]

oy

I PR =

m 7I§ 7S

Chinese Journal of Clinical Medicine ISSN 1008-6358
CN 31-1794/R

faft s S AL YRS A TR YIS 52 4E v SRR R ARt R
FIRL, SRAEFS, BEK G

SIHASC:

HIL, SRS, Bk, BRI AL Y B AR G B s S2 AR v X RERR R e gk e L], P EIGIRER S, 2023, 30(1):
127-136.

TELR L View online: https:/doi.org/10.12025/j.issn.1008-6358.2023.20222140

TR AT BERRAR  HAt SO

Articles you may be interested in

SRR IR RRE 2 iR 2 2H 2L TPO3 Y 28 B H 5 1 e A R A AH DG
Expression of placental tissue TP63 in pregnant women with ICP and its correlationship with excessive bile acid

[ PR EE 2. 2017, 24(4): 560-564  https://doi.org/10.12025/;.issn.1008-6358.2017.20170287
TR ORI s 1 i R PR S SV P IGF- 1T . IGFB P—1AIHIEHT 25 W ik SR AT

Expression and correlation of IGF— I ,IGFBP-1 ,and resistin in placenta of hypertensive disorder complicating pregnancy

o [ 15 PR EE 2. 2019, 26(3): 477-481  https://doi.org/10.12025/j.issn.1008-6358.2019.20190015
[ BT 2175 5 1 TR o2 2 A2 DI RE 1) G

Type 1 interferons induce changes in core metabolism that are critical for immune function

rRE IR R EE . 2016, 23(4): 476-476  hitps://doi.org/10.1016/j.immuni.2016.06.006
JF9i PR BT T R IR s PR R S e iy FH

Regulatory factors and potential application of ferroptosis in hepatocellular carcinoma

[ 15 PR EE 2. 2021, 28(6): 1050-1055  https://doi.org/10.12025/.issn.1008-6358.2021.20201142
YT YRIHE PRI 5 W 18 TR OC 2 B Fo ot g

Research progresses of the relationship between gestational diabetes mellitus and intestinal flora

I PR BE 2. 2018, 25(1): 141-146  https://doi.org/10.12025/j.issn.1008-6358.2018.20170536


http://www.c-jcm.com
http://www.c-jcm.com/zglcyx/ch/reader/view_abstract.aspx?doi=10.12025/j.issn.1008-6358.2023.20222140
http://www.c-jcm.com/zglcyx/ch/reader/view_abstract.aspx?doi=10.12025/j.issn.1008-6358.2017.20170287
http://www.c-jcm.com/zglcyx/ch/reader/view_abstract.aspx?doi=10.12025/j.issn.1008-6358.2019.20190015
http://www.c-jcm.com/zglcyx/ch/reader/view_abstract.aspx?doi=10.1016/j.immuni.2016.06.006
http://www.c-jcm.com/zglcyx/ch/reader/view_abstract.aspx?doi=10.12025/j.issn.1008-6358.2021.20201142
http://www.c-jcm.com/zglcyx/ch/reader/view_abstract.aspx?doi=10.12025/j.issn.1008-6358.2018.20170536

PEIEREY: 20234E2H  5630% 51 Chinese Journal of Clinical Medicine, 2023, Vol.30, No.l 127

DOI:10.12025/1.issn.1008-6358.2023.20222140

Ba &2 il S VI BRI TE Y AUE ZAE v X B AR R Y
B/ 3

A beig =

G W, KRR, Bk
2 A RE W E LBHE BN ER, L 201102

SIRARST HOW, SREERS, BRI . Ra b S B A TR ) O A2 Ay X BT (R B4 R MR R (], v i PR R
2023, 30(1): 127-136. BAI F, ZHANG J L, GUI Y H. The effect of peroxisome proliferator-activated receptor y in placenta on
maternal and fetal health: recent progress[J]. Chin J Clin Med, 2023, 30(1): 127-136.

