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FE NS AE (endometriosis ,EM) J&F & A
HEE A4 R BT R T 5 1 B G S B L2 LSRR
WEVA R MO . EM 1Y A R AE A AR IS I 10 %
H1510% ~15% "o EM KmbLilie v & 24, Hii)™
RESZ ) A Sampson 148 L3361, 15 I 2 1 v
ANHEFRRE ZHE AP ) EM, 43 TG 3 iR B R A4 80% ~
90 % fFEA MR A A R 10% ~15% & ey
EM™ o B Lo 50 37 194 P M 2 4R A o — b Sy, ]
fih 2 JUE A R P B 5 2 L, R K B SO, DT 97 5 i
28 M3 3t 1) PN S 2H s 4 i 5 T EMD 88 A7 7 SR % i
2, 00 A PN RS B R TS L D S e 3 o rh ki, 7E
FEIE I A AR B R A L . TR 2 SR
B RS PEARAE s e T EM IR,

1 EM FEAE St 32 5 Ak al 20k R0

Fe R AT R G IRV S 0% R GE e ML SRR 1k
YN EEBHER S, e R RIE RS T T 16+
AR IR A 9 A F 2 400k, 3 2 A SR A 405 (natu-
ral killer, NK) 4l il | & W 41 Jf2 . 4% 5 1R 41 i 45 20 il
0 I 24 R 0 4 L L K 200 L 56 7 8 B 0 B 3 1S
AN B b A E AR

1.1 RIEM 52 A IR R O B e 92 4 i,
L W 200 L 0 ) L e B 5 18 15 Al B iy s Rt v
LTI RIE AL R HE AL E LA PSR iE T, B4
Lg% (classical activation, M1) i& 42 A M AR IE
(alternative activation ,M2) &%, M1 A g 40 A
AlfEE Th RUZH M PR 1 AH G 1 S ; M2 78 B g 248 fi
BRATWERE ST 955 71 , 18 AT A2 i Th2 Y240 i X7 AH 5 1)
TN, eI it % . EM B3 R s 0 B 40 i
Wi HE 1 R AN TR L M2 TR R I EM R
F B AN A AE S 52

400 FF PE T 40 1 ( cytotoxic T lymphocyte,
CTL) WFRAMHTE T 4t L, 76 S i W7 48 | S i s 40 f

PR AL W7 R A R I R e b = 10 (i 200433)
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FEHER T AR SR . W9 B EM FR A IR I v
XA PR RS i A s g 1 CTL 40 it £ BH S i 2>
HE AR CTL X 5407 PN FEE 448 i 1 3% £ i g o I b
I BRI CTL 4t i gi it R e e Lo MEAR fBL L 30AH
I FFE , A CTL Jouk A R0 B bt 7 i P9 RS 4 i
WF5EiR K B EM f8 35 I8 6 AT i 1 FasL ik 2 T
e, Herprp EE R EM SRR B Dy WY, AT
FasL 5 CTL #ifi Fas 454,155 CTL MMl T, fiff
RS8P RS A0 Bk — 2 kb S e W o . Rk,
CTL 4 tie w5 EM py kA& R UM

NK S IAEAAR N i 2 598 Hh A T 110 S i s A
FH 38 2E Bright SV 3 106 40 Bt 5 5508 F Dim ¥
B 240 HEL B PR A PR 9 S i 40 B kS 3 R 5 /R T . NK
2 AT L4336 IFN —y fif ThO 41 Th Ak,
ATRA I IL-10 \ TGF-B fiff ThO 4 fid 17 Th2 4 ifg 1
7 R B EM FR AR I B M v NK 23
PERAG ,NK 35 1E R 5 EM 20314056, IT/IV EM B
T R NK 435 4 T e i B % EM R
NK ZHHID) e T K5 EM JE s N R 5 A — 8 AH G
P, Yang HL 25" NK 45 EM S07 i 53 SR 40
YL LA 24 L e W05 1 W 4 e 5 5, R B NKC 4 i
CD16 .NK 4ff fifd 3 11 i 1t 14 % /& D ( natural killer
cell group 2 member D, NKG2D) . % fL & . IFN-y
FEIRLA e NK A ) 40 1 2 4 ] 2 2 R A, i 3 1A
A IL-1B. IL-10 [ TGF-B /K- 2 T, 375 B
S 5 o7 A B R Joi 40 L 2 ) 1 52 A, A g i
PR IL-10 F1 TGF-B #1973 14 i) NK- 28 Jid F) 40 it 7z
P, T — 25 i 4 S A0 DA 6 4400 e ) e 92 a6 ik, 2 3
EM i kA f ki o

EM &35 B T E VA WERE ) T F%, CTL Je NK
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] #2 M R E (nonresolving inflammation,
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fFE R, T B AR S R 22 AT B R IRAS . NRIFE
VFZMEVR PR TP A7, 0 X S s P e iR
S NRI A G g8 248 i iy 4310 1) 248 L ER] R0 9 A1 ot
ARl B R ke A2 2R 7, s W] fifi B S OGS 5 R 48 3
PR , PR AR DG A B A AT B E IR AR R A

