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o O TR 20 A5 BB R R A, R R TR IR R DL IR K B R A
FE LI GR A IR, E A IRIEE AT 3%~5% UFIRIA o2 o, 2 S B M E AL
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Ak, AhUAR miRNA A 0 R I fE . I A2 Bl BERA S8 A0 28 0 s B 25 2 55 38 2 7 1T 1011
RAEMKIE . ASCHANAE miRNA 1% 590 109 0T 70 ik AT 4598 .
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Research progress in exosomal miRNAs regulating preeclampsia
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2 Medical Genetic Center, Jiangxi Maternal and Child Health Hospital, Nanchang 330006, China)

Abstract: Preeclampsia is an idiopathic hypertensive syndrome that develops after 20 weeks gestation, and
characterized by primary hypertension and proteinuria. It affects approximately 3% to 5% of pregnant women
worldwide and is the leading cause of maternal and perinatal death. Exosomes are vesicle-like bodies secreted by
cells, with a diameter of 30~150 nm and a typical lipid bilayer membrane structure. Exosomes contain biological
information specific to mother cells, such as protein, mRNA, microRNA, and mediate a variety of physiological and
pathological processes. Due to the influence of genetic or environmental factors, the concentration of exosomes and
exosomal miRNAs derived from placenta tissue or maternal are significantly changed in patients with preeclampsia.
Exosomal miRNAs can regulate the trophoblastic function, angiogenesis, maternal and fetal immunity and
inflammatory response, and participate in the regulation of the occurrence and development of preeclampsia. This
article reviews the research progress of exosomal miRNAs in the regulation of preeclampsia.
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F WM S PR VR E miRNA 2 5 AR ORI 8 AR
GBE TR AL S N 5 2 ARV R (R, AT
TE TR 50 WA 10 R 2R R e il 2 o ke 2 B AR T
IR 5 BT ARALE] . A F SRR ) S miRNA
AN AR miRNA 8 25 717391 A0 AL Al 48 At 7 23k fee
BEATERIR

1 FRETHAR & Rl

TR T AR — PRI A I RE, 2R
Uk, mREEEYR, BRARRERE, 2 fE AN
B U 2 97 R DR 97 S5 Rtk 08 S X0 N R AT YT 0 7
JENPS R S S EN SRR 7 Sl e s 3T D)
FEVRTT F B, ZeIRIEgRIE BT T AT IR AR /02
R T S0 B B B A R, R E AT AR AL AN B
RE R FMIA T FIRAT 2 e . BHA. 55
ZHEEW, BRAGREREFE . B
VEVE AN 2 0T 5|k S B I A e T R A A T B
i3, KREMIFEEA R T a0t i 8 F 7 o] %
fims Ff I ZUBIHES -1 (soluble fims-like tyrosine kinase-1,
sFlt-1) FA] &P A B2 [ 7 (soluble endoglin, sEng) B¢
JUEIREML A, A5 R AR 38 B I3 3 52 (1 T g 4
P57 A, RER G T g O VR AL B IR 9% RE K
T2 BT LR B AR, X S G A0 T RE
SEHARAE Z Fh AT IRN FR N R AE IR A 5 P

AR H, ANMEREALNTEAEER AR
L miRNA i, M5B Z G, 70 ar i &
H AR AV £ 22 7R IE M miRNAMY, X 42
7~ miRNA £ BT A & A K Fe v n] gt 3 3 2211
WEEH . £ =B, fa AR 6t
IMHRA S A RO 58, K& IR AR Y i i
SNBSS AR R B BHAPEI A, 38 BN K D e RE
19, SEHRSER R E " JRIENE RSB AEN
BHAIEI G, 2 5EHMANZ R AE BRI,
oSBT S IVE T AR SO % SRR SN A, AE TR AT
MR RAE R BT R EEEER Y Hirax
ZW TN, MRS I miRNA 78 8 92 7R 5T
WIRAEREFIE T EENMAEG, AOEH NG
miRNA 7EF5 51 I 7R AR I gh R 2R IR
2 SNIMALERL R EIF INEE