[FZ] WA BRI FIIIIG 324K v ( peroxisome proliferator-activated receptor y, PPAR y) J&—FIECIRMORHI 1%
WHSRIN T, Z5IRNIANE L . AR M e N AE Z R Yl B . AR, BORBZ RBTFE IR TE T PPAR v TR0
FLANYIIR B I E AR, A SCRSS T PPAR v 7ENIG 8 B AR BRIE LRI b A VR T DL S ARG 75 G pidi ik PPAR y X iR B9 2
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The effect of peroxisome proliferator-activated receptor y in placenta on maternal and fetal health: recent progress

BAI Fan, ZHANG Jia-ling, GUI Yong—hao*
Department of Cardiovascular Medicine, Children’s Hospital of Fudan University, Shanghai 201102, China

[ Abstract | Peroxisome proliferator-activated receptor y (PPAR ) is a nuclear receptor of ligand-dependent transcription
factor involved in diverse biological processes including adipocyte differentiation, glucose homeostasis, and immune response. In
recent years, a growing number of studies have highlighted the essential role of PPAR 7y in the mammalian placenta. This article
reviews the recent progress in the research of PPAR v in the development of placenta, pathological pregnancy and the toxic effects of
environmental pollutants on the placenta through PPAR v, in order to improve the awareness of PPAR v in the placenta and illuminate

the significance of PPAR vy in pregnancy.

|:Key Words | peroxisome proliferator-activated receptor y; placenta; gestational diabetes mellitus; preeclampsia

1ok S Ak D TG R 1 5 ) TS 2 1R (peroxisome
proliferator-activated receptors, PPARs ) J& T4 Z
ZAREFIE A, U35 PPAR o, PPAR /3 Fl PPAR
y 3RO, FEET AR A s IR
W R AR | T 0 SR S B
SN Hh, PPAR v TEMELEN G B MR A
B ZAFSE. BAE 1999 4F, Barak 25 % Bl PPAR
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1 PPARYZERRELZEHMIER

PPAR vy 75 4 Uk HLHH 09 i B b i i Ts, i ik i
R R B A Bk PR 1 (glial cell missing
1, GCM1 ) HIA A TR 336 2 S o 24 0k IR 7 ) 45 i
21, GME2, B TR TR ZH A
KGRI E AN, TR AR A A 1, 4
5 240 M 5 )2 A L ) 5 AR V0 5 2 AR P A Ak il
B AR o PPAR ysd a1
FEA I W AR JRA G 1M 2K & A ( pregnancy-
NS
B B P IR 3% % (human chorionic gonadotropin,
hCG) M| WAL S, S ST
VTR R AR 0 B R 3R TR, R AT 77 2 AN =
22, SR, SEA HT R A 25 o T/ 5 5 24

associated plasma protein-A, PAPP-A ) N

b2t
W FRANIE Wi R BRI IE A .
WEFRHMNEZ AN A1 5% )2 AN g 5 VR H@%%%%%‘%Eéﬂiﬂ@

-
e, R

:

ERVW-1. GCM1

LA E AR A, BSOS W A IR T AN T
IR ANIAELE TR, R B R,
PPAR vy REAE #F 6 40 if 48 AE /N 1B i fTAS E
A IR B AE LR L IR R R AR R I B
SEV L NI EREIRE T4 PPAR v £,
M B2 A=K7 (vascular endothelial growth factor,
VEGF ) N HZARFILT I, M8 R, Tk
R MIEE G EARRA5, RN R IS IX
WA . BRI S IR ERL, R sET T
I Ah, PPAR vy 2 i 8 i BT A i) S B 3 P 7,
TG ST AR L T R HR R i 0 TR
I 7E Jif B v o A P -xB (NF-«B) 1Y%
W AL R RAEDURIER, B RIAES TR
JUE N EFTIRGMILT- " . PPAR y 7E1E# I #E
RETRERILE 1,

HIFs. NRF2. HO-l1¢—— PPARy—— FAT/CD36. UCP2%%:

e
PAPP-A. hCG. T
LOXL1. LOXL2 E W4
FABP. FATP,
®® Irran

©  WIRAMNILZ AN
I ) beigaas i)
TR A
IREqRY &)
o FgE4n
171 Je A 7

Bl 1 PPARyZEEEREXEHIER
hCG : N MR PE R s PAPP-A - SEURAR S I 3 25 14 A s LOXLI 81 2 W UL BFHE 2 11 13 LOXL2 : 142 Mot S AL R 4
F1 25 ERVW-1: IR SR S WAL 15 GCMIL: e R A BIR BH T 13 HIFs - 407 S 47 s NRF2 PR T B2 MG 7
2;HO-1: I £L AL H- 1 ; FABP IR T BR4S & 45 1 s FATP - IR iR 12 8 1 s FAT/CD36 - IR Wi RAFE (il UCP2.: MR flIREE H 25
VEGF : Ifi 5 P4 ¢ A K PR 7 VEGFR : 3 B A A K PR 732 44 s HDILC « 5 2 i 8 141 fIEL 1152 NEFA < SR BRALBR IR s TG : =k T
11 PROKR : Hii 81 /12 113214 ; EG-VEGF : N2 MBS 0485 P9 B2 2B K PR
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2 PPAR y 7E/R B 1 1E R o A9 16

