55 34 35 55 18 ] FEMRKEFEZRE Vol. 34 No.18
202449 China Journal of Modern Medicine Sept. 2024

DOI: 10.3969/j.issn.1005-8982.2024.18.006
XEHRE : 1005-8982 (2024) 18-0033-07

SIRT1 5F5 WIRRALIE A& R LT
B B BT i

R, Bwes
(1.EATHEH LAY FARER, ZAIT B/RE 1500405 2. Z AT HE A ¥
ME®—EkR ER, BT B/RE 150040)
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Research progress on the correlation between SIRT1 and the
pathogenesis of endometriosis™
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Abstract: Endometriosis (EMs) is a common benign gynecological disease, with a complex and diverse
etiology. Ectopic endometrial lesions exhibit characteristics of malignant tumors, such as proliferation, adhesion,
invasion, and migration, which seriously affect the physical and mental health of female patients. The specific
pathogenesis of EMs is not yet clear, and previous studies have shown that the development of EMs is closely related
to pathological processes including inflammation, oxidative stress, and angiogenesis. Silent information regulator 1
(SIRT1), as a histone deacetylase, may mediate immune inflammatory response, angiogenesis, oxidative stress,
apoptosis, autophagy, epithelial-mesenchymal transition, and other processes by regulating the acetylation of
histones and key transcription factors, and therefore play roles in the occurrence and development of EMs. In recent

years, researches have found that some natural products may be able to prevent and treat EMs by targeting SIRT1
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and its related pathways, and could be potential therapeutic agents for EMs in clinical practice. We summarize the

underlying mechanisms by which SIRT1 is involved in the pathogenesis of EMs and discuss the potential of SIRT1

as a therapeutic target for EMs, as well as the effectiveness of related natural products as clinical drugs or dietary

supplements, in order to provide new ideas and directions for identifying novel therapeutic targets for EMs and

developing drugs with favorable pharmacodynamic properties against EMs.

Keywords: endometriosis; SIRT1; pathogenesis

Tur N IR S ORE (Endometriosis, EMs ) 42 DL &
DAL %) AR B T G+ B B LA AR I R AL Sy
R A — Bl DR B OB o AT T 0 B R
£ B T 25 B9 A P AR T A BT IR 2 A A
TE B PN S S5 57 AT I DR S 3R S R M A
% A& B REEmEER", EMs 7E R/ i
W Ltk b R R R R 1K 10% ~ 15% , HA2 % R,
25% ~ 50% 1) EMs & & Al 5 5 AR 2402 75 I
AL A AT B A A B AR AT, AR E EH
TR B R A S R L, PR N R S A e Ak LA
HEBH RN A28 RS AR R I R A R YRR AL
SOBERR Ry R RS 1 AR T B R AN
] EMs 1] 43 Sk g R5 75 | R 308 122 i) 250 00 48 firh 78 I v
DAL I Y A PN IR 2 L A e Y EMs 5 R AL
EMs FLAA& %55 HLHI 1t A BB, 5 /i AY F 28 3E B 5 40
PERAE SN AN L I AR R S R 2R B DDA G
AU PR Y B PN RS A A B A 28 L A R
“= IR R P9 BE S A R kR R EMs &R YOG B
AT,

DLERAF B R 5 I F 1 (silent information regulator
1, SIRT1) & —Fh I 2L 41 & I S Wkl , vl ad ok 25 &
Mk Ak AH SCHE 2 (1 MO e S, NI S 5 i £ &
BERY AR R . I SIRTY R 2 34 W] LA il 41
SR AL AR I K T 028 MO T 9 AR A 2
P R SE & 35 1E H R L A L, EMs
B ILVE T SIRTL K F- 2 E 7hm , HEMs & 75
PN S b R 4 i b SIRT A7 7 b 3 50 3R 36, (Rt
SIRT1 ] fE W A TG IT EMs iYW 7E BT 40 05 . AR SO T
Xf SIRT1 AYAH S I BE LA K SIRT1 2 5 EMs & 4= K i
MV TEAE FH R AT 2534, LA G IR b EMs 193697 =
FRHTHE 2 BT EMs 25 4R 15 2 25 R0 .

