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Abstract: Objective

by expression of H-ras12V in hepatocytes. Methods The liver tissue and serum samples of 6 — 8 month

To investigate the hepatic tumorigenesis and aberration of lipid metabolism induced

—age H—ras 12V transgenic mice were collected and the histopathological analysis for liver and serum
7-month H-

ras12V transgenic mice developed hepatic tumor with 100% incidence. Histopathological and serum ex-

examination for ALT, total cholesterol, and triglyceride levels were performed. Results

amination showed that in the liver, specially the hepatic tumor tissues of H-ras12V transgenic mice devel-
oped steatosis significantly compared with that in the wild type mice, and the serum levels of ALT and
total cholesterol increased and triglyceride decreased significantly compared with those in the wild type
mice. Conclusion Ras oncogene expressing specially in hepatocytes induces hepatic tumorigenesis, liver
cell injury and steatosis, which influence the lipid metabolism of whole body.
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Table 1 Serum level of ALT, triglyceride and total cholesterol
(zxs5,m=8)

Index Wild type mice Transgenic mice
ALT 13. 65 £8. 30 38.98 £27. 88"
Triglyceride 1.98 £ 0. 80 1.2210.29*
Total cholesterol 2.84%1.21 8.15£3.88""

Note: indicated significant difference compared to wild type
mice, " : P<{0.05; ** . P<]0.01
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A liver of wild type mouse; B: multiple tumors in the liver of 7 month-age H-ras12V transgenic mice; C: liver of wild type

mouse; D:altered foci composed of basophilic cells were found in the center of the liver of 7 months-old H-ras transgenic mouse

(arrow head) ; E: well circumscribed nodule (hepatocellular adenoma, arrow head) was found in the liver of 7 months-old H-ras

transgenic mouse; F: microtrabecular patterns and anaplastic cells (arrows) were found in the hepatocellular carcinoma of 7

months-old H-ras transgenic mouse
1 Hrasl2VE#ERFERMNALREZEKRN(C~F.HE  x100)
Figure 1 Histopathological analyses of H-ras12V transgenic male mice(C— F. HE X 100)

A liver tissue of wild type mice of H-ras12V transgenic male mice; B: liver peri-tumor tissue of H-ras12V transgenic male mice;

C:liver tumor tissue of H-ras12V transgenic male mice( Arrows indicates lipid droplets)

E 2 Herasl2V EEFERFAMRERTEREFESHTE X100

Figure 2 Steatosis histopathological analyses of H-ras12V transgenic male miceCHE X 100)
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