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(# E)EHHERANE-33(interleukin-33,IL-33) ZEFIRIRA (preeclampsia, PE) A& 4% FP I FIE DA K B BB T RS 1L-33 &)
Fik2 5 PE BRI THUH, ik S SRB A X Western blot 8 3] PE A3 5 1E ¥ iRAG & 1L-33, X EH LC3
(LC3) Wik, N Western blot il PE BE 5 IE ¥ EIRIG A 11-33 524k ST2 F 4% 7 W F~«B (nuclear factor, NF-kB)#J
#iK, A 3-Methyladenine (3-MA) B8 B E Al(bafilomycin Al, BAF)ZbHH A 2548 F IS 55 41 HI#R HTRS/SVneo, 41
11-33,ST2 Fil NF-«B E I FK IR B WK FHER, &R, (1)Western blot #4458 875 1L-33 VMR Y6 ( absorbénce,
A)H PE 4 {K-F %t FE4H (¢.=2.830, P=0.010) ,LC3B/A 34 A {& PE 4155 T X FE4H (1=3.470, P=0.005) ,ST2 Z H 1k PE 5 Fxt
BR4H (1=2.650, P=0.026) ,NF-«B #ik7/K ¥ PE 4 & T Xt B8 4H (:=3.180, P=0.005) ; (2)BAF 4£b38 HTR8/SVneo ZHfIER,IL-33 B H
TR #2 1IE i FR 40 BH B R4 (2,=3.740, P,=0.006 ) , LC3B/A FL{B /K 48 — ¥ 3 B B (dimethyl sulphoxide, DMSO)ZH 3 & FF55 (1=
2.500,P=0.032), 3-MA 3} IL-33 NF-«B LI & B MUK PR ABREWAR R, 8538 135 5 WA B 1IL-33 /K, S5 11~
33 HLRAE WSS, H B B RAE R, 3 B X -~ S PE MARFE—EXR,
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Relationship between expression of autophagy regulation interleukin—-33

and the pathogenesis of preeclampsia

Shi Shuming' ,Xu Fang®,Zhang Hud'
(1. Department of Obstetrics and Gynecology;2. Department of Emergency and Intensive Care Unit,
The First Affiliated Hospital of Chongging Medical University)
[ Abstract)Objective ; To characterize the deregulation of interleukin—33 (IL-33) expression which regulated by autophagy in the
pathological process of preeclampsia(PE). Methods : The expressions of 1L.—33 protein and autophagy were detected in placentas of
normal term and pregnancies complicated with PE by immunohistochemistry and Western blot. The levels of ST2, specific receptor of
IL-33,and nuclear factor(NF-kB) were tested in placentas of normal term and pregnancies complicated with PE by Western blot.
The autophagy pharmacological cell model was built in vitro by using HTR8/SVneo cell line which treated with 3—methyladenine (the
inhibition of autophagy) and bafilomycin A1(the inhibition of autophagy body material degradation) ;then the expressions of IL-33,
ST2 and NF-kB were detected by Western blots. Results : The expressions of IL-33 protein were reduced , expressions of LC3B/A were
increased , expressions of ST2 protein and NF-kB were increased in placentas of pregnancies complicated with PE than in placentas of
normal term($=2.830, P=0.010;¢=3.470, P=0.005 ;:=2.650, P=0.026 ;:=3.180, P=0.005). In addition,BAF treatment exerted negative
influence on the level of IL-33 in HTR8/SVneo cells(£,=3.740, P,=0.006) , however, 3-MA treatment had no significant function.
Conclusion ; Autophagy plays a role in the pathophysiology mechanism of PE through the down-regulating the levels and anti-inflam-
matory effects of IL-33.
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FIRFIH (preeclampsia, PE ) B2 —FHER IR
B3 R 5, PCE U LAE R, 8 LR T AR B AR AL
Hll R e, PFEEN, R EREEKTE
RIER RN E, SR PE B AR M R RN o5
F SRR, 9K 33 (interleukin-33, IL-33) &
FERPEAPWANRFBEREZ—, TS5 R
fE I, FeS A ST2 A14E 4 R RS, Hoob LI BS R RY
ST2 (ST2L) B AT % 1 ST2(sST2) % ¥ FEAVER,
IL-33 @15 ST2L M A 355 Th2 fiEA T4,
FF B A 40 M A% o 1 45 E % %% 5% I T - B (nuclear
factor, NF-kB) , Ml H| B4 RR 1L , BT RAE AT,

SR, AR AT X PE BERR&F
FEAETL B WD, B WS TE I JRAF 26 B A E KR i 72
REEEEER,HERREEE LLES AT IL-33
B4, IR 3] NF-«B BiELI25 PE &R, MK
RARGE , A5 E T MR 1L-33 7E PE fG & FN40H
BREPRMRIEFERR, FREWMRES AT LLEL A
IL-33 MERZ NS5 PE BIEW,

