ZREGE i PE 25 2015 45 1 A4 17 455 1 ] Military Medical Journal of Southeast China, Vol. 17,No. 1, Jan. 2015 - 29 -

—Ff

%‘ .
G o BRI 50 38 o B S50 5 5 it 24P P 5 0 B LSBT OR 52

RARR B F 5

CIE

it

(WE] B SRS BERLEE 38 (GSK-3B) X 01 S SEAZ Mt 25 P 0 i e ALl . ik 8 S ER (LiCT) 1Y
TGP S0 A0 PN 2 05 GSK-3B BYFR3A , MTT i i ZEAZ I () 2 B ¥R BE (1C50) , it A0 AU I p-GSK-3B (ser9 ) By ik
B, T ML H AN N E S, Z5R LiCl 20mmol/L 4bBH 1 h J5,24 .48 .72 h SKOV3 £ g £ 42 B f% 1C50 M (10. 11 =
0.87) .(1.07 £0.17) .(0.03 £0.01) pg/mL B % (11.56 £0.96) . (1.74 £0.24) (0.06 0.01) pg/mL, [& 24 h 4} 2% 53494
it L (P <0.05), LiCl 4315 SKOV3 40P p-GSK-3B (ser9 ) (14 -3 56 R i iy (661. 67 +37.63) W5 (841. 67 =
41.53) , ZHBGI2FE L (P <0.05) , LiCl Zh# 5 SKOV3 i p-GSK-3B (ser9) ik /K- i, 4it  GSK-3p Kihk
TRIR AL AT 0380, 0 2 A A P 23K /KT 19 R AT S 350 D 590 200 M SR2 e 24 1k X 15 5

[REEE] WG BUBGHE 3 ; UNHLE ; A2 i 251
[hE4SHEE] R737.31 [XEttRZERM] A doi:10.3969/]. issn. 1672-271X.2015.01. 009

The effects of GSK-3 on paclitaxel chemoresistance of ovarian cancer cells
ZHU Yin-yuan, YAO Jun, LI Man.  Guilin Medical University, Guilin, Guangxi 541001, China
[ Abstract |
OV3 cells was treated with LiCl 20 mmol/L for 1 hour to enhance the expression of p-GSK-3B (ser9) which is inactivated. MTT was
used to test the IC50 of paclitaxel. The expression of p-GSK-33 (ser9) was tested by FACS. The location of p-GSK-33 (ser9) in SK-
OV3 cells was analyzed by immunofluorescence. Results After treated with LiCl, the IC50 of paclitaxel was increased from (10.11 +
0.87) pg/mL to (11.56 £0.96) wg/mL for 24 h, (1.07 £0.17) pg/mL to (1.74 +0.24) wg/mL for 48 h, (0.03 +0.01)
pg/mL to (0.06 £0.01) pg/mL for 72 h respectively. Except the increase of 24 h others had statistical difference( P <0.05). FACS
results show that the mean fluorescence intensity of p-GSK-3( increased from (661.67 +37.63) to (841.67 +41.53) after treated

Objective To study the effects of GSK-3B on paclitaxel chemoresistance of ovarian cancer cells. Methods SK-

with LiCI( P <0.05). The results of immunofluorescence show that the expression of p-GSK-3 in nuclear increased obviously than in
the cytoplasm. Conclusion The augment of inactivated GSK-3 expression, especially in the nuclear, can improve the chemoresis-
tance of ovarian cancer cells.
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