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ABSTRACT Objective To observe enhanced effects of polypeptide extract from scorpion venom
(PESV) combined Rapamycin on autophagy of H,, hepatoma cells in mice and to explore its possible
mechanism. Methods  The H,, hepatocarcinoma cell suspension was subcutaneously inoculated into 40
Kunming mice. Then tumor-bearing mice were randomly divided into four groups,i.e.,the control group,the
high dose PESV group, the low dose PESV group, and the combination group (high dose PESV +Rapamy-
cin), 10 in each group. Mice in high and dose PESV groups were administered with 20 mg/kg and 10 mg/kg
PESV respectively by gastrogavage. Mice in the combination group were administered with 2 mg/kg rapam-
ycin and 20 mg/kg PESV by gastrogavage. The intervention lasted for 14 successive days. The tumor vol-
ume was measured once every other day, the tumor growth curve was drawn, and then the tumor inhibito-
ry rate calculated. Pathological changes of the tumor tissue were observed by HE staining. Protein expres-
sion levels of mammal target of rapamycin (mTOR) ,UNC-51-like kinase-1 (ULK1), microtubule-associated

ST H EK A RRHEE A BT H (No.'81073102,30873408 ) ; Ll A4 H SR Bk2# 3 4 % B9 H (No. ZR2010HQ003 )

PR BT A BE R K 2E LR R 2F R R B R 4 5 A Bl e (B RS 250062 ) 52. 1LIARAS B8 ARk [ S hl B2 2 0 53 T B2 (5 e 250062)
TWIRMER ik 4E 4, Tel: 0531 —82919939, E-mail: zhangweidongkui@163.com

DOI: 10. 7661/CJIM. 2015. 07. 0866



rhE TGRS A ek 2015 4E 7 4 35 545 7 B CJITWM, July 2015, Vol. 35, No. 7 - 867 -

protein1 light chain3 (MAP1LC3A), and Beclin1 were detected by immunohistochemical assay. Results

The growth of H,, hepatoma transplantation tumor was inhibited in high and low dose PESV groups and the
combination group (P <0.05). And there was statistical difference in tumor weight and tumor volume be-
tween the combination group and high and low dose PESV groups (P <0.05). There was no statistical differ-
ence in tumor weight or tumor volume between the high dose PESV group and the low dose PESV group
(P >0.05). Immunohistochemical assay showed that the protein expression of mMTOR was higher, but pro-
tein expressions of ULK1, MAP1LC3A, Beclin1 were lower in the control group than in the rest 3 groups
(P <0.05, P<0.01). Compared with the high dose PESV group, protein expressions of ULK1, MAP1LC3A,
and Beclin1 were obviously lower (P <0.05). Conclusion PESV combined Rapamycin might inhibit the de-

velopment of H,, hepatoma transplantation tumor in mice possibly through inhibiting the activity of mTOR,

enhancing expressions of ULK1, MAP1LC3A, and Beclin1.
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