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Abstract

The Department of Health reported that malignant tumor is the leading cause of death in 2004,
which lasting for twenty-three years. Among cancers, hepatocellular carcinoma (HCC) is the second
leading cause of death. Therefore, the therapy for HCC is one of the most important research focuses.
Many Chinese herbs had been used as Chinese traditional medicines for hepatoprotection, antitumor,
and immune enhancer, such as Ginseng Radix and Ginkgo biloba extract. An in vivo study was
conducted to investigate the effects of herbal combination (Ginseng Radix and Ginkgo biloba extract)
in the rats with HCC. The HCC induced model followed the method established by Emercih et al. in
2001. Briefly, rat breast cancer cell line (MATB-II1) was injected into the left lobe of the liver in
Fischer 344 (F344) rats directly. All rats induced HCC by operation initially (D0). On D7, randomly
selected ten rats to sacrifice for pathological groups and others were randomly divided into two groups:
negative control (HCC without herbal cocktail) and treatment groups (HCC with Ginseng Radix and
Ginkgo biloba extract 100 mg/kg body weight/day each). The rats were given herbal combination on
D9. The expected experimental period was five weeks. Because three rats were dead on D10 and
others were observed weak to death, two groups were sacrificed on D12. Body weight, liver weight,
and feed intake were not different between two groups. The liver histological section showed that liver
tumors in the pathological group were successfully induced and no cell necrosis was observed on D7.
Both the control and treatment groups (D12) developed tumor necrosis in the center of tumors, and
had much more serious tumor formation than the pathological group (D7). In conclusion, the HCC
induced model could lead to the formation of liver tumors. After tumor cell injection, rats were start to

death on D10 and both groups were found tumor necrosis in the center of tumors on D12.

Key words: Ginseng Radix, Ginkgo biloba, hepatocellular carcinoma, tumor necrosis
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(1) #m42z2 Fikst 615 50 1-

(2) 7 42% % mr fe pE 8 (Ginkgo flavone glycosides) @ ik 24% -

(3) % # ¥ (terpene lactones) » & 6% ; H @ & 3% 2.8%~3.4% 412 p 3 (Ginkgolides) g

2.6%~3.2% 7 % I *;(Bilobalide)
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Figure 1 Food intake of each group (D9-D12). Data are presented as mean + SD.
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Figure 5 The pathologica assessment (10x) of pathological group by H & E stain

Figure 6 The pathologica assessment (40x) of pathological group by H & E stain
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Figure 7 Liver appearance of control group

Figure 8 Liver appearance of treatment group
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Figure 9 The pathologica assessment (10x) of control group by H & E stain

Figure 10 The pathological assessment (40x) of control group by H & E stain
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Figure 11 The pathological assessment (10x) of treatment group by H & E stain

Figure 12 The pathological assessment (40x) of treatment group by H & E stain
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