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GnRH analog resensitizes cisplatin-resistant human ovarian cancer cells
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[ABSTRACT] Objective: To study the effect of GnRH analog triptorelin in resensitizing cisplatin-resistant human ovarian canc-
er cells and to discuss the related mechanism. Methods: Cisplatin-resistant human ovarian cancer cell line OVCAR-3/CDDP was
established in vitro. MTT assay was used to assess the inhibitory effects of triptorelin, cisplatin alone or a combination of both
on OVCAR-3/CDDP cells.
(EGFR) in different groups. Results; The drug restant index of OVCAR-3/CDDP cells was 13. 42.

Flow cytometry was employed to observe the expression changes in epidermal growth factor receptor
The resensitizing fold of
cisplatin combined with triptorelin was 3. 80. The expression of EGFR had the most prominent decrease in OVCAR-3/CDDP
cells in the combination group. Conclusion: Triptorelin can partially resensitize cisplatin-resistant OVCAR-3/CDDP cells, which
might be related to the down-regulation of EGFR.
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Tab 1 Cell cycle of OVCAR-3 and OVCAR-3/CDDP cells

(n=3.,x=%s)
Cell Go /Gy S G,/M
OVCAR-3 48.774+3.26  34.84+2.68 16.39+0.59

OVCAR-E/CDDP  75.9242.36* *17.614+1.69* *6.474+0.70" *

* P<C0.05,* * P<C0. 01 vs OVCAR-3 cell
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Fig 1 Inhibitory rates in 4 groups

n=>5

2.3 EGFR #& OVCAR-3/DDP i ¥ & ik [a bk %
Fo R R R-F AR T 52X A R, T Hh
Tk ity BRCBE e b B ZH R PR 25 R A A B4 R 38 EGFR
AT 25 20 B A BH P 26 R TR 2 41 i S 25 3635 EGFR
4 5 S5 8 14l 2, L 7RG 245 B Acb L2 2 ) BE ERIG
WEXER (P>0.05); W2 A 34 535 525 1
XTREAH B 45 H 22 R WA R E (P>0.05) ;MW 24
A AL R85 2 b B AR L i R S A R
FRZH b g, 22 55 3 W 35 (P<<0. 01), AT U il 3 i AR -
TR AT S 22T IR 25 40 M EGFR 335 (K 2),

w —— wl  ——

120 g t30
= Ll
]

| i

Fl.2-lievghi FlLa-Hewgh

Marker “iGaed  Pdeas Mk “Wllwicd  Moan

All L1 I ek el All | i iR
Wil 7.7 i 3M Wil K134 BRLI®

All (000 g8y All 1000 s
Ml LD BTG M S149  sANT

B 2 EGFR 7 OVCAR-3/CDDP H s RiX MmN AR & R
Fig 2 Flow-cytometry analysis of EGFR expression in
parental OVCAR-3 cells and in cultured subline OVCAR-3/CDDP cells
A:OVCAR-3/CDDP(Blank) ; B: OVCAR-3/CDDP (CDDP) ; C: OVCAR-3/CDDP ( Triptorelin) ; D: OVCAR-3/CDDP ( Combination). Values for

mean fluorescence of surface expression were as above
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