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Heat shock protein 90 inhibitor, 17-DMAG, suppresses proliferation and induces

apoptosis in pancreatic cancer cells in vitro

Lai Mingguang, Yao Jun, Wang Lisheng ( Department of Gastroenterology, Second Clinical College, Jinan University, Shenzhen,
Guangdong Province, 518020, China)

[ Abstract | Objective To determine the effect of 17-dimethylaminoethylamino-17-demethoxy geldana-
mycin (17-DMAG) , a specific inhibitor of heat shock protein 90 (HSP90) , on the proliferation and apoptosis
in pancreatic cancer cell line PANC-1. Methods  After PANC-1 cells were treated with 17-DMAG at the final
dose of 500 nmol/ml., CCK8 assay was used to plot cell growth curve. Flow cytometry was used to detect the
cell cycle and apoptosis. JC-1 mitochondrial membrane potential assay kit was applied to detect mitochondrial
membrane potential. Reverse transcription polymerase chain reaction ( RT-PCR) was applied to detect the
mRNA expression of Bel-2 and Bax. Results  17-DMAG treatment for 24 h resulted in no significant differ-
ence in cell growth in PANC-1 cells (P >0.05), but when the treatment was prolonged to 48 and 72 h, the
growth was decreased by (18.3 £2.4)% and (21.5 +3.2)% , respectively (P <0.05). After 17-DMAG
treatment for 48 h, the proliferation was obviously inhibited in 17-DMAG group than in control group (P <
0.05) , with its apoptotic rate significantly higher [ (22.4 +2.4)% vs (4.2 +1.7)% , P <0.05], and the
mitochondrial membrane potential significantly decreased (P <0.05). 17-DMAG down-regulated the mRNA
level of Bel-2, and consequently up-regulated that of Bax in PANC-1 cells. Conclusion  17-DMAG inhibits
the proliferation and induces the apoptosis in PANC-1 cells by regulating apoptosis-related protein Bel-2 family.

[ Key words | 17-DMAG; proliferation; apoptosis; PANC-1

Supported by the Natural Science Foundation of Guangdong Province (10151802001000002). Corresponding author; Wang Lisheng, Tel: 86-755-25533018-
3322, E-mail; wangls168@ 163. com

[HeTH] %% AREERE4 (10151802001000002)
[BEEE] £, ik (0755)25533018-3322 , E-mail ; wangls168@ 163. com
[f5%EHAR] hitp://www. cnki. net/kems/detail/51. 1095. R. 20130115. 1727. 006. html (2013-01-15)



535 BT M = EE K ¥ ¥ M
J Third Mil Med Univ

628 2013 44 A 15 |

Vol. 35, No. 7
Apr. 15 2013

PYRTEEE H 90 (heat shock protein 90, HSP9O ) f&—4H
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— PRI E B4 7R 7855 R (geldanamycin, GA) 2 43
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ADP Z5 5 07 i, 35 PRI ] HSPgO 1) ATP il i 142,
T AR R D BE , B R A 3R AR E PERE AR T
SIBURFE N = LS U kebii sl 3 M SN R )
PEAE I A5 5 I 45 11 % 4 40 RTS8 AR B2 1 LA
17-DMAG 1E T A JB Ji 98 40 Jifd PANC-1 41 fifg, WL %¢
FEXE PANC-1 20 g A= 1 16 B 04532 W) 05 - 08 T2 9 1
P, FE %8 FAR HIBL 25175 40 28 4R ), D B (436 77

PR R T
1 RS

1.1 @l XA
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Tt 5850/ AT WL A3 ERE T, ImageReader LAS-4000 %256 A% 73
Brilo
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