SN —Fh IR WS T IR L 2 P AED)
W TR, AR K EAR R
() —Ff, KLILE 30~150 nm 2 [7]. A uAA H 5 30
TRV L [70) P A 2 T R, I I R P R A

ZENE, FSEHMMDTFI N RS, SR
IEREAI S AT A Ay — i E g, BE 59
(1) o3 i LUK e N5 (B MR ) RE TR R 4
P AN FE R B R, AMBMATEE T B AL AT
MR, BRI R R, FEK. HE
I

ANIMA R Z R AR ThRE, i EAE B
T BRI I A . U HAE 2007
4F Valadi 2 " K BUANBRAENL#H mRNA AT miRNA
Z 5 G BRI G, B2 AT 5L )
AN S e NS DI Re R IT T RETE, F3R18 1K
HIFF SRR . BRI, i AEYE B Ak
ATUAF BT XS 54065 BACH, QR EEE
FH T 52 VA 241 g 2 Th B30t N 52 P 24 g P9 42 A2 2 T
ft. i#id mRNA Fl miRNA 4 5 47 A 2015 2
P U, Zomer 25 UM 70 46 0 40 4k &b 306 1 1 2 B,
AR A R B I RETE I miRNA, A5 140
MO lEE T4 S B T8 SR 7 S 4
B30 L, T] LA A A S A0 B 5 40 i R) A% 3 miRNA
(1) E LA

ANIMAZ S T IR OR I R R I RORE 1 R AR R
J& o BRBLRIR AN N BRI S, ReN SR
MEHRRIRAE 54T, HF R 0RE,
M AR B 3 4R F) 1E 5 04T M0 5 AR A AR ST IR AR L,
B R 8 L I3 R 22 R 2O Y AR AR miRNA K 2 %4
IR T Ia 8 L H R E M, X 28 miRNA 7E i %
TR A B AR A b R A AR P s b,
Devor % PV R EL, FEUEYREI], AT L AE
WU R AT AR 22 R IA I A AR miRNA i, IX
L6 miRNA J2 ¥ i 57 1 5 5112 W7 (0 98 75 br &40
Hromadnikova 25 P2 9 % B, 2 5L 3 7 25 1fiL % 470 0k
R A 2 19 5 G A48 miRNA #% (the chromosome 19
miRNA cluster, CIOMC) fFi%, B R Il -1 i
W A AT W, A miRNA 5 -9 §i 4
FEEYIFIR AR

3 FRIKIRAISNDAmMIRNAS F i aTHA

3.1 RRERIFRISNLAmIRNAS FRETHA

fR A SRR O B v B B B BB o), AR
5 BR AR RS U YRt FRE TR K148, R A DI RE R ALY
WA G T B3 R DR BREAL AR o R ORI B A i
PR BENE HE N BHA MR IA, (A5 4RIRIA 2 i 2% Ab
AR LA AR IR T 2 1K 50 4% 5 T AE SR Uk ) 9 K
AEFF, I S R A AL SR A A AR R T A I
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YRi 2.4 5 M. B2 ABERMAKIESE, TR A0 IIG
BERUR IR A WA A 55 T 5 B 2SR (1) A0 b 1k [ A7 7 2
2 7% 2 miRNA Fisk "2 Salomon 25 ' 5
T4 H I B U5 M A WA 4 H 1Y) miR-486-1-5p F1 miR-
486-2-5p 75T Al - e m, AR D B
TR bR E . S HAE 2007 4F, Pineles
2 DU SR T R AT R IR A S IR R A
157 > miRNA, &I miR-210 F1 miR-182 ik W
& F, 8 miRNA RIERETRES S T 1
RT3 (% % 9% ik 2. B )5 Enquobahrie %5 ®* Fi
miRNA T Fy fTS2 i 52 5 PCR F A I 1 9 7 19
S IR AR IR H A UR IR 4 1 209 1) miRNA, &3
miR-210 FiE W i, miR-328. miR-584. miR-
139-5p. miR-500. miR-1247. miR-34c-5p I miR-1
FIE T, XL miRNA 7] G838 i 44k (1) 3 30z
iy 2 BEARTEER, TS5 7 A 0 B A H I AR

