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TGFB, , Bel-2 5 4F 4 8 25 10 FE 2 s B 22 4R ALV 1= B0 2% %

KA, MR B, TR A
(PHAFHBEZERHEFH, K 410011)

(HE] B . Ak EinmEEKnEimanemieR = & TCFR, 4= Bel-2 X5 4 it A = 4
(AR, T RABERM SR ERBA BRI F kKRR SRR EF B EAR A5 H (15
Bl ek G B 1S Bl FRMAMBZE ISHFRAPEE) P EF FaxrBmds 6, BA%EMRKL
S &k (SP k) KMl iS5 A K £ % 5 B TGFB, #= Bel-2 & & & & ik ; B R Bt A4 A% 35 B K 3% 4 45 B/
FH s o Rk AFiek (TUNEL ) el i AR LA R P A Emb A H U, AT AR, SR &
B R EERAKR S BREABERLAL P EAEMIA =R TCIB, A X W 23% &, ™ Bel-2 & & ¥
BRAK(H P<0.01), MmthmE , HRMSLEE FRANZEA FRONEL L BBA = F R
TCFR, KA 2 L St# 4, Bel-2 KX ETHAL(H P<0.01), TRAREEA . TRANEAZANE
KEWMBA T L AEFRL TGFR, ZEA X ;5 Bel-2 A X ZRAAEX(H P<0.05), FHRATHEEL. TR
A A4 E 40 TGFB, 5 Bel-2 A X 2 RAEKX(H P<0.05), i kP o ErBABAEMBATENE
&, TCFB, fe i 7~ B ta 6 & 1k 38 &, Bel-2 f2 i 7k & 20 it & ik B A%, TGFB, A= Bel-2 F 47 % 8 T b $ 8 4z
RN & R R R K &

[XR@EH] BERHNSLEAR; @RAT; HALELKBETR; Balnci/ ahBi-2 AR

[thES%EE] R714.246 [XXHA#RIDAEE] A [XEHS] 1672-7347(2007)05-0883-07

Bel-2, TGFB,, and apoptosis in placenta tissues in

patients with hypertensive disorder complicating pregnancy

ZHANG Li-juan, YANG Min, DING Yi-ling

( Department of Gynecology and Obstetrics , Second Xiangya Hospita ,
Central South University , Changsha 410011 , China )

Abstract; Objective To determine the apoptosis in placenta tissues of patients with hyperten-
sive disorder complicating pregnancy and its relationship with Bel-2, TGFB, , and to explore the eti-
ology of hypertensive disorder complicationg pregnancy. Methods Forty-five placenta samples were
obtained from pregnancies with hypertensive disorder ( 15 gestational hypertension, 15 mild pre-
eclampsia, and 15 severe preeclampsia) and 45 normal placenta tissues were enrolled from the third -
trimester pregnancies. Immunohistochemistry ( SP method ) was used to study the expression of Bel-2
and TGFB, in human trophoblasts. Terminal deoxynucleotidyl transferase-dUTP nick end-labeling
( TUNEL) was used to quantify the incidence of appoptosis in human trophoblasts. Results The ap-
optosis rate and TGFB, expression in hypertensive disorder complicating pregnancy group was higher

than that