.38 - v [ il 988 2% 4 20104F 1 H 55134 45 18] Chin J Lung Cancer, January 2010, Vol.13, No.1
- A il WF 5T
GRP787E i B 928 20 A I $A i 24 Fh B9 4E

24 E3 T4 RE RE

[BE] BER5B8 WRTENAT8 (GRP78) FEMHANIE - 2k h w5 X b7 259 VP- 16 TR 2575 ¢
M GRP7811 43k 5 Hoxd fb g7 25 W iy i 25 M A2, WFo 4D o AHIESY & 76 0 K I GRP 7876 Al i 48 41 il
SPCA-1H [ 2R 3K R GATIVE S AN M AR 4725, WF9Y GRP7SZE [l s AN AN 25 P Ve . 33 AR 2 A s &
FIA23 18745 4t 43y S A AT HRZH, SRHIRT-PCR. Western blot /7 I %% 25 4H ] H GRP78TE A% R FH AR [ AKF- &
ik, FFAMTTENE A TEMEVE T T 9 2EAE 38, J3 T GRP78TESPCA-1ZH MU 25 h i/E ] . 53R A23187w] LI
755 SPCA- 1A il 1 GRP78YEAZ TR A (/K T- 12635, HHERIAAKOT 5A23187 BT — i Mk AR, MTTAG I i
TN SEEGH AN A AR R BAR TR IR, IR EA2387R IR . 4518 72 IS AN ISPCA- 1, S5
A2318770] DA% - GRP78Z IR AN AR (/K V-1 4eh, Haeak S Mosa g re e T I AR B DG, RBGRP78 AT
15 SPCA-1AH X A A OB, 5 s 2 ML A IR 20— AR Gk .

[ <8818 ] WAHETEA78 (GRP78) 5 Jilifiiim; N, w2tk

[ FE42ES ] R7342 DOL 10.3779/j.ssn.1009-3419.2010.01.07

The Role of GRP78 on the Resistance to Cisplatin in SPCA-1 Cell Line
JingWU', Qi WANG”, Jiarui WANG?, Lichuan ZHANG?, Long ZHAO®
'Department of Respiratory Medicine, the Dalian No.4 People Hospital, Dalian 116031, China; *Department of Respiratory Medicine,
the Second Hospital of Dalian Medical University, Dalian 116031, China

Corresponding author: Qi WANG, E-mail: wqdmu@yahoo.com.cn

[ Abstract ] Background and objective The expression levels of glucose-regulated protein 78 (GRP78) were elevated
and correlated with resistance to chemotherapy drug VP-16 in lung cancer cells. However, little is known about the relationship
between its expression and resistance to cisplatin in lung cancer cells. The aim of this study was to investigate the expression of
GRP78 under the induction of A23187 and its significance in the resistance to anti-tumor drugs cisplatin in a human lung cancer
SPCA-1 cell line. Methods RT-PCR and Western blot were used to analyze the expression of GRP78 at mRNA and protein
levels in SPCA-1 cell line induced by A23187 at different concentrations (0,1, 2, 4, 6 uM). MTT was used to determine the effect
of cisplation on cell survival. Results The expressions of GRP78 at both mRNA and protein levels were increased obviously in
SPCA-1 cell line induced by A23187, with a manner of dose-dependent of A23187 to a great degree; MTT assay showed that the
cell survival rate of the A23187-induced group decreased significantly compare to the control group, also with a concentration-
dependent manner of A23187. Conclusion The expression of GRP78 at both mRNA and protein levels were increased obvi-
ously in SPCA-1 cell line induced by A23187. The enhancement of GRP78 showed a negative correlation with the cell survival
rate treated by cisplatin. All these indicated that overexpression of GRP78 can enhance the sensitivity to cisplatin and there is
correlation between the expression of GRP78 and resistance to cisplatin of human lung cancer SPCA-1 cell line.
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Fig 1 Expression of GRP78 mRNA in SPCA-1 cells exposed to A23187 at
different concentrations

A: RT-PCR results of GRP78 mRNA in SPCA-1 cells exposed to A23187
at different concentrations (0 uM, 1 M, 2 uM, 4 uM, 6 uM) for 24 h; B: Bar
graph showing the relative level of GRP78 mRNA evaluated using the ratio
of IOD p74/IODy ;- Data represent mean values and bars indicate the SD
of triplicate determinations.

*P<0.0S compared to the control.
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Fig 3 Survival curves of SPCA-1 cells to cisplatin after being induced by
A23187 at different concentrations
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Fig 2 Expression of GRP78 protein in SPCA-1 cells exposed to A23187 at
different concentrations

A: Western blot results of GRP78 protein in SPCA-1 cells exposed to A23187
at different concentrations (0 uM, 1 pM, 2 uM, 4 uM, 6 uM) for 24 h; B: Bar
graph showing the relative level of GRP78 protein evaluated using the ratio of
IODgprs/10Dg ;- Data represent mean values and bars indicate the SD of
triplicate determinations.

*P<0.0S compared to the control.
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