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Inhibitory effect of TSA on growth of grafted human cervical carcinoma in SCID mice

LI Xin-chun,ZHOU Yan-jie,ZHOU Yi,CAO Wei-chun

Hunan Cancer Hospital, Changsha, Hunan 410000, China

Abstract:Objective: To establish a model of cervical cancer in SCID mice,explore the inhibition effect of TSA on
growth of grafted tumor,and the expression of TR3. Methods: Caski cells were inoculated hypodermically into the
forelimbs of 20 SCID mice. After 1week, TSA was injected into the abdominal cavity of 20 SCID mice,which were
randomized into 4 groups(group A 2mg/kgTSA, group B 1mg/kgTSA, group C 0.5mg/kgTSA, control group 0
mg/kgTSA).32 days later,observe the growth of xenografts tumor in SCID mice in each group,the inhibitiong rate was
calculated. Immunohistochemistry was used to detect the expression of TR3 protein in each group tumor. Results: Tumor
growth curve of each treatment group,weight and volume,compared with the control group was significantly
inhibited (p<<0.05) .The expression of TR3 protein in group A showed strong positive, positive in group B,and a
weak positive in group C. The TR3 expression in control group was negative.Conclusion: The tumor growth in
mice is inhibited by TSA,and TSA affect TR3 expression in mice transplanted tumor cells.
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NE BN Caski A IBBE SR YL, BUR: TSA (320H Sigma A7) . bRl

TR3 Z &Pk (EH santa cruz A7) . PV-9001 RiBE LA & (b EEmtEws
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20 H SCID [ (4-6 JH#) FSL/E= N HMmFE 3 K, BOTEAEK RN S 850 Caski 40, AL
BN 1. 0x107/m] ORI, B2 NS 0. 2ml 4B T SCID AR N 2R,
SCID fRERr 1 )G, BEEATHKEL 100mm® K/, BEAFREUNRAKE, HEELE 7R 1
B4 H, B 5 RPIERES G, R 1R, 4 (TSA 2mg/Kg) 0.2ml, Z#41 (TSA  1mg/Kg)
0.2ml, PAZH (TSA 0.5mg/Kg) 0.2ml, T 4H CHHEZH) AEFHER/K 0. 2ml.
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ME e, HE, BEEEMG R (BT 4RE R EE /X RAE AR EREE) X100%, FAEPH

il 3= (11897 IR AR/ XS IR AR X 100%. WCERMRIZHEY, MEMIRIEA . Bk, WE3hE &

FEBES B ORMIEE, TE NSRS GO, MR R, KR, THEMER. MREAaN
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BT IR U FIBH AR B R L etk i, K e A G ta B RN 4 S MR AT SR i 2
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Pl FEA SRR
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