1 SIRT1#fAk

Sirtuins J& — 2 52 M Wt M IR IS 0 R H R
(nicotinamide adenine dinucleotide, NAD* ) 18 ¥4 ) 55 J&

PRy 2 2 B £ BE R o Sirtuins 25 H R K5 H
SIRT1 ~ SIRT7 44 15 , 75 40 Mu bt A Ak A0 ML 05 T L RE =
R DNAME S | I8 Az B S R P2 TR S
38 S A= 2 B e B AT VR A B Sirtuins B
FrAKFFEAT, SIRTLAE N Sirtuins (9 % 5 2 — , &
(A R /oW T A O 0 S S P e o= AR R CREER N
10q22-3, FE KK JE 2533 kb, SIRT1 23 1 2 2 fik
PR N e S R 1 2 5 AR B S S A I
B RUAE R PR IS PO A T A A
M S A0 i e i R 2 PR R A

2 SIRT1&5EMs & 4% . &R

SIRT1 5% R M

EMs J&—F A RF 5 DL a8 Ve S RE SRR . AT I 1
AR 1B PN I 00 A S S R AR A R P, R R R
i 240 3R 9 5 A A B N, 5 B R 2H A R AR T
BT B N RS AL 45 T, 3K 2 EMs R 1Y B i B
A M40 A % 18 (Interleukin—18, 1L-18) Al
IL-6 1E Ry 51 EMs 18 £ 2 0E i) SCHE i A 5, 2 5
T BN B T A0 i ) S L R M I RS R 2R A
B R . WS R LS AE BR L PEAR LE , EMs BB I
SAE T, Wy THRFEFEMA 16 1L-6 . 1L-8  JJiH
IRFE A F - (tumor necrosis factor—o, TNF—a ) 7K - i
F b LS TL-6 K- i EMs 7 5 S5 A 38 i
BT E . K E S T kB (nuclear factor kappa—B,
NF-kB ) Jz HAR 5 38 B A h S S E SO Y SCHE L R
SiE S0 %2 A B NF- B Bk Tk B 8 B2 16 T B i, i 4 2
BEAL rela/p65 A I iG NF-kB B %% 5 IF 00 2 5 R AE
A % A 3 PR R0, SIRT 3 i o 45 4% TR 7~ 20 40 i
% 2 M & I F 2 (nuclear factor erythroid 2-related
factor 2, Nrf2) Al NF-«B Z [R] 11 85 i, B A 2% 9iF 48 it
F INF-«  IL-1B F1 IL-6 Ay /K S, NOD ¥ 32 f&
F AR B 45 A SO 6 8 3 (NOD-like receptor
protein 3, NLRP3) 2 5 R AE S I | 3 I 45 45 3 72
AL 52 2 A I EA IEE ROE NLRP3 48 4E /)

2.1
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SIFEE, 48 ¢ SIRT1 5 T8 WIS AEE Zom pLI RISk

TR B s 2 0 R RO R P AN TL-18 . TL-18 55
W, S BUAR  H: — R G o g RAE I . DF5E & IR
5 IE R AR T B AR EL, 5407 PN B v 4R RE /A S
AW NLRP3 ik i 2 39, #8278 NLRP3 R AE/MA 5
EMs % 5 % W40 51", SIRT1 0f L 38 i 1% NLRP3
HAE /N 1 W5k 38 [ A ) 5 S N M A LR T . EMs
SR A AE I PN R A B Az 400 I3 e A A R TR -
B, . HI % i % E2 (prostaglandin E2, PGE2) Fl [fiL#2 Z /K
-8 T X Ak S 3 i A 4R E SN N
F, PGE2 & — M EUR Y it , EA B i i &7 5k
YERT, I AT LG a8 21 e 45 92 o 000 BPE D il EMs 2
FRIFUR . SIRT1 Al 38 3k 1 7 22 Fh A 1 410 A5 1 5
DAL B A G P L A R K 0 A UL 4 B A RS N
B, VLKA ) R E BN B> PGE2 19 T A%, , 2% fif 1L
A5 RN 0 ol A RE Y SIRT i 5 25 Bk Ak
1 ALk 0 AR 3G B ) T A2 AR y BB T AL T F 1
(PGC—1o) Il 4% s K7 AP-1 A9 6 s i v SR
TE R Al 2 1 Rk ok R HEHT R AE ™,

