HaTHE W2 AT R B 27 B o i Vol. 47 No. 2
2025 4F 4 A Journal of Youjiang Medical University for Nationalities Apr. 2025

' AN AR EMEIE , 2. RIS R XU (1) 5 W . — T AR
' BEHLAL IR 52 ()], A7 V0 1R B 2% B 2% 4% . 2025,47(2) 1 306-312.

RAE I 5 B F 3 F 5 N IE R AL RE XU B 520 -
— IR B RV R

(3% 506 KiRiE]

et

-

EiEE ,EE
(1. THEFERGFH,IH FE 210029;
2HAEERNA¥WEAFSTER . AL AT ASHRBERGFH LA HHE  210004)

 OE.BEW ETAAEABRNAERAARFRZGWAS N A ZERMICMR FEMFETERERTETS
FTENBERMERSTFARRX A, HE KA GWASHEN N AR ZE R AL oy 2, DU 41 AR ER ¥ H F
EF e NERCENEREXA, RHS ¥ £ mAAVW) \MR-Egger, #n A0 & L 2 (WM) , # % # # o jn A A 3 47 MR
aft. UGB (ORIFFEER XK. XA Y — R S 2 2B F 8 £ A M (SNPs) .MR-Egger # ¥ I i f1 MR-PRESSO 4
i A B SR A I ACE £ 2 MR-Steiger & 3l 77 17 % .Cochran Q # M & F . Al A GEO # i &4 5 & A X oy %
AT ALK B KK W% 2T (WGCNA) H#HATIAE, SR R A4 2t FinnGen 38 B 41 F R E A ¥ B F# AT
WHEAMRANEAA EEFTMNN LIS FENEFAENNBREERRX ZVW: OR =1.15,95% CI :1. 01~
1.30, P =0.03), L EHMth MCSF 5§ FE A ERAEN NG E A B R % RAVW: OR =0.92,95% CI :0.85~0.99,
P =0.024), M4, @ — R 0T 4 B E, MR-Egger # # JIl it #2 MR-PRESSO 4 & # % £ A F % 2 # . MR-
Steiger 4 Il T K # {# ,Cochran Q # % 7 # % 5+ U . #A It xf GSE141549 4 & F W 5 5 I K MR X B 241 &
HMCSF #HE Brown M 5 EF FENEHEREAMKX X R, IL8ELEE Puple BBt 5 FTENWHRMLIEEE
MAXZ WEREZERBIMTFRERE -5, & ILOMCSFERFEFENERMEZNFERR X 2,3X
BREFATETFTREFENERFMLEZENETRA,

KR ZEREANAMDN T F WERAE; KEFF;GWAS 34 &

FESHES RV 71 X ERARIRED : A XEHS: 1001-5817(2025)02-0306-07

doi;10. 3969/j. issn. 1001-5817. 2025. 02. 018

The impact of inflammatory regulators on the risk of

endometriosis: a Mendelian randomization study

TANG Yanyan', TONG Xin®

(1. Department of Pharmacy, Jiangsu Province Hospital of Chinese Medicine, Nanjing 210029,
Jiangsu, China; 2. Department of Pharmacy, Women’s Hospital of Nanjing Medical University ,
Nanjing Women and Children’s Healthcare Hospital » Nanjing 210004, Jiangsu, China)

Abstract: Objective To investigate whether there is a causal relationship between inflammatory regula-
tors and endometriosis using Mendelian randomization (MR) methods based on genome-wide association stud-
ies (GWAS) of large-scale populations. Methods GWAS was used as the basis for two-sample Mendelian

randomization to test the causal relationship between 41 inflammatory regulators and endometriosis. MR analy-
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sis was performed using inverse variance weighted (IVW), MR-Egger, weighted median (WM), simple mod-
el, and weighted model. Causal associations were assessed using odds ratios (OR). Leave-one-out method was
used to identify single nucleotide polymorphisms (SNPs), MR-Egger intercept test and MR-PRESSO global
test were used to detect horizontal pleiotropy, MR-Steiger test was used for directionality detection, and Coch-
ran Q test was used for heterogeneity detection. The GEO database was used to query disease-related datasets,

and weighted gene co-expression network analysis (WGCNA) was performed for verification. Results The

two-sample MR analysis of 41 inflammatory regulators from the FinnGen database showed a positive causal re-
lationship between genetically predicted 11.-9 and the risk of endometriosis (IVW: OR =1.15, 95% CI .1. 01
to 1.30, P =0.03), and a negative causal relationship between genetically predicted MCSF and the risk of en-
dometriosis (IVW: OR =0.92, 95% CI :0.85 to 0.99, P =0.024). Additionally, leave-one-out sensitivity a-
nalysis results were stable, and there was no horizontal pleiotropy detected by MR-Egger intercept tests and
MR-PRESSO global tests, no reverse directionality was detected by MR-Steiger, and no heterogeneity was de-
tected by Cochran Q tests. Analysis of module-clinical trait associations in the GSE141549 dataset revealed that
the MCSF gene was negatively correlated with endometrial samples in the Brown module, and the IL.-8 gene
was positively correlated with intestinal endometriosis in the Purple module, consistent with the results of the
Mendelian randomization study. Conclusion There is a causal relationship between factors such as 1L.-9 and
MCSF and endometriosis, and these inflammatory regulators may be important therapeutic targets for endome-
triosis.
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