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A New Rat Model According with Recrudescent Mechanism after Liver Transplantation

CHEN Ying- hua', CAI Chang- jie!, LU Min- giang', GUO Zhong- min?, YANG Yang', CHEN Gui- hua*
( The Organ Transplantation Research Institute and Liver Transplantation Center // Institute of Liver Transplantation,
The Third Affiliated Hospital, SUN Yat- sen University, Guangzhou 510630, China; 2. Animal Center of
SUN Yat- sen University, Guangzhou 510080, China)

Abstract: Objective To establish a new animal model for investigating the recrudescent mechanism after liver
transplantation for hepatocellular cancer. Methods The 40 wistar rats were chosen and randomly divided into 2
groups, immunosuppression group and control group. The walker- 256 cell line was injected via portal venous in
both groups. Immunosuppression group received the combined immunosuppression regime (MP+CSA). Control group
was applied NS simultaneity. Pathologic anatomic characters of the livers were collected by exploratory laparotomy
after death or 60 days after the above treatment in both groups. Results The operation time of immunosuppression
group was (22.6+0.6) min, while control group (22.1+0.7) min. No significant difference was found between them (P
>0.05). The weight loss in immunosuppression group was higher than control group, which was (53.5+2.6)g and
(34.645.8) g respectively (P< 0.05). Survival time were (14.8+2.3) days in immunosuppression group, shorter than
control group (40.9+5.3) days (P< 0.05). The percentage of recrudescence rate was 95% (19/20) in
immunosuppression group, higher than control group, 40% (8/20) (P< 0.05). Conclusion This model is an optimal
clinical model to mimic the natural recrudescence characters of hepatocellular carcinoma in human body after liver
transplantation.
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