E ARG R M BB sy, IR A Th e
5T AOR AL )OSR &, IR
o it 42 22 R T i AN R 2 T BT T ) R
BUE . P X REI AR R DA B J= 0 1 48 0 Je
I Re A ik g 77 4 i 17 AN TR M UAAS, 51k AN IA AR 1
WM NI A, TR (R EE (2 2% 52 i
BT R P Czernek 25 BTV IG5 400t 43 4
() A1 A 4 BE 5 15 45 57 1 miRNA, 3 i i #% NF-«xB
PRSI GE IR FUR G « T A IR 250% 77 20 e
1 I 7] 116 i JR) 35 A BEARAE B 43 WA 15 22 1K miR-155 )
HMIAA, RIS BA R D1 AT R B — S A A
A (eNOS) (1315, AT H P R At 1 if i &7
skINRE, 5l AR R L Thae AL, I
FRETHHRE IR 1
3.2 BRKIFERINDAMIRNAS FiaTH

Bi T REBLZHZ MG B FR AN M, REAA P B 401 i
/A A B 3 40 it R A A AN A 1 B BRI .
W FCAESE, 0 F 3 A 5 A N A A o s 9 B () b il
TR 22 (R SRR T N R A, I LR BGRB8,
IS PR 4 M AL ) B B B e, 30 LML AT 46
VIR AE W S R R R EAER . AR,
PN 2 2 I R R ) 471 s A 2 AN R R B2 () miRNA,
G2 PR SORE B B, i ARk P B
I B, T e B A AR A R AT R R AR R
JEA o ML/INBR A2 IR R BRI G I A A4 1) 3 ok
Ui, XM T LN R AT 28 D RE, 1)
AR FET AT SRS R Z —. M/MRCk
J5 A1 AR 1T 3 i miR-223-3p 4% B A% 41 i v 2H 41

HFHFRE, S5EIMEEAIEY S i/ NMORE
AP UM A 7] 38 i % 3% miR-126. miR-486-5p. miR-
26a-5p AT LA I A s B B 5 0 iz 41 i
KIRSMLAEAF )2, 90 BT AR I AE A A /MR
SRV A AR AR R B B AR T IE W i R B, X AT
e SIEIRMUA R B ARG HLHIA G E 20 M A 0E
JE IR ET G R FFIE 2 —, TEAGHT S 4 eI 2 R
A% 41 0 AT R TR R B ) AN HE N Y 5 R BT
W R, B AN BA miR-142-5p 2 54 E N
Fanfushae B AL AN AN AR miR-27a AT I
A LA T A A D LA T BT e o 3 vy B

4 SN AmMIRNAEE FHATERRHLH

4.1 SN miRNASZ N A 22744 55 4B RO T ¢

T AT RO AR T G B UG TR AN AR 22 B8 1 1
B SO, 75N e 50 ik 2 AN R A ot R4
DRI, ThAE IE (90 77 40 M 2 24 R A R 1 B, T
AR miRNA 2 52 M 5% 7% 4H i Th e i 55 B2 IR 3% 2
—o AENHETE LT S 1 — Fh 2 ThRE T 41 A,
NJBT 8] 7853 1419 (human umbilical cord mesenchymal
stem cells, HUCMSCs) 43 ¥4 ] 41 WA 7 7 18 425 i 1l
Wi EA BB RANME. GRFRERE, TINET
W 2 HA A 20 21 miR-133b 63k R, I35 FIpE
R JR 2 B B 1 (serum and glucocorticoid-
regulated protein kinase 1, SGK1) %A 1, HUCMSCs
SRR S0 A A el i 1% 3% miR-133b #1i1] SGK1 %
ik, MM RGN 5E . IR AR 2868 7T,
FANH BT P T Y. HUCMSCs SR iE 4N 4%
AR L miR-140-5p, 2 [ 3% 57 40 v G A0 3R
FEE A 3 (follistatin-like 3, FSTL3) [l 3614, 1 1%
FEANML O IGTE . R AR ZE, A0 -7 57 1
AR M. gk, Yang %5 5T & B, HUCMSCs
SRR Zh U A miR-18b A 41l Notch2 {5t TIM3/
mTORCI {55188, M 3k 0% 7740 i 1) 38 56 A {2
7%, OCE TR AT BRI AR REIR . Cui 25 ™ NE
52, HUCMSCs Ky 1) /M i A& miR-101 w] i 477 &
BEE R B 1 4 (bromo domain-containing protein
4, BRD4) #ik, | NF-xB/CXCL11 {Z5%h, M
(G FR AN M I AR 28, FEIE I Ak Py SE6IE 5K
A0 U5 A miR-101 X -3 517 B K B FDRE IR A 22 1F
. FIBEHL, Lin 25 ™ w72 &8, HUCMSCs K i
£ A1 s 44 AT 30 3 33 2% miR-139-5p 4% PTEN/ERK/
MMP-2 8@ #%, AT B AR - A 34 0K B PR of e R R
FAKT. LLE#FFHER, HUCMSCs SR E MR



