DOI: 10.11844/cjcb.2025.04.0022

b E 40 A=Y Chinese Journal of Cell Biology 2025, 47(4): 968-974 CSTR: 32200.14.cjcb.2025.04.0022

TEARSMEFEZREMABAMER

RLP MRAFE ERAT
(WK M B A B ie B, B S 443001)

WE TEAEMMENGRE BTSRRI, 5RO EALE. LR, ok
it % F 5T BT E5RX—RmNEAEREAR., LTS NI RILH A KT 5L 8k %95 48
XM R, FETE AR R, LR FHART eH ZINTE AR AL 69 4]
RSN IR E—FH R, A TEABRAET EEmie. MRR@Ie. gRFm
B, TéamfeABomfe s JUFt £8 % 95 MR AR 3t RIUEAT T 4234,

XEHA T A ESRAORE; AN, RIm AL

Research Progress of Major Immune Cells in Endometriosis
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Abstract

cated that hormones, immune responses, immune cells, and various immune factors are associated with the occur-

The pathogenesis of endometriosis has not yet been fully elucidated. Recent studies have indi-

rence and progression of this disease. The pathological growth of ectopic endometrial tissue can lead to functional
alterations in certain immune-related cells, contributing to the advancement of endometriotic lesions. Immunologi-
cal research may pave the way for innovative immunoregulatory therapies for endometriosis. This article reviews

the research progress on several major immune cells, including macrophages, dendritic cells, natural killer cells, T

cells, and B cells, in endometriosis.
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Table 1 Number and function of immune cells in peritoneal fluid, eutopic endometrium, and ectopic endometrium in endometriosis

Cayngaiilil G e T B TEAL N rh S for A B e
Immune cells  The number in peritoneal The number in The number in ectopic ~ Function
fluid eutopic endometrium endometrium
Macrophages  Increased M2 typel! The total number in- Increased M2 typel! M2 type promotes lesion growth!>!*!
creases’”
Decreased M1 type!® Decreased M2 type!*”! Decreased M1 typel! M1 type inhibits lesion growth*'*
NK cells No significant changes!"” Increased immature NK ~ Not mentioned Cytotoxic activity is reduced”'”
cells!"”
Maturation is impaired"'”)
Endometriosis-associated infertility!"”!
DC Decreased mature DC'! Increased immature Increased immature Immature DC promote angiogenesis'***"!
Dl Dl
Increased immature DC'*! Mature DC inhibit angiogenesis*”
CDS'T cells The results are inconsis- Increased!*”! Increased™ Effector CD8'T cells is reduced, cytotox-
tent"**! icity and activation decreased*”
Increases the risk of infertility*”!
Th cells No significant change!"! Not mentioned Not mentioned Imbalance of Th1/Th2 promotes immune
dysregulation'*
Th17 cells increased in the Th17 cells contribute to the progres-
late stage!*!! siont*4
Treg cells Increase of proportion!**! Not mentioned Increased™*”) Leads to uncontrolled proliferation of
ectopic endometrial cells™*”
Concert with Th2 cells, Th17 cells, and
M2 macrophages, promotes the progres-
sionl”
B cells Fourteen studies have shown  Increased*” lincreased”" Overactivated and secrete autoantibod-

an increase’"!

ies[SZ-S}]

Seven studies found no dif- Decreased™* BCL6 influences the differentiation of

ferencel" stem cells in EMs lesions"™"

Two studies reported a Excessive autoantibodies may be associ-

decreasel" ated with infertility caused by EMsP®**”
1E 5 2 ThiRe E]’f]ilij:jt’ BEAT B AR Eﬁ[[ﬁﬁ{iﬁg&’ LA [3] BERBIC M, SCHULKE L, MARKHAM R, et al. Macrophage

WAIE S iR T FEEMs T KT RO 2 4t H T, F2
WHTE CZRIER] T S R GEAE EMsiEFE b i ELEAE T
DR 3R] B B T R T R AR R TR T SRS R 5 17 o

gi bRk, e dn i 5 EMs AR LT Z [ A7 8

HONRE. BBV LR, fERKRSAEL
FGYT T AT B Rt 9 EMsHR TR (5 2 /1
.
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