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/b Survivin FIE T . SX AL, #2300 50, 75 mg/kg 4R Survivin 25 %K AT Survivin mRNA A%} %145
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Anti-tumor effect of matirine on human hepatocarcinoma cell HepG2 tumor in
nude mice

ZHU Dan-dan, YAO Shu-kun
Department of Emergency, Xuanwu Hospital Capital Medical University, Beijing 100053, China

Abstract: Objective To study the anti-tumor effect of matirine on human hepatocarcinoma cell line HepG2 implanted tumor in nude
mice and explore its mechanism. Methods BALB/C nude mice were randomly divided into the control group and the matirine (25,
50, and 75 mg/kg) groups, and each group had 10 mice. Human hepatic cancer cells HepG2 were planted into BALB/C nude mice to
establish the cancer models of HepG2. Mice in the control group were ip administered with normal saline 1 mL and those in the
matirine groups were ip administered with 0.5, 1.0, and 1.5 mg/mL matirine solution 1 mL All mice were ig administered once daily,
and treated for 35 d. Volume of implanted tumor and inhibitory rate were calculated. Pathological changes of the tumors with HE
staining and SP staining were observed. Expression of Survivin was evaluated, and relative expression of Survivin mRNA of tumor in
nude mice were determined by RT-PCR method. Results Compared with the control group, volumes of the implanted tumor in the
matirine (50 and 75 mg/kg) groups were significantly decreased (P < 0.01). Compared with the control group, the growth speeds of
tumor in the matirine groups were slower, liver cancer cell distributions were lager in dose-dependent manner, and small amounts of
Survivin were expressed in the cytoplasm in the matirine (50 and 75 mg/kg) groups. Compared with the control group, expression of
Survivin and relative expression of Survivin mRNA of tumor in the matirine (50 and 75 mg/kg) groups were significantly decreased
(P < 0.01). Conclusion Matirine has anti-tumor effect on human hepatocarcinoma cell HepG2 tumor in nude mice with effective
dose of 50 mg/kg, which may be attributed to down-regulate the expression of Survivin and inducing the apoptosis of hepatocellular
carcinoma cells.
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DA e S0 st o e T o B8 1 155 AN el i 7%
M IR VG T SRR IS A g . Ik, —4k
R 24 3R I W R U 2T ST, S
W SRRy 2 —, KEWFER I
ZERFARSIMAT A0 e A0 PO 0 G 75 3 P 40 .
T FA SO, s PR Tt 3 W5 2 Boxe 347 476
YERIT® . Survivin J& T8 T 40 1 8 15K K A
(inhibitor of apoptosis gene family, IAP), & HTHIA
I AE R e i R TSR AR . 2 BT 9T R W
Survivin 78T TP R A Y, m B RN G
I DR A AT R BT 41 HepG2
ARSI, ULEEAN ) 85 2 o) R SR A A K
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S04 /N BRI 25, 500 75 mg/kg.
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£1 ESEHNEHEERBERIAEME ( x+s, n=10 )
Table 1 Effect of matirine on volume of implanted tumor
of nude mice ( X £5, n = 10)

bl TR mm?
215 . —— ‘
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paic) — 134.70+10.79 4 158.79+1 524.16
B 25 134.32+834  3518.961+780.14
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75 134.124+9.45  2342.82+614.38"

At P<0.01

"P <0.01 vs control group
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Fig.1 Growth curves of mice implanted tumor
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Fig. 2 Pathological section of implanted tumor in nude

mice (HE staining)

TEHH 25 mg-kg !

WS 75 mgkg !

TS 50 mg-kg !

# 3 Survivin ZEEREIREIFRIE (SP @)

Fig. 3 [Expression of Survivin in implanted tumor in nude

mice (SP staining)

R2 ESHEF Survivin EEFAEEMEMEC x£s5,n=10 )

Table 2 Effect of matirine on expression of Survivin ( X s,

W 3. Bl 4. X5ESHH R HepG2 4 S Al
IR R Survivin B TR E R &5 e — 80, |
TSN AR B HepG2 41 I & A% (1K) Survivin
mRNA FIE A RO EIE N 50 mg/kg.

£ 3 ESWXMEE Survivin mRNA X} RiAEHI00
( X£s, n=10 )

n = 10)
2H 5 FlH/(mgkg ™) Survivin & HRIA &
Xof T — 42.20+13.74
B 25 35.99+6.65

50 23.09£7.72"

75 18.36+4.92"

LA TP<0.01
P <0.01 vs control group

A3, BRI 208 AR B HepG2 41 MR IR 1)

Survivin FIE )7 TR E R 50 mg/kg.

3.5 ¥t Survivin mRNA B3 RiA = B2 00
XA R, S0 500 75 mg/kg 4IAR R

Survivin mRNA X I & B (P<0.01),

Table 3 Effect of matirine on relative expression of
Survivin mRNA ( X 5, n = 10)
285 FE/ (mgkg ") Survivin mRNA K155
X — 5.82+1.56
W 25 4.84+1.18
50 2.30+0.97"
75 1.5440.69"
xR T P<0.01
P <0.01 vs control group

X 25 75

50
W20/ (mgkg™)

B4 FSWITRR Survivin mRNA 833 Ri& £ K00
Fig. 4 Effect of matirine on relative expression of Survivin
mRNA
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AP E TS, S SRR . K
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MU AT 6855 11 40 B A SC R 1 S PR A s
B b A S DhRESE A G . AT AR
WSRO AN HepG2 AR A1 B IR 44 A4
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SRR PR PR S/ N0 R, R AR 2R 43 Sl ik
42.0%- 43.7%. £ AR B P SR 7R 1 2 A R
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Fo HHEDIRAR S Survivin mRNA FHPERIEE R
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W20 B IE S5 5 A NN, 5 0 R S
T CDK4 454y, 0% CDK2/CyclinE, Jff Rb Wi
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procaspase-3, JE procaspase-3/p21 E&4), |
procaspase-3 Ji{t 4 caspase-3, SEZIL Survivin fIHT
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1B H caspase BB 72175 5 7005 00 40 1 P AH
R EARBEIRLE, AT BH BT 40 B e Tl B
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