63 P

B, S HNBRRUNRNATEYE TR A0 T 7T 845

miRNA 7] (g #Eig S M Th e , EWRIT T AT
HA R R

VR 6 P AN s 2 £ IS0 1) B LR ER,
BEFRAML AR RE I TR AN B R EHE ., T8
W IR I JZ 21 i (endometrial epithelial cells, EECs) &
VR AP IR AT 8 I # HF miR-100-5p P00 & 5 BE G
(focal adhesion kinase, FAK) I c-Jun 2 3 i B (c-Jun
N-terminal kinase, INK) 3iA, {740 MER A
1%, HTRAEKEAN . EECs RIFEAMG AR IE
A 3@ I 45 7 miR-92b-3p # 7] 4 i) TSC1 #1 DKK3
Tk, (R FRAMRIEIE. TR B, [FAEA )
FRERRREA B,

Witz Ah, ik miRNA G803 57 41 i
HThfe. BEFTRM, 9 AT A e A iR 4 4 27
KU ISP IR R, | 5 KIS miR-15a-5p, Al @
FO) F AR AR MR BB 1 (cyclin-dependent kinase
1, CDK 1) /) 51 PI3K/AKT 15 S 3E %, Mm%
FEAN I AR 28, (R an i T2 B Ma 25
RIL, B EACT BRI S P R 20 P TR T
751 215 miR-486-5p M 4A, JEE L T B & R
FEAE K A7 1 (insulin-like growth factor 1, IGF1) )
RIBRANFG T M I G TE . TR 2E, THES
IR R KRR . TR G A 2 miR-
125a-5p RIS & T IEHWREHLL, 8N EEK
[Xl-F A (vascular endothelial growth factor A, VEGFA)
FIARWIAE S, BEWFFE R, B I RYE S AA o] 465
A7 miR-125a-5p J@ it #1#] VEGFA ik, M ##i
BEIR AL I IEANE R, IX P2 miR-125a-5p A fiE
5 TRAT R A O ™. miR-141 & RIA TR
S A B — PP U AR AE OC Y miRNA, 2% Kk A W Hif
SIS, LT 23 WA ke miR-141 ) AN A A KA1
1) R 418 7% 75 4 R I 8 B, [ N O 5 ) 2 24 i 1)
The B
4.2 b miRNASZ NG M E A 5L 24HARTH #E

FEF TR AT I ek FE b, I P B A 453 4% 2
S I AR R 1) B H AR 4K, T 25 SRR A A I
AR BH 2 5| S A A5 P B Ty e 2R L ) E
Rz B, B RN, TR G S R 4l ok IR
H 40 A A 485 7 e VA B 1 miR-155, 38 o 1) 44 40 g B
W& DI A R —SE R AR R L, TN &L
WO I &7 5k Thae, #Em S BUR M LG, 0
5T AT PR IR . Sha 55 PR AUR I, GRAR
AT P % 77 A PR R 8 40 A R TBUE 1 miR-150-3p [
AW AR, B ) CE &R R A R 1 (chondroitin