PPAR vy 25 T Z iR B AT IR R, X 4Tk

FEE G 25 RN 8 R 1 9 FRAF Y M SR A B SR AL oy
Br & B, PPAR vy & 1] 5| A2 4 5 Fl 4 98 J g S
H.OGUWT BB, R R
4b, PPAR y ] Ll 52 i #1228 . IR BG4
FRIZ MBI . BRI, 5 BT R IR v
( gestational diabetes mellitus, GDM ) . i Al 1]
( preeclampsia, PE ) . HELLP ZE&fiE flfiG JL'E N
HRZRRY . At PPAR v F5ik R R AT RERAS T
IR AE . A RUR 2R Z R, S B0 SR
AN (AN R RIS B ) Bk AR L i
ARk, MR ALrh PPARy ARG I B L8R L) GDM FiI
JeIRFIR A E
2.1 GDM ZEEARE . A A B IR G £
4L GDM i UL JIG £ 5 R AE Y, 30kt
XFRMIAR . 8 E LT R 18 PE
T R e L S B IR AR o KL
J& GDM Y EEZERFE, o I & 10 A AH B 52 e,
JINER B 5 S BE RSO A 2R AP PR 1 K B,
S E N E AR, (G AL S T A =
#E 11 ( mammalian target of rapamycin, mTOR ) 15
SIE BRI . PPARs Rk AP IR AAL /12
RIMFEN, HBGILL A (B GERZ,
GDM if ] = A AR R A i, FLME P Jo AR AR A R i)
A5 B GDM ™ . LTS & B: GDM HYy 2
U 45 PPAR y (Y8 A A IF L
AR AR S I T s B AR SR s miAEE
GDM i/ ik PPAR y RIS hnes, j2x
I KLY % A2 KUK Y . 380 PPAR vy AT LA
PI3K-PKB/AKT Jd %, 4w 4t 9 i 2= il
JEIE . i GDM R 8RR BRSPS IO T,
Al A4 R PPAR vy 16 M, BHIEZ5 46 H4UVE R IRl
HE o 4x A g 2 KSR, B LG 48 0E i AR
1k, W% GDM K R BG £ Dh RERERT 7 . 78 A2
GDM B F AT LWL BIZRROR, & SR g
HE T A8 IR B AS R IR A2 1 o v — 6 v L Ak
FIN, I /675 PPAR v I8 5 S R
TR A

RN, Suwaki 25 R, HEERIEH R RS
BB R G Wi /N BRUBR 85 PPAR y (9 3628 44 i,
FERBESR T 3557 NGB R UG 57 )2 41 ML R BeWo
il g, L PPAR vy 193 i5 Il hCG Y 7= A= o 34 i,
{E2 3 o3 238 SR AR 2o o TR 32 1) i 70 W 2 R B R P
UL, RSN B AR5 i SR AR T Clg/ bR
YR AL [ #1 5¢ & 1 6 ( Clg/tumor necrosis factor-
related protein 6, CTRP6 ) FIH: FUiFf PPAR v |1,
IR CTRP6 1] LAl v B B 458 15 5 1) PPARy 3 3%
i, RS SRAEAYAET  RR TR S
ANEL IR AT A IE 45 R 1 R4S B N B . PPAR vy
M 2R PEBE NG B rh Z AR TR S 1B / 455
F s, TR IR I A A, g IR e
Feim AACHE, DA, iR 2 h PPARY YA 4 ki A
thREGZ [ ARG BRI, ARSI LR
(i) BE 5 P T A LT R, ORI AT R A 5 A
PPARy 5 KIL WA N2 5 GDM R [, B¢
R AETE GDM [EE = IR . SRR . R R
THE RN A, 15 PPAR y AT RERCAAYTT GDM
A~ ZE R A
22 PE  FIRHTEERALELIR 20 LS, %
PRI, AR, KM, WA EZ R TIRE
PE . AN ELSH R . RIS KT R, 2
PE ({94 0o BE A 4 A ZBTFE % W1, PPAR y
i 2 Z FP AL E PE (14 A& A AR J Ao O 4 A

(E2) .