2.2 SIRT1 5 MHEMARAEAT .8

221 SIRT1 5 a4 @i A AL SR AR N
7E A 115 1 42 (reactive oxygen species, ROS) U A
AT EA R G A, T 5 R U 47 . STAT1 %
TRy 2 AN T) 28 U 200 e v 3 g o IR, = 5 LA
AL R O AN I A v R . EMs AR R R
9 kb Ak F 45 2 S AL B A8 L OIS, A A% v 1)
SIRT1 ] fi¢ 1 20 78 1 H3 i £ e Ak , I 300 i) 4 Ak vy
BRI MIE T, CHENG Z5U5F ] #4076 SIRT1 A&
KRB % 10 i) ROS [ H B 119 2235, I I Sk [ A1 g 20 21
() S8 AR R K o EMs &9 AL I 5% Hp < 28 1336 3
SEULT BRI B A7, 3 R 2R i e A I S S A
g Ak TR SO I, 51 2T 40 A0 i ) R Ak ol
FAEYRE B Ml Hont A LR G I S 1L
FH L A = Az DT IR T P9 RS 40 i ) S 462 40 %
S AVE DA R 20 L P R B S MG AR, SIRTL 38 2o it 2 T
PR Nef2 , P8 T2 2E R AF 5T & BTG SIRT1/
Nrf2 {5538 AT LAH0 ] EMs K RS0 T I k38 S 4
B N B LR AR 45", LIAO S5O 9 &
SIRT1-SIRT3 i i) 3% ik S 5 fili 2R (472 3 Ak 32 5 DA
e 1 WS A7 5 TR, e 2R B0k 2 F DO AR R ROS 4
ZIFFERPIET R AERETE . XOCER SR HF 0
J#% 1 (forkhead box O1, FOXO1 ) i@ 1t 45 T W4 B A

L AR IEE Ak ) I L ot AR Ak A A R T B T Y
ROS, M\ T 98 5% 41 it 40 4k 07 3 462 495 o SIRT1 1B
FOXO1 () L34+, AT LA3E 40 i FOXO1 @ iR 1k A\
T 8% 2 AT A0 0000 400 o ST B A A2

SIRT1 i# i % i [ NAD/NADH F) 48 1k i J5 [z
I JE T4 B PN B B 0 A AR, & 2 Bk Ak FOXO1 Al
PGC~1a T2 5 B0 & FbT A AL N 3 #2) . SIRT1
Al o & O WA A RS SR B NF-kB 55 IkBa AHZS
B I NF-kB 1 56 5% 30 2 DT 020 401 17 3846
o AR RS (G S 7 2 2 — P e AR
rp ol B R A DT, SIRT 3l 1o 14 15 HE ke 7 B £k
LA 0 I Tl R G 0 200 BELYR T Y R T g
WA % R 5 iR 22 AL B 4 (the role of NADPH oxidase
4, NOX4 )i 323 855 EMs 5 PA 538 5 40 it vp S8 Ak
PbR AR 0 28 R R AL RN S 5 EMs 19 &
o M SIRT 36 M B0 0 25 b 9 38 J5 AL 4 ity 11 4
FRREAT A 1 ROS 7KF-, I 34 5 NADPH 42U Ak il 136 7 L
K NOX4 mRNA [k,
222  SIRTI H@mpA=. A% HEA Mg
B PN R T 4 A R AR R R R R 2R L S
HITE Z0F 58 Ak B W2 EMs i 400 il B2, 40 i 1 i
Fe PR TS L B T LS Bl G s 2R G0N o kMR 2%
EMs Ji kL £F AL 3 72 o JIN 2520 58 & B, 1 T 40
MAZ ) SIRT1 3= 2438 3 X £ WE 4k p53 . DNA B & K+
Ku70 Pk e FOXO 2 H 1 A5 40 4 B o 02 5 462 T
4 i 5T 9 SIRT1 3= 2238 3 Caspase i 72 12 i 4 g
JHT= o P53 & — N R I e S TR 1l e o Y
P03 T TR A P P B 46 2 g ST N SR 5 L 5
2 8 T2 STRT 38 3o NAD i Ay i Ak 0% 7 2=
ZTEAL#E 57 KT p53  FOXO L p38MAP Jf: 411 1 AH 56 41
T R SR T N B L R AN A0 B DA
=P,
2.3 SIRT1 5mE4EmM