polymerizing factor, CHPF) 40l P FZ 40 i 11 Th &g
AlRe S TR AT R L. B A R AE KR T
(vascular endothelial growth factor, VEGF) & 5 il IfiL
BN R A Th e 0 B AR, HK I SR
N R AR S AL 2 —, A UAA miRNA
AL A T VEGF (1) 334 S 5% Wi 1L A 52 48 i 2y
e, EAIM A 24T, Sandrim %5 PV iEse, %
LSRR miR-195-5p BedE [m) #0H] VEGF, I 4=
IR, ST E RSk i) BN . A
B A, % Wu 25 PYESE, 1R IA miR-302a
(R4 IA R RE % S 2 (R E G TR AR MR I G B . (R 2B ANIT
2, JfimEid ¥ ) VEGFA SRAN$ M A= ple, et
Joki T S FRY 32 i ABELRIE 9 P I R 150 B A A AR (1) SRR
Zhao %5 " B A FF R L, 5 I KI5 (¥ A 94 4% miR-
125a-5p A[#LH 0] VEGFA ik, AOUEMEEF4N
MO Thae, 1 HRgedha] s A= ml, AT 2k
[T e o S S R e < = R i S i o
A W R R U R IE A R A R YR IR A A A
miRNA Kk 774500, Hori % 5E 1) miR-223-3p.
miR-297. miR-640. miR-378b F1 miR-26a-5p 13) 5 I
EAEREEA P, mEkAr i, AN E miRNA 2
5 7R A A LA N R B0 S e A R SR R TR )
W, R AR R AS v B
4.3 b AmiRNASZ NG B 08 5 R i 52 FA S RE S BL
BEfie G 11 ) G2~ 18 2 MR RN AN R 1 D P
R, IX P AT DLERTF iR ) L) IE 5 R A4 RF U
QR TE] ) 52 B 90E SO B BRI LRG3 1) 4
PEMN 52 2 98 i S 2R U & - i 1173 R 03 1) D [T 2
—, EFERINMEME CDA T 41 AL % KT 1
B CA STV T AT 28 R s, A IEIX
Foft G2 R 147 6 B B N0 BRAA R IR LIV 45 ) B 4
GRIAE], J6 8RR A A A LE 2 ST RE A G B it 52 AR
W MG ek 4 7 T A AR FE B, 2 E DR RS
NK gt i3 AL 40 i o e A B R g B ak Ak,
DLR T T 40 B2 . Bai BIBASEJSIEM ¢ fif
kA6 A AT 38 1 5 77 miR-29a-3p 4 3 FE P 1 40
BET-FCAK 1 (programmed cell death ligand-1, PD-L1)
Ry, BT 400 ) B A 4T e o 42 1) T 4% R 4 B
iR A 4/ A 3 P 465 7 miR-30d-5p B2 ) 45 B 1
JIit 2.t O (histone deacetylase 9, HDACY) SRAE#kE
Wk 20 L PO AR A, DT TR % 1 7 4 B R PN 52 24 o ) 1)
fie P b4k, Ospina-Prieto 25 P38 % ¥, Ah b 44
miR-141 (& 1 0] DL e G 72 2 L D e o, ik R s it
FEAIC Jurkat T 41 A i 38 B oK 52 e BE A S P, 3
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FTFR HT I