221 R mE R K TR AT fims B R
7% T 1 (soluble fms-like tyrosine kinase-1, sFlt-1)

JEPEREHRIEENE™ . MK PPAR v
Y 22 3K 1] LURRAR 1L 2% VEGF R 7K, 38 i B
GCMI1 Kk, W55 G 7% 2 40 Mo A 5 1 X
Az sFI-1, (G A b 20 s B G OE B 0% 1 457 () sl
B i ZHGE sFI-1 8B BRI T, 456
PGP VEGF Fifia A4 FlF (placental growth
factor, PLGF ) , BH1EEAT1S PN B2 40 M 3% i 2 AR AH
AR, PG AR, JHAE AR A s, 5L
BRI IR O S sFIt-1 RER AL AN ST
PR, HE—BFRARAEAL T PPAR v 03k, ik
PE K&, {{iFH PPAR vy s BE e P sl 7R WM b
TERZ B R IIER , BEGE AL PPAR v,
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B$E B B GCMU [R] H2 G iR 28 AR 26 g
sFlt-1, AIEPEN 2§ (soluble endoglin, sEng )
Nz % -1 (endothelin-1, ET-1) , J}& PLGF 25451
F R0 i A UCARRAS . (R A A AR,
A BRI LA AR 185 1 S U (e 2
LAk, PPAR vy 9 7E fb J5 BEAE 2E N K2 41 s NO 175
i, m b JH B EF 4 4 AR K - 2, T NO
A R R, I NO AR A RS

AR KIS o 08 AT 3K A TR A L RO 17 iR
FALATAL, — FRbr, e S EURRun > .
PPAR 'y 3 b 5 Wi 46 455 ML 6T 246 AR 25 ML A T
iR Z2 PO B A 0, AR IE R L5 PN B2 2
DIREAN AT &F FARZS, A M T EE PE 224 (4 3 1L
FEA LR ARG R, anstha . IRILE AR
ZH . PGSR R T

ROS 1, ZRhifadif,
RACSNE, AT

Wit Rho/Rho i %
LA AARE. SOD |
caspase 9flicaspase 3 1

GCM1 | —sFlt-1 t

—_
psapka, | [NOGR LY
Bﬁﬁmmﬁizﬁm%ﬁ%H R R

ATR t, Angll IliL% ml%i?"%&%’
U

Bl 2 PPAR y 7T ETEA SR B9 1E A FAALH

222 T HE - m4E %5k & % 4 (renin-angiotensin-
aldosterone system, RAAS)  7£ 1F & & §& ',
BRI 25 5 TR O B R AE 25 R0 i B
[f) RAAS, LAJE 5K &7 #5104 E gk % 10
(angiotensin I , Ang 11 ) J& RAAS f) EER5 N Y)
Jt, HIjREZ£ H Ang 11 1 #1532 1& (angiotensin 11 type
1 receptor, ATIR ) %, 1E % & Uz " ATIR 3 3K
T AT AR 045X e BT B M, 0855
Ang I fTFHRERON * . RAAS K HAH A3 S 5
PE [ &GS VML, e LR & T,
PPAR vy ] LU ATIR B2k, Jfilid 2R ik
FEREARIMAE X Ang 1109 S PE . 2- F AR o — i
( 2-methoxyestradiol, 2-ME ) J2& M —BELEAR P Y
PG , S8Ry P A4 ( catechol-
O-methyltransferase, COMT ) H %t {L 1fij i, 2-ME
15 PPAR LRSS FFHALL, AT LA PPAR vy #1410
RN Ang T8 S 19 ATIR K By 1l 210
TEEYR T L AT iR . EEE PE B I3 2-ME 7K-F-
5G4 COMT i M 35 BEAIE, IHemis ILER, 75
SHILVERKZRY . GEAGSESHEYET 5

