
suggested that there was a synengistic effect of HBV and AFBI in activation of these genes in
tree shrews. Over expressions of these genes may take an important role in the courses of hepa—
tocarcinogenesis in tree shrews.
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Table 2 Expressions of IGFAI , p"and HBxAg in the animals with and without tumor in each group

IGFI IGFdl positiveness p? P! positiveness HBx Ag HBxAg positiveness
Group No.
animals No. animals No. animals No-animals No. animals No-animals No. animals
without tumor with tumor without tumor  with tumor without tumor with tumor
A 17 5/8(65.5) 9/9(100. 0) 0/8' 5/9(55.5) 2/8(25. 0) 7/9(77.7)
B 9 2/8(25. 0) 0/1 1/8(12°5) 0/1 1/8(12.5) 0/1
C 19 2/16(12. 5)" 3/3(100. 0) 1/16( 6 3) 2/3(66.7)
D 8 0 0 0
Total 53 9/32(28. 1) 12/13(92. 3)2 2/32(6. 3)? 7/13(53 8)* 3/16(18.7)! 7/10( 70. 0)!
ota
The values in the brankets are percentages
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