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Effect of estradiol on the expression of il-6, il-8 and nlrp3 in Hela cell gonococcal infection
model

YANG Hui-zhi, ZHOU Fei, LIU Sheng-bo, LIU Shuang, TANG Hui-hui, ZHANG Fang, CHEN Rong-yi"
(Department of Dermatology, Aftiliated Hospital of Guangdong Medical University, Zhanjiang 524001, China)

Abstract: Objective To investigate the regulatory effect of E2 on the expression of inflammatory cytokine (il-6, il-8,
nlrp3) mRNA in human Hela cells pretreated with Neisseria gonorrhoeae (Ng). Methods HeLa cells were cultured in vitro,
which were randomly divided into four groups: Control Group, 17f-Estradiol Group (E2 Group), Neisseria Gonorrhoeae
Group (Ng Group), Neisseria Gonorrhoeae +17f-Estradiol Group (E2+Ng Group). The Control Group was cultured in
DMEM; The E2 Group was cultured in DMEM plus 17B-estradiol; The Ng Group was cultured in DMEM plus gonococcal
suspension; The E2+Ng Group was cultured in the same condition as the Ng Group plus 17p-Estradiol. Total RNA was
isolated after 6 and 18 hours, and the expression of il-6,il-8,nlrp3 mRNA in each group was determined by qPCR. Results
The expression level of /-6, il-8 and nlrp3 mRNA in Ng Group was significantly increased compared with the Control Group
after Neisseria gonorrhoeae stimulated Hela cells for 6 h and 18 h (P<0.01). The expression of i/-6 and i/-§ mRNA in Ng+E2
Group was higher than that of the Control Group but down-regulated compared with the Ng Group (P<0.01 or 0.05), and the
expression of nlrp3 mRNA of the Ng Group was significantly lower than that of the Ng Group and Control Group (P<0.01 or
0.05); There was no statistical difference in the expression of i/-§ after 6 h stimulation and the expression of nlrp3 after 18 h
stimulation between the E2 Group and the Control Group (P>0.05); and there have been statistical differences for all the other
indicators (P<0.01 or 0.05). Conclusion E2 can down-regulate the expression of the i/-6, il-8, nlpr3 and other inflammatory
factors in human Hela induced by gonococcus and thus achieve the effect of inhibiting mucosal immunity and promoting
gonococcal infection.
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HeLa i T MM, SRR = MBI ERL
A, A M AZ SR R RE . G Nl |
Ng+E24H 5%F BBAH A e, HeLadl fu B s b, 734
Wi, TEASKHN, DANgZH G W R, E24H 5% i
AR, diffgis . TS BAR L, HEILEL,
2.2 E2*fHelazm A bk 3 B & e A A F il-6. il-8.
nlrp3 mRNA & X 6 75 v

FH1x10™ mol/L E2F11x10% CFU/mLHER 14 4b B
Heladfiffd, 6 hja, B2411Yil-8 mRNAZIE 5] A
L E R IG5 L (P>0.05), Ng. Ng+E24{1y
T XTHRZH(P<0.01), Ng+E241 1% T'NgH (P<0.01),
MMil-6. nlrp3 mRNAZKIE MY ZEAFEEALi-8 mRNA
BHE. 18h)5, Ng#lil-6. il-8. nlrp3 mRNAZK L
TR IEZH (P<0.01), LLil-8f P i ; Ng+E24H1K T
Neg#{(P<0.01), PEWFE2, FARGERSLRE2 APk
RS S Ai-6. il-8. nlrp3 mRNAKFEAY iR,

A C D
A: *PE8; B: E240; C: NgZi; D: Ng+E24
Bl REREEQ0x)
K2 il-64 il-8. nlrp3TEHelaZHREMIRE BPRBFHIRIE  (¥ts, n=3)
a5 6h 18h
il-6 il-8 nlrp3 il-6 il-8 nlrp3

XF R 1.00£0.00 1.00£0.00 1.00£0.00 1.00£0.00 1.00£0.00 1.00£0.00
E24 0.8240.01° 0.97+0.05 0.7840.02° 1.15+0.00° 1.1940.03* 1.0440.06
Ngi 1.85+£0.05* 50.23+£0.92* 1.58+£0.22 1.76 £0.04* 6.05+0.08" 1.6040.04*
Ng+E24H 1.1040.01° 33.9240.18% 0.70+£0.02° 1.08£0.04** 2.85+0.06™ 0.62+0.01™

Lt “P<0.01, "P<0.05; S5E241it#: °P<0.01, ‘P<0.05; 5Ngzitbik. °P<0.01
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