( regulator of G protein signaling 5, RGS5 ) 7t PE
HFE U A i 225k B 22 2R, S Eum
%t Ang I FEURAESRS '™ . PPAR v 7] L5 RGS5
Ja 8l F Bt 3 19 PPAR J i Jo 4 (PPRE) 454,
% RGSS5 ik, flifk Ang 1T -SAYE HIEE C 1Y
W, R R H S Ca’ T S A Kl T, AT
XA ER 4 LR 51 g B A g o
ok 3 10L& D) AE A I . PPAR vy fig B 4% 40 i
Ang T4 (Y A P9 2 S g SE AL A A 12
I 7E Ang 1T #5810 A 1 Angl~7 B9 ) 3 T 26 ik 4
0, VR R PEAEAR ' o (5 9 Ang Tt w]
DL PPAR v i, sl i vz & - 8 A K
M W f% PPAR v ', /)N PPARy X Ang 1T 1fil 45
ORI A/ . PPAR vy 35 % i 4 7 RAAS
HOCHERON R Ang 1T R ZE % PE REIR, 325
7 AE T REAR M A WA, DR B M e M . e,
RAAS I [7] B 81428 5 A JERopft 22 17 1 e ] ) g e,
ZT# PPAR v 2B S S 5 MR RAAS
IR DIRERE, B A A BT HGE
223 BwlEEALE % ARG REL KL
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AT RERE G 2 PE IR BTN RE AR 2Rk, Ak
IS 0 P R AR RS, PEOR RLAE RSSO
TEBASMET, B s S o F Rk R
e 28 4/ M A Ao 4 A Sl R 481k ) 05 AL il 1)
ik, HEINEA N R )E AR JEG-3 A ki
FEEL A, REAIR P e 2 iR K A< R B A (caspase)-9
il caspase -3 1EPE, i AR I FR 0 I AR 0
PN B2 41 b PPAR vy 2% 35 Bl 2k B, 2 9800 Rho/
Rho J{ B 50, FTHER RS, AL
ek Ang 1T 51 ) 1L P9 D) BERE A . Huang
285 B, W PE FB % G 35 v 43 B R T 3R
Jifd Rho Z J% GTP i} 3 (Rnd3 ) T, FHUE A
(reactive oxygen species, ROS ) =it £ . i1
WP B . ZeRi RO A B gH T, 350 Rnd3
Fak ik, WL PPAR y A /R, R #E PPAR
y-UCP2 428X, #ikk Rnd3 /i S HYLERAAT) ERERS .
PPAR vy HLA I/ AL B . PRI ERLIR T RE . B
IR TR T RE, FE 2 SCHk TP HiiE, PPAR vy
WA E BRI, X 4ER R ThE B E
-

Y LB, 4R e/ EE ] PPAR vy 4
SEPEFRE PR S e B 35 T o Y B ki e
B AR PEATIRMS T, PEBEREA N B2 T BE
B, I/ SR ARG, TR ALY MO A T
PR, BRI EL AN ORI R AT SNy, 4 AR
B TR AR R B v LA G
i PPAR vy [ RE f1, TEJ¥ PE B LW PPAR vy 1%
FIKSF-BH R R, I BT LLIFEIG PRI PE mifJLJE
EEFJLS AT M ™ . MRE, PPAR y1E
PE ZE MR # A4V Pt BRI 7, X PR
PPAR v A1 BCAGEYT PE BV FERbR . 76/ BT IR
5 B PPAR v REECGE IR #L M 45 fk, JFRERA
PR B AR AR R T B L A K AZ R By
WF5E %2 B A B F 100 T 4y il 0 3 R oo it D A
B R AR /N B, LA 400 10 57 2 TS R ok 6 1 5 3
AU s, Wi SR ILE K2R, Har
AEJR UG 4% PPAR y @i i | o BT I 2 (e
VEFR AT B oAk, HESE AN 0 37 2 AN A 1Y A
TRANME ; BCRCAR T LA A RN I A Bl T
A, SRS A . X ARG

FHZG 4845 PPAR vy 263k LSRR VAT PE .
G LA 32 B2 B BRI . Sk B I S 30 A% 371 i )
I R I AN, 75 2 o ) o ) (1 N 265 24 e ]
o LA PPAR vy WYIA i, $0H HAHE 7 o B AR
SR BERTR YT A

