BN RN === FGERAS B )

Journal of Nanjing Medical University (Natural Sciences )

41558

202148 H <1135~

- AR
— FAXUARXT TFN-yi5 S A BP 5 350 40 Rev i 4 By 4R P 4E

M, AT EAE W, TR R, AR VR F

VLR E RS F =, 7195 8170 212013

B F

(# ZE] BE BT H U T8 Z (interferon , IFN ) -yi75- 3 (1A GF SL0URL A8 A KGN DB A5 103400 X mT REALHI . F5ik
K FH CCK-8 AN AN [R] 3 BE — FORUNC B % 5 TRN-y AR FEXT KGN 4TS 7 B2, I+ IR At A= KRS 928 Ak s xR an ity
ARKGMAS G AL KGN A8 7 K B0 52 00 5 q-PCR VARSI 20 i J) 0 2 AR P B 11 51 1A (eyelin dependent kinase in-
hibitor 1A, CDKN1A)mRNA [)3&ik . 55 : IFN-y A # ] KGN 41 i 77 B A GO-G 1 HAHEA SH, HAEHE I T- (P < 0.05) 5
ZH BN AR AR BT LP- AN e KGN AT fiE 5 (H B OSUNCSS TEN -y [ 45 A ) 52 m 3405 1 KGN 4 7, 28 IFN-y 5 2 1Y
T LY T R JEV I BELIAR , - 00 ) 40 e 300 9 B P CDRINTA kA L. 4538 — HOBUICRT 4% TRN-y 75 5 A9 KGN 41
MUZIREAS 5, ELVT e A A0 T AN AR R 6 PR IR 5 B CDKINTA 19 5 ik AR E o

[RIE]  —FOUIG; IFN-y s A SR SLSR 20 A KGN 5 98 1 5 41 i J&130)
[RESZES] R392.12 [ XEttRER] A [XEHS] 1007-4368(2021)08-1135-06

doi: 10.7655/NYDXBNS20210805

Protective effects of metformin on KGN cells injury induced by IFN-y
YAO Xue, LIU Shuo, YU Wanjun, TAO Zehua, JIANG Yalan, CHEN Shaodan, RAN Yinhong, XTA Sheng"
Department of Immunology ,School of Medicine , Jiangsu University , Zhenjiang 212013, China

[Abstract |

cytokine interferon (IFN)-vy induced cell damage in human ovarian granulosa cells KGN. Methods : The effects of metformin alone and

Objective: This study aims to investigate the effects and potential mechanisms of metformin on the inflammatory

with IFN-7y on the viability of KGN cells were detected using CCK-8 kit, and the cell growth status of KGN cells were observed under
microscope. The apoptotic cells and the cell cycle in KGN cells were analyzed using flow cytometry. The mRNA expression levels of
cyclin dependent kinase inhibitor 1A (CDKN1A) , a gene related to cell cycle regulation, were analyzed using q-PCR. Results: IFN-y
treatment inhibited the vitality of KGN cells through blocking these cells from GO-G1 phase to S phase and promoting into apoptosis.
Although metformin treatment alone had no obvious effects on the KGN cells, it alleviated the apoptosis in KGN cells and reversed the
cell cycle which induced by IFN-vy. Moreover, metformin significantly inhibited the expression levels of CDKNIA in IFN-vy treated
KGN cells. Conclusion: Metformin had a protective role on the IFN -+ induced cell injury in KGN cells by down - regulating the
abnormal expression of the negative cell cycle regulator CDKN1A in these cells.
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Figure 1 The effects of different treatments on KGN cells viability detected by CCK-8

Figure 2 The effects of different treatments on the growth of KGN cells (x40)
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Figure 3 The effects of different treatments on KGN cells apoptosis detected by flow cytometry
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