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Inhibition Action of Ilexgenin A from Ilex hainanensis on
Transplanted Hepatoma in Rats

CHENG Qi-lai* , LI Hong-liang
(School of Pharmacy, Gannan Medical College, Ganzhou 341000, China)

[ Abstract |
and microvessel density (MVD) of tumor in Walker-256 rat model to explore the mechansim. Method: Thirty two

Objective: To study the effect of ilexgenin A on vascular endothelial growth factor ( VEGF)

Walker-256 rats were randomly divided into 4 groups, and treated with the high dose of ilexgenin A (HD group) ,
low dose of ilexgenin A, 5-Fu ( positive group ), and normal saline (NS group) , respectively. After 8 days of
modeling, corresponding drugs were administered by intraperitoneal injection for 14 days. Then, blood rats werr
executed to collect blood and remove tumors which were weighted, the morphological observation was performed,
aspartate transaminase ( AST) and alanine transaminase ( ALT) levels were assayed, and the expression of VEGF
and MVD in tumor was tested by immunohistochemical method. Result; In treatment group , the weight of tumor
obviously decreased than that in model. In treatment group and 5-Fu , the vascular article number intensive
degree, compared with model group, was obviously reduced, and ilexgenin A inhibited the elevated level of AST
and ALT, the inhibition on AST level was more obvious (P <0.01) , the expression of VEGF and MVD levels was

significantly decreased compared with model group (P <0.01). Conclusion: Ilexgenin A can significantly inhibit

growth of tumor, the mechanism may be related to down-regulating the expression of VEGF and MVD.
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B — 8 = R = R ) B AR AR i R A
Wy EA ORI PE T IR Ok & S R R
IRTAEY o AR BT X ilexgenin A 2% HATHIH
M 98 A S HE BT I gV T B L 1) 2R 45 BIF 5
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ilexgenin A; vascular endothelial growth factor; microvessel density; mechanism of action
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8 H, IR 8 H  NIEAT M K gh 2, IE & 1R %
HESZ IR 25 SR U IE A 2 EE A A . FiE s
B8 KRIFURZA 2y, 1A KA & 41 4 5 LA 100,50
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5-Fu JEH S mg-kg ™" ip 4425, @ H 1 0,34 T K
2.3 JIFE S RERRI R R B U 5 14
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n—4, 0 2B R IgG Btk -HRP £ B4 LU
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2.6 GiilbFabd A EEH x5 #on, R M
SPSS 14. 0 Ge it # A HE AT B IR 22 07 22 73 BT Fl g K 6
P <0.05 figeit2 i Lo
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3.1 B D RE AN K A PR AL L2 WS TA &4y
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ZB B R TR AR 2 A D T TA
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21 5 Fl& /mg-kg ™' MK/ mg R %=/ % AST/U-L"! ALT/U-L™'
A 100 1211.1+9.54"2 59.42 121.84 +22.15% 74.35 +2.24
50 1 865.4 £23.54"% 37.50 99.58 +32.05% 65.14 +3.54
5-Fu 5 897.9 £26.33"% 69.91 165.25 +18.24% 70.24 £20.15
TR - 2984.5 £16.53" - 221.88 +15.34" 86.15 +14.32
1E X R - 0 - 74.65 0. 65 49.37 £7.05
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5-Fu 5 1.26 £0.05"%  16.47 +1.56"%

[ - 5.31 £1.20" 25.68 £1.32"

1E K X R - 0.87 0. 05 12.93 +0. 37
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