1 MBEF*E

11 fefsnsmei s

PEHN 2014 4F 3 A % 2015 4F 3 HEEREM ¥R
5 — BR BE P AR 1k 2 R B9 B 22 1 TE % Xt BB 4 (gestational
matched controls, GMCs) £ 10 %1}z PE 2 ¥ A6 10 1,
PE 2Wibr IR\ R (IEF=RL ), BroExt gt it BE
AEREEIE, AP TR ER, EMAREEKA
RELRAEE RS, ZRENEHRE,
1.2 2&EH

3-Methyladenine(3-MA ,M9281, Sigma) 7] T-#L 5 H ¥ B
WA (9 1K, ; bafilomycin A1({BAF,ab120497 , abcam )M B
WS PR 0 O 4 R A 5 B FRLE TL-33 $144 (ALX-804~840-
C100,ENZO) , Z 754t LC3 Fiik(NB100-2220, NOVUS),
LTI ST2/IL-1R4 $K (AF523, R&D) B M4 NF-~
kB ${£ (ab7970, Abcam) , £ TSI NF-«kB $/% (ab16502,
Abcam) , B-actin(TA-09,ZSGB-BIO)
13 Fik
131 ik BAERESBRKBAEAMENE(P
W) 34T , F R 4T A8 (Image Pro Plus 6.0) X140 fk&5
RMAFEFREHATINT, —PUHEE , 11-33 W 1:250,1.C3 ¥
1:100, .
132 Stk HMRH , AL EYE . HTRS/
SVneo FMUEH FH 4%% B B EE 4 CEE 10 min, PBS &k 3
W, FWLESAMESE 1 b, Hn—Fad Le3 FikQ:

300),4 CHHEHEE R, PBS Bk 3 KN A M AR
£ (FITC)AFC I 4% 41 (£031220-01, EARTH ) #if% (¥
R 1:50) , @ EHE . FESERL L RIRIEZ S B HTR8/SVneo
Y1 NS - R I S bt NF—«B $i44 (ab16502,1:1 000),4 °C
IMENE,PBS EEIREHME P ERFARES W
(TRITC)FRIE B34 —Hi (CW0152, CWBIO) ik (W E h
1:50), 4 47 ,6- “BkFE-2-FRE 05|k (4° , 6-diamidino—2~
phenylindole, DAPI, VECTOR ) #& 6 3u#% , $F H . FER N B HEE
(EVOS FL Auto) FY8%Z NF-«B, LI & LC3 Bk,
133 MM EATESH  HTIRS/SVneo 40 £k B & k
Graham B F& 10%85 4 13E (Gibeo) B RIPM1640
B FEE (Gibeo) 35 3E, MM THUR LR SH R . XA (ZH
SHIR), FHIZE (3~-MA . BAF, 1%.DMS0),, 3-MA ,BAF % T-DMSO
Z 1 molVL AT REAR AR SR EREE TIERE(3-
MA 3% 5 mmol/L, BAF 4 0.1 pmol /L),
1.3.4 Western blot Fi RIPA 3B E I, BCA B
EERAWE, LRERR 20 ng/fl, RKSEATHRIKG B HEE,
B —PBRE IR . YW E ECL ¥ ENAENEREA,
BIO-RAD k22 & Y iR RS 1 I 3 (1 ENiC &7 & Image
Lab BRIk 4F3#E17 434 , —PUvk & 1L-33 4 1:1 000,LC3
3 1:2 000,ST2 ¥ 1:1 000, NF~-kB(ab7970, 1:700) , B-actin
1:2 000,
14 #its$am

REFA SPSS 17.0 BAFHATE 047, $idE LAREK + brvfe
ZE(x£5)FTR, BFPIERTRAHE (GMSe) 1 PE 42 [RIZR A
Welch’s {EIE ¢ 1050, 4EMISEE b HE4H 25 (I %T B 4H \BAF .3
MA .DMSO 3t 4 4 (194 15 )RR E R 2407, 4l18]
WA ELBR FH LSD-¢ 35, M0 7K ME 0=0.05,

2 & B

21 I-33 5 LC3AEERPEBEEMAR AL
HRE AL DL e Western blot J5 12 46 I 6 2 58 1F 3 ot R4
F1 PE AR BR &AL R A TL-33 DL F LC3A F1 LC3B A
1, e 3% % (absorbance, A ) B 43 #7 PE 4 IL-33
FIEK AR T GMCs(2=11.990, P=0.000) , ¥ % IR LC3 /KF
FH8 (1=3.890,P=0.030) L3 1, Western blot Ryl 55 EAHML,
1L-33 ¢4 A {8 PE 41{KTF GMCs £H(:=2.830,P=0.010),LC3B/A
i A {E PE 5T GMCs 4 (¢.=3.470,P=0.005), WK 2,

1 BE—HHER
Tab.1 General information of the patients
g n | GMCs4 PEZ i PME
FEB(L) 24.50+0.58 25.80+0.79 1.330 0.200
Z2RA) 37.15£020 36.80+026 1.060 0.302
k%l BMI(kg/m?) 2274045 22.72+056 0.030 0.978
ZERHE BMI (kg/m?) 24.13:1.79 23.99:134 0350 0.730
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