S FE P A 4R O A Y A R EMs &
P 4 X5 FR 5 . POTENTE %509 % 31 SIRT1 &k J4 i
B PN B R U A e 0 o S A A AT o, L E
i 2 T AR B AR I A5 A AR B Y 4 F FOXOT 1 %
SRR M, DT 7 B P RS I 4 AR B 55 . SIRT1 1
Sk — LA N R RS L LA A RN P 2 T RE R A 1Y)
AEE T, B N R AT R AT A R
Uy I D 2% R AL T RE o B PR U 4 i & I
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KM E S AR K S EUR A S B, b miRNA ] GRS R R iE S 5 EMs &
SHABESH T la (hypoxla—mdumble factor-1a, Y4 o Sirtuins JE o RNA 45 4 & 1 (RNA binding
HIF-1a)/1fL & N FZ 4 K T (vascular endothelial protein, RBP) Fl/NEY AE 9w B RNA 29 3647 K5 8 A %%

growth factor, VEGF ) i B 9% 3% 75, SIRT1/VEGF i@
AR R VR T I A B A A L OE % 2 — |, BTG SIRT1/
VEGF i [ B8 {2 1 P B 48 B A 05 il 487 0 A0 3
it 4 J& 1§ 25 1 -9 (matrix metalloprotein—9, MMP-9) |
MMP-14 2 J& BF 4 J& o8 BK Bl 22 7% 1 3 W B 0t L =
555 oA B R I A A et AR X R IR KR
F e AT LA #9500 k321 5 & Jé |, SIRT1
(14 W B 25 S B MMP—14 2% 1K 1 B AV I ok 22 1 % I A8
AR R KRS pS3 AT L sk B i i A A s T
) 7 A B A R A A s PR ok A ) I T i A A
B, STRT 3 i 1 42 2 25 £ W AL B AR p53 A9 2 s 3% 1k
S8 A AT B, SIRTI 7 [ 855 Delta FE L
1A 4/Notch 38 [ , 38 12 I A% B2 4 DX 1 2 D8 e fiff
AR PR - 2 23, I Joe 2300 il 0l 4 PN B2 440 e 1 2
SRS,
2.4 SIRT1 N FEE-EFRREK

b K - 8] it % 4k (epithelial-mesenchymal
transition, EMT) 7€ 15 PN 6 S5 457 i kE 09 9 0 & 48
FEAEH] . EMT AH G I8 8% B0 5 18 N B 1 2 4
i I A A 7 S AR 2R R T A3 5P X E
HEE SN b A SR KB T A R . WANG
ZEPIE B SIRT1 78 EMs /s fRSE Y v i 2 3k, JF HL
SIRT1 38 i 41 46l p53 1 p38MAPK 3 2% 417 1] 25 Py i
M, R N EMT ., LIU 4659 % 3
EMs 8 & PN B A HIF- 1« | [) 78 5 41 B bk s 0 9 F 25
F 2k i & Th e, bR gl i A i W E-55 2 A
(E—cadherin ) {) 2 15 B A% . EMT AY4FAF & L 7 bR i
¥ E—cadherin i) % 2K, L K [] 58 03 4 72 0 0% OV 2 1
N5 554 (A Y315 . SIRT1 Al fli 418K H3 22 &
Ik £k I 30 ] E-cadherin i 35", SIRT1 B K 8 7
2 Smad % B BT 4 14 3 B 20 Ak A MMP-7 1) 3 B
B, T30 E—cadherin 1 FEAHPY
2.5 Hfth
2.5.1 SIRTT 5 microRNA  fifl RNA (microRNA,
miRNA ) 2 B AE W) T ) 12 A2 78 1 — B g T 1 A 4
i RNA 43 R4 A & T oAb S A Wy 2 it 72
R FEE AR %ﬁﬁﬂﬁﬁﬁ%aﬁimg%%%‘ﬁ
N2 b AR AR 2 A R R 35 1Y miRNA,