AL, EM BE B VA0 I A W ie 1 T B X
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NK 4l 2 ResZ 400 S 3 T B, 2 300 il o
AE TR, AN BRI I5R Fif 22 100 305 0 1) ) FBE 2 2l A JSE 44
FERGB s T BRI Ji T8, BUI g
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i, I AR 22 B 1) o 5 40 i Wb IL-1 . 1L-2 (IL-6 |
IL-8 . fif J8 $K %€ [ F--a (tumor necrosis factor-a,
TNF-o) LRl 8 M fe A4 K7 (vascular endotheli-
al growth factor,VEGF) & — £ 51| 4 5 /i ot . 4t s A
T EEE DL Th2 B P30 NRI e g5 Sl 56 ek
A5 AEHET EM 5K R R a0
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EM & NRI SR & BB 4% TR
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H,0,—Fe’" +OH™ +OH ) [l {2 ik — Z 51 A B 5 AL
I3 YA, AT A ) SRR A . AR BT R R
IS 8 T B ) 2 43 477 , AR 3 S 5 1 P IS4 L 1) 285 B LA
UN& B Ip I R ULR 2N 11| R N o W | A R s = R AT
RET IR ) B2, S BCHETE ™

1.3.2 /MRS EM 2R E Ik, B
R INRTE A AE TN PG I S i R rh o e #5245
A AU M/ BB = B R IR 7 (adenosine
diphosphate ,ADP) 3G i}, HIE 25 % A s 4s , 45 3
FEHE, it/ e 38R 722 R AR BN KL IULAR 5 (] E 3805
W2 H B, PR A AR K IH F-B (trans-
forming growth factor-g, TGF-B) . JIE 4 2 rp i %
(%) 240 B AR 2 A T[] R 2 L, R R 9 A B, AR s Rl 3
TE R R, I R ) Rz A i R — Rl SR 434k (ep-
ithelial-mesenehymal transition, EMT) J& S 24 1%

e Ay GRnI S 1D S 7 N IR o A A WA T
WK TGF-B, JH it Z M) TGF-B/Smad i il
—46E Smad i B AEHE IR - [ R B oAk AT 4
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HE R LT AL

2 kSR S e ki
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7P G VR 5 A A 398 kG 7 M G 28 S N, A 3 T
P T 4000 (T regulator cell, Treg) . 5144 il 21 ity
(myeloid-derived suppressor cell, MDSC) , M2
RIE W0 45 . MDSC 4l fitd 2 AL 1 3 2 i) e 328 9 15
Y — , HAT3E A Z2 AL 4 fe g IR AR T

f MDSC 43 A il TNF-o 1T LSS NO.
%P4 (reactive oxygen species, ROS) %/ 111
PP WS MDSC AR B 1 S 400 3 P I 9 = RH B
i3z 4 ( TcR) CD33& $ 45 A, i T AT B2 40t [F]
i, MDSC 5t 54 5 4 M 55 S 5 H T 240 3% 1k Fn v
AL B NS F DR , M T 40 i0s . MDSC 41
WARY IL-10 AT RAE b5 08 0 T 4 i TG PR i — 20
SN Z ., MDSC X NK 41 g ) Gt A5 #0 #il 78
FH,MDSC i T NK 41 iy ¢ 18 32 14« NKG2D )1l
FOIEPE. B A0 M T S g5 3 B T R AR A
MDSC i i T 8 B 204 WA Y IL-12 7KF K FE A
YERT,IL-12 2T Th1 B4ipE 72—, 2%k
) NK 4R T 40 i i A K R 7, BB TS 5 NK 41 g
AT 4iMe W THEEE (IFN-y) o

2.2 fAMERIEIAEY EM fusikig

922 CD4 " CD25" Foxp3 ™ Treg #ffifEA
[ 2 A0 EM FB 55 kL A7, 40 B9 SR -5 P I S 4 i
DL EM BE B RN L2 i 3R 0K B 2 T
EM /&35 Fh A 1 B EM B 0 18 1t W MDSC %X
B AR, H /> MDSC S EUR 41 i 1Y, 7= A4
ROS kG Z BRI, ] T 40 si. Mt Gr-1 Hrik
A MDSC, /] & 2 M il /) B EM 5 067 9 kb 19 A=
K17 Chen HW 2" i T EM 55 % BE 41 1) B A
4 g %I-MDSC ( monocytic MDSC, M-MDSC )
(HLA-DR-lowCD33* CD11b* CD14 ") /K F, 45
o, EM g3 A E I % 8 5E % M-MDSC U §-
B HokE EM HF A9 M-MDSC A & Z 4 T ke 4n
JL SR, B i K ) ROS; EM B 3531 £ 1) Foxp3 "
Treg 4ififs % MDSC ] i1 # il T 4t 4% 2 21 fifa LA
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Jo NK 20 S5 e A5 OV A ik 5 s 4 i 1) M2 3
RUGEAL, , ARG L0 S5 4 M 1Y) S i WML RE ) , S Bl fe e
i 22 , NI T EM S kb B F & 8