T B R A A A o — P P 0 S B, X
S FAETAE,  JOE SRS S, 4 3 EUR
B R —— 1 40 A I K A2 AR miRNA
AL R RO RN S 5 TR R AR R . X
bR R BT R AT I R L A A RN I AR iR
] 0 1ML 37 A0 W 48 miRNA KB, 22 % %3 19 miR-
126-3p. miR-23a-3p. miR-122-5p. miR-505-3p Al
miR-374c¢-5p 31 5 K9 ;e N A % P, Wang £ wf
REM, SIEFEGRALL, 7 A7 i s i
& 1 miR-548¢c-5p ik B B (K, 5 PTPRO ik
MG, Ml R IA (1) miR-548¢-5p fE i i # )
PTPRO #I| E W 40 P3G 5, RIEPTR B Hd
Ma 2 YR I, T A A I AN R miR-
203a-3p Rk W 3F PEAK, 1 R IA 1) miR-203a-3p fE
ISR A AR 24 REBCRAER . BL B SR
TR AT 5 A AR miRNA $T 48 208 1) BE A
AR BT B 78 5T 48 M SR U 1) S i Ak B A H )
TR AT IR R AR, H 2R 30/ miR-140-5p o] #2[q)
FSTL3 [f15R1K, By i S 26 AF T 208 I 8L 1) 30
T 8 532 5% 40 M A Th B 086 i 390 Ay gk g 110,
BT 00, M iAA miRNA A5 1IH 48 308 7] B A
TBIT TR AT TE 7

5 SNAmIRNAZE FRETHRR T A E A N A

AR AR T ) N ) B FUR AR A
Dok A2 W, R T A I B R AR
Wy 81 C19MC 4% 46 F1 miRNAs, #1F B 2 A
A LVREA T, FF Haed i S a4 7 2 REAADE
Wb G FRERAKI, FIHLEIRE (LG S A
CI9MC /K ¥ ( & Z A FE miR-525-5p. miR-520a-5p
1 miR-517-5p) BT LA T Tl AG LA K 2 B 4F gk
S0 1 100 R T 30T A &% 26 P2, Salomon 25 'Y L
BT R ORI R AR R A 2R AR miRNA
2B, KRB 300 Fh AN KA miRNA %Ik
# 5 B ¥, 1 miR-486-1-5p F1 miR-486-2-5p H #
AR 5 HA TR0 5 BT H 198 CE AR ). Motawi
2 RSz, B A A 78 5 T 40 M SR U A A & miR-
136, miR-494 F1 miR-495 {F 5. 7 7 £ 1 i 7 14
HA B m USRStk Rk, bk miRNA
VERN—Pp B R bR B0, 50 17 53 8% Tt A 2
W A o B AT FEANME

ITAER,  HRIE 20 AT 78 R I A A4 B 2 L 3
()N BELEIRTT i i B A MRE AL 5 . FL7E 2013

A FABNR I, 7B B B BRI Sk i
REA5 7 RF 5 1 miRNA, 58 21 38 IR 39 77 40 IE J2 28
Sk T A R A, DR AR AR R . 7R -
R A A A miRNA T84 7R BURA NS R8T e, 2
Tl A0 34 7 miRNA R 8 i Ai2 128 4% 77 41 P 33 5 1= 2%
TRy A ThRe s BH IR 28R I B OA S5i 4%, K
PRI FINRTIARITE GE . H AT 3 SE 56 AH 4k
B, HUCMSCs 5 1) /M4 1T 2528 miR-18b. miR-
101, miR-139-5p £& AN ) miRNA, i i i % A5 [F]
(Y I R S AF A 5 2, a2 3 7 A L 110 4 7 A
228, FFFAR M R AR FKSF, AT B0 1 i
WK SR AR B2, w] AN A 3R A
miRNA A T8 97 i 77 0 B G 1R 1 1 BIF 70 107 5%,
EAFHE— P IRANIR DT

6 SREESERE

BRI AT AR LA R 56 4 B, (H 4
WK . miRNA 5 a8 e dn g shae. BafE 2%0E
SN LR PN R 45340 0B G 88 O AT 45 1) Ok R 08
WAREPA . ETIRET IR ISR, Ak A
PR IE 2 22 T AMIAA miRNA, X% miRNA A
RefE TR R AR E. ek, H&n
TR EREAER .. SR, HAr K2 HT4h
WA miRNA 5 1 i 3 B8 FL ok = 2 G 1t A 2 4
FEE, AR miRNA 757 5 B2 W /e o7 J7 T
(IR FRATY AL T Re B M B [RIE, Dnas Ak miRNA
TIF 00K %55 R HT A S0 A 5 B KRR L, ARER
WA RS ERE TR AR AL S35
G ST T B A ik .
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