()2 53 I K OSF- P 45 . miR—34a il 1 #0 7] SIRT1 3K %iE
% V9 B AH 20 B A T 0 A AR B, DT 4R S 2 Bk Ak
FOXO1 7K -, 5 3P4 e 4 i 5 22 R 40 i ) 10 45
W miR-125b . miR-451 7 EMs 5 3% 1L i i@ 2 7+
L B0 S22 W L EMs A AR AR B, &
B L B TNF-o, IL-6 F1 IL-18 kK FZ 5 %
E WY, miR-217 38 1 #F SIRT1 A 58 14 AL il 98
5 LT FOXOL 17K P 175 5 9 2 240 i % 2 s miR-
23a DA i J6A 240 L 4R Vi 0 7K SF- 2 B T L ok B ) A7 44
PN EZ 20 B P Y SIRT 2K 35 5 i 45 A6 B s miR-138 J&
I 45 A B O SR B A Y9 43, miR—138 3 1o 12 [ P B2
21 Y STRT & B BT 04 A A PR
252 SIRTIASH@EALZKAY EMsE2&H
Ph UL BER MO PR PR | B — % (Estradiol, E,) AJ
DL o W 3 R A2 1R 2 % S IR A A Tl T -PGE2 I3
i R KK T B, R R KE T m R th T
EMs 5 kA7 1 2 T 85 R A e, ME I 2R ik T LA
i G NLRP3 RAE/IMA IF 175 3 1 8 75 9 B8 A
JOT 2 M 53 W6 TL-18, 51 2 %R 5E W 2 5 EMs 19 &
™, SIRTL 7T 24 M 3% & # ¢ %Z /& « (Estrogen
UG 7, SIRTL BE 98 B #% ERa
54, ] SIRTI 6 M BEAZ 0 ] ERo 323K & F e 5k
P55 . E,~ER ol BEBE0OE IS, p300 i 1 2, BEfk
€ ERa ¥ sk 4l 52 A 1K, % o8 B2 W] LU g% SIRTI 3%
LA

3 $Em@ SIRT1 AW S EMsi8Tr

SERTC A WFFE B SIRTI Y BT % EMs 1 95 34
R R EEASEER X & BT Lk T EMs
25 YR B S K PG . #E ) SIRT1 AR
SRAL A WA T A 1 24 3 2 P8 78 EMs BOm AL il
() 22 2% {5 53 6, AT 76 EMs H & % 9 7 OF 1) 1
F, HATRE S Bl EMs BT AEIE 97 ) o
3.1 #E[5 SIRT1 AYSME 1 GE

T AR, AR 7= 40 R L 4 1 RVA 301 i A 24
Wi 5| K e, RGN 58 B AR I PR 56 26 3iF 1
— LR IR G U G AR R M 3R A R g E i
A ] SIRT1 B HAH S A7 538 % 2 90 11 6F SIRT1 19 3%

receptor o, ERar ) 3&
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SIFEE, 48 ¢ SIRT1 5 T8 WIS AEE Zom pLI RISk

TR T o B P B2 — b 22 1 R ) ME PR AL &
Y, A A B B EE Y SIRT 38006 70 B AT Bk bk .
P IS A RN BT B R AR AR . R R R
Pt ] DA REAIG T8 S 00 9 B A0 20 K PF 4y, DA B B 3
B T2 3 A P53 . Bax . Bel-2 fll Caspase-3 MRk,
TN EMs 557 P IR0 k9 A K 5 148 AR R B
F P T o A1 ) NF— B 36 A6 R R AIE TNF- o 15 519
Ik B-o A, 302 98 J N 4 R AR IR 7 77 2 A
T VBl 28 AL P B2 A, %o I A5 235 4 LA A 4 P FT
W)L A, 5 A B R KD G X IR AT G, A
B PR AT ) EMs K BRI 2K Y VEGF B i B
(B0 40 MO A 1k 2 A1 3% 38 K O 3 R RN
TAGUCHI &8V F [ 2 = i il b 38— 77 o8 6 S o7
JoT A, 45 R S s R P B S A ] IL-8 mRNA &
TRIKF- | L P Pt 5 40 ) 9% O 4 A R TL-8 3Rk
KBk 3 EMs Y e 350 4 0E