3 B WS A ey

3.1 JIE RS ke Y

B B RERAETE T AR B W8 N B I E
JY 18 P R Z A A AR BURE 50 C 2R B il 4 1) i 3
MAESRG, 25 Nz 2 M E AT,
A TR AR BB AT AP T4 7T 1S 5 (cytotoxic T lym-
phocyte associated antigen 4,CTI A-4) fEF M4
T-HF-1(programmed death-1,PD-1) Hu {4 idHt i
TG 5 77 W g R M 55 ST I X B AR R A HE
#EHE N Treg \MDSC 41 il 8 & , 155 MDSC 734k, 12
# MDSC [n] /Il ZH AL 1l T 20 e b g i
ML, B e IL-17 SRR PR 53 WA 7K g T 1 g i
JEUO20N R T L T R A 1 22 Ay R i LA
IR B S PR A o

LPS J& 4 2= [RBA R A s 40 W ) — AP N B = . LPS
it TLR4/MyD88 553 #4155 5 M-MDSC 14 345 ;
M TLR-4 3 ghnl b BSR4, ol il it STAT-3 il
AN b M-MDSC, R I, TLR4/MyD88 {55
s JAK-STAT {5 S id@ %, /£ MDSC 7" A= id i,
Wi 2 18] ] BEAFAE S U2 FE e U AR ik
Al S TLR-2/PIBK/AKT/STATS {55 %, r= 4k
IL-10 \TNF-o, {2 5% 40 i 706 MDSC.,

3.2 EM HJpiEF R

EM 728 5 00 3 AR A i 7 s 2 i i A
Yl o A8 Kt B R A A W AR Ry 2 s v 1) B )
A N IR E B AR ER .

EFRTWR ST K B, EM B RN BRI B A S
NG N g ER T - NI N7 ER R 2 s S TR
o EM BEAL/IN BV 18 T R 454 20 i 7E PC1 Al PC2
HEFE b5 RN B B 25 e JRERE TR ] 5
PGB T PERR T T3S . EM BERL/N B 18 TH #F 7R
genus /K, HIEH /N EAR 15 N HEIE A7 D%
S, EXEE ETAWEBESD, AT EE.
Turicibacter . % & Ik LA W B 3K R . B IR # R |
Blautia 3R JE 26 BK & . Tyzzerella 55 10 N
JERH . T F., Allobaculum | Parasutterella . ¥ iff 1%
J& .Erysipelotrichaceae . SUE AT 1 & U i & 18 m

EM JE R MDSC 7K-F- 5 25 T, 1l EM i 38
B B S ny ek s, R BB R . I 8 R
kS r] 33 MDSC 15546, il 2B & 42 R i3
EM Ji7 1 R 2% 1 7T RE & 3 20 EM B35 MDSC &

K NRI P2 A [ B2

5 fBMiREEIRYT EM

EM 557 P B ZH 2 A8 M L 2202 1 VR T TR I
s b, 77 AR R S A i S IRBE, R A
PR B2 2Z M, B2 2 00” W) ks, R i s 2 5
ZF EM KA KRR T i L IR, R EM R AR
PRI . PR A N RSN EZ AT NTESE
JUE RS 2y R AN IMLAZ AT 2% T8, A BLAAR PN 7 A4 g 38
YIASRE B HE RSN, 28 BRI IR TE 1 1 5% 4k ok
o MAE2EPIE B L BEM X5 R
ORI I A A IO A A R, B A A
EM A E L0 5207 N 20 207 A 1R R RAEW I
A MBS, HIK,EM KFETE NN, EM Y
JEFNTEAE EM KA K R B P as B 2% A AR E B
WRTE N Za K R, S5 EM RIS Bk — 0 R R, T
WZEE EM P BUIR A o 28 5 R A I AL S 5 #A
TR AS (R 9 g FAR12 g Al
9g TRME9g HFE9g ®Z9g KIMEE30 g
HFAE 15 g RAT15 H1K%E 30 g %) IRIT7 EM,
HRAE T P P R 4 A 2 S R R 2 T
EM J7 &b i, A i 5 5 i R IT BUS A R 8
2.8% . HFEIRITHG TR 4 M A IR PE 43 35 Wk FAIG
(P <0.01) ; B IRIT AT bR A G ah, Hofth v B AER
PEA I B FEAR (P <0.01) ;3877 Jo UP 5 P A 28 i
B @45/N(P <0.05) %) sy sim on ALy
R EM I I 58 1 R K-, i 9 L 3 i i
SRR EM /) B B B RE, 258k JE  Tyzzerella
HEKE R B2 )R Blautia BN L iEHE S
PEAS BB B AR o DRI A 00 Ak 5% i 25y 3 1ot o EM
WAIE T #E, T MDSC 1t M Sy = 1EH A 2048
7 EM,

EM J2 5B BEMEN , JLA TR MR O, o
PR NRI AR ETE . BT EM R EANE ok
Wi B Gk, T BRI EL v Bs 25 ] AR 4 Hop 2
HRUIA $e B RAEAR , #E 17 MR R YT, HAA R IR
RN AT DA . R IL, P EEZ57E EM K 01
P A BT 1 I TR 55
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