3 IFEFEZERET PPAR y IS L

SN BRI B 15 e W) B B A o A AR TR E
BEVER P TSR B S BE BR AR LIE R, PR
1S YWIFEIR B PPAR v IO 5 F RIEFHEAEH .
3.1 AREZWEES EALAY  TIZARAER N
TV Wy &0 78 — B R i S FLAR W 2 i s 1, figs
G BLBERE, A TR S AR iR A ) R
S2K " HIfR — (2- £33 ) BE (DEHP) J&—F
WL SRR I REe 2L /%), DEHP B4tk
i PPAR vy 45 il (415 5 0 1, 52 030 5% )2 A B 1) 43
b, SECIG £ R AR 1B 32 45 7Y, OF
IR SRR A S A0 R v, BRI R A,
i PPAR y/PTEN/Akt {5 B BRI G R &, RM
HIRIAEEET . 482 — IR B Z B CL T ( MEHP )
& DEHP WA WG YEAU Y 2 —, J2 0% PPAR v
P e SE AR CAAR, % PPAR y 5 spil PER I “U”
ARG HE S N RN, 38 3 5 i MAPK 3 i#% F1 hCG 1)
Oy, TN 7 2 A0 234 R 208 A
7", 38 1k PPAR y-MMPs 3l 5% 411 11 12 7% 40 fifd 4
N AR PE A KUK
32 HtbF gy —FITZNHTIER,
FHHADS NP B SRRy =&k
(triclosan, TCS ) W ELA & & &, 4 /] PPAR y
W BN 390 2 % B I AT LA TCS X AR B i 4345, ikt
ol TCS 51 i e 35 3 sl e AT e R . iR L
By RV T R AR T LG VA N B R — TS
(triphenyl phosphate, TPhP ) N HACIH =¥y 1E it
HEBUS, LIS PPAR v 1R Mo FRIGH M,
SWEMWEFL. TR A, (k40
AT, I PPAR v S HE Y A AR A8 M G ER H
KEFH R, BRSBTS, 175 S P 5 90 1 5 A 440 i
FT, A TR ], BESERAR S sk, R
AN [F i TPhP (1) % 5% #F gl & PPAR v &% 8
P, HE . R R R R A — A R A AT IR
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45 )7, T PPAR y £ H P iS5 A A BT Ef . 201
e i R ( perfluorooctane sulfonate, PFOS ) #% #%
fZe UGS AR R LR BT, s et
#3K PPAR vy 1] LUK PFOS 75 50820 ) HTRS/
SVneo FIJTEG-3 MG . TR, W/ RAE ",
ARG A =B H . JRIIRYS s / 255 .
PPAR v, K& 5 -1a ( hypoxia-inducible factor-
lo, HIF-1a) 7K°F TR, S8R LA KZBR™ .
B A0 0 55 2 5 s 5 MO0 2 Sk el R i A
PPARy HI i 115 iR % iz 25 1 63k, (MM i BRI o
o-6 Fll -3 SR IITER Y LB, 5 sh bkl 4 i 5 &7
SIS (SD) SR, SRMREIIRER 2,

PR 95 75 2% 2% 2 18 0 20U PPAR y B3R 0A B
PE, ST 2= A D RE A S B, R AR D2
iR IR A, S RIERONY, KILH
REEE., MR EMBILM AT, &miEiks
Jaio SR, AMEVEACCEY BB E IE R  SREE
AIBLEIT T — 2P AR R

Zi BJTIR, PPAR y 7EJIG & % S 23k n) RE
Z 5T 0 B A UR AR B 5 e Wy R I iR B 1R 1 &
AR AR, (HH A R ZHHLHRA AR I .
PPAR 'y 7E % sk il 5 s KV Ja el 22, DL RS TRl Pk
o G J3E P T AR X EC A AN ) e i o 5 i 48 v 3% 1k
FISEIR, AT g i 2R I R R IG SEE A sl g A
M5 EA RAEIRES R, IR = Efa® . &
AR R — DA G 3 1Y P Bl W BB A i PR A
A RV PPAR vy TE G & TR A oAk . HE5H
MIVEF oy 0L, 1 f# iR &h PPAR y X RE &S
PR RO PREE K iR LA SR w1z, 74t
R HA ] FH PPARYy 2538245 . B4 KU IE Al F
FELAMCGE IR BEIG S, ]y, A BB FIR YT i ik
PRV P BT 22 nT BRAY 7 1], DA TTITB e A iR o o
FBEAG R

TR A EE P WIAEAER R P
S 30k
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