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Xiaoai Jiedu Recipe inhibits transplanted hepatocarcinoma H22 tumors and the
related mechanism

CHEN Hai-bin, SHEN Bo, LI Li, CHENG Hai-bo, ZHOU Hong-guang, WANG Ming-yan, WU Mian-hua ( First Clinical
Medical College, Nanjing University of Chinese Medicine, Nanjing 210029, Jiangsu, China )

[ Abstract ] Objective: To study the inhibitory effects of Xiaoai Jiedu Recipe( XJR ) against transplanted hepatocarcino-
ma H22 tumors in mice and the related mechanism. Methods: H22-transplanted tumor mouse models were established
and were divided into control group, XJR treatment groups ( 10, 30, 90 g/kg ), and cisplatin treatment group. The growth
of tumors in different groups was measured, and pathology changes of transplanted tumor tissues in different groups were
examined by H-E staining. Flow cytometry was applied to examine cell cycle and sub-diploid apoptosis rate of transplanted
tumor cells, and VEGF levels in the peripheral blood of mice were measured by ELISA. Results: Compared with control
group, different XJR groups and the cisplatin group significantly inhibited growth of H22-transplanted tumors ( 24.5% ,
42.8% ,21.1,58.6% vs 0, P<0.05, P<0.01), cells in XJR groups showing massive necrosis and obvious chromo-
some condensation. Medium-dosage XJR and cisplatin blocked transplanted tumor cells in G,/G, phase ( P <0.05 ), and
the cells in S phase were significantly reduced ( P <0.05 ). The sub-diploid apoptosis rate of transplanted tumor cells in
medium-doseage XJR group was similar to that in cisplatin group ( 60.52 +6.40 vs 71.32 +16.02, P >0.05 ). Peripher-

al VEGF levels were significantly lower in the medium-, large-dosage XJR groups and cisplatin group than in the control
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group (104.3 £6.1, 105.8 +7.2, 88.6 +4.3 vs 120.7 £12.6, P <0.05, P <0.01 ). Conclusion: Xiaoai Jiedu Reci-

pe can inhibit the growth and promote apoptosis of H22-transplanted tumor cells, and inhibition of VEGF may be one of

the mechanisms for the anticancer effect.
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Tab.1 Inhibition effect of XJR against H22 tumor-bearing

micel n=10,x +s)

Dose Tumor mass Inhibition
Group
(g'kg']) (m/g) rate ( % )
Control 0 1.187 £0.259 0
Low-dose XJR 10 0.896 +0.289" 24.5
Medium-dose XJR 30 0.679 +0.315** 42.8
High-dose XJR 90 0.936 +0.103 " 21.1
Cisplatin 0.001 0.492+0.214"* 58.6

"P<0.05,"" P < 0.01 vs control group; XJR: Xiaoai
Jiedu Recipe
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Fig.1 Effect of XJR on morphology of H22-transplanted tumor cells ( H-E, x400 )
A: Low-dose XJR; B: Medium-dose XJR; C: High-dose XJR; D: Cisplatin group; E: Control group
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Tab.2 Effect of XJR on cell cycle and apoptosis of H22 tumor-bearing mice ( n =10,x 5, % )

Group Apoptosis rate G,/ G, S G,/M
Control 17.69 £16.49 42.14 +3.25 38.28 +4.85 19.58 +1.75
Low-dose XJR 47.16 £11.88" 55.29 £3.28 32.16 +3.47 12.55 £0.69
Medium-dose XJR 60.52 £6.40" " 66.07 £4.05" 20.27 £5.08" 13.66 +1.87"
High-dose XJR 57.59 £14.51"" 59.38 +5.13 29.98 +3.53 10.64 +1.55
Cisplatin 71.32 £16.02" " 68.42 £5.14" 21.29 £4.15" 10.29 £2.01"

"P<0.05,""P< 0.01 vs control group

*®3 HEMSTX H2 BERE/NRINE M0
VEGF KERIZM( n=10,x 5 )
Tab.3 Effect of XJR on VEGF level in peripheral

blood of H22 tumor-bearing mice( n =10,x +s )

Dose VEGF

Group (g-ke')  (py/mg-ml™)
Control 120.7 £12.6
Low-dose XJR 10 116.1 £20.0
Medium-dose XJR 30 104.3 +6.1°
High-dose XJR 90 105.8 £7.2°

Cisplatin 0.001 88.6+4.3""

""P<0.01," P<0.05 vs control group
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