Mk Rz 28R OB TP R DRI A A I R SR
HLEREAL B . FEMRAMIF ST T i REEAL T 2 %
FH G B =24 LB 17 Bl . 3 30 Ik vl i 3 200 ) 285 B 43
T I 40 M B REE o 1 1 B -6 B9 3638, LAFIHE K
s P T 200 iR R T S ROS B89 A B AR I
SEPUIG R 5T A B, ik iz 2538 31 9% miR-340-5p [
FeR RN AL FF A End1/E6ET 14 7H
23 i Bz 3R A B ) EMs S0 P A 2 ) 440 i O
T3 A Bax 28 FIKF- B B 7 o WF92 3R B0, i A2
TR SIRT1 19 22 38 9 ELA Rz 2238 3 3005 SIRT1/
AMPK {5 538 [ 4 il 9 03 I 1 0 25 ik, R
SRACA W B BRI B2 238 3k A R M 00 SIRT
Z5MERY PrEL RS SR, WHRS5R97
EMs A 5 RIEAERCR .
3.2 B[ SIRT1 Z4¥xd EMs B 7R TT1EH

SIRT1 A 2 — i 20 25 (W6 < Wk , 8 2ok 25 & 1%
L3 Z Fh 28 () S f Sl . LLAEDIF 9T R A%
4 v 24 75 ) < 4B B BH AR % 7 38 i SIRT1-FOXO0-1
{55 10 21k W AR T EMs KRR A ME I 4 |, SIRT1
R S P AT ) 50 X527 Ak A XoF B2 Y A S ]
W, 3 GER T SIRT1 AT B J& EMs BV FE IR YT #A5
TE T T i 8 3k 30 1) G 2 AR B A2 AR A AL B 1 £ T
il PR 1R N RS R AR s RNy G
FE T RAPL (9 2235 K7, DT 22 % 57 9 TS S5 57 95
SR AT 5 4 K, EISALOU 2559 A% T 76 T Ri%

S EMs K BB R rp g SIRT1 28 14 5 Bk 6 35, 4%
RIS XS B AR H , y—4% 4 28 -6000 4h PR AT
() SIRT1 £ 1 ik K- i 2 FH 8, SIRT1 25 13RIk 1Y
B S EMs K SR T, DT 28 A EMs 1) 95 22
K.

INESRE

g5 bRk, JeRr BB ST EUE W EMs B & A L K
J& 5 G E RARE S L I AR B A0 R T R LR
LR CEMT 45 2o B2 % 1A G . EMs HL A4 & 9 L il
AR5 2 B B, T EMs U R 108 4 BT RR YT
2y i B — JR PR DR R 6 EMs &g AL ] A A
WESCEZ . SIRTLAE R —Fh L £ Bk Al 7T e o
R T 2R R S B SR T SRR R A
- o0 ) AN 118 11| K e ) A 1 M = A A A e I e R
T K A bE G EMT 45 22 5 EMs B0 . SERTY
WF5E 22 B SIRT1 X5 PN R 5437 41 40055 48 HL AT 1F )
YE R, SIRT1 A AT 6 1E A i B 36 97 EMs ¥ 78 18T
B AN, RS e AT Y AF ST 2R B K AR P
P 32 T R e 2R 45 TT DA 2o 0 £ 45 SIRTL 78 Y
(1) Z2 A~ 0 5L IR K B 16 0 L A R T LA I R 5 v
(0 A P, J 5 AT DL 2 BTG SIRTT K HAH G ik 15
FE N FR S0 A1 52 56 rp 23 EMs 19 & LR R,
H A7 e = B2 5000 KOG RAKHE . SIRT1 R AR ¥ sh
R AR ANBE BLEE I F I R AR I & B A A 1
25X 8 J1 2 TN 25 RF R PE B BT EMs 25 9 3R 4L T B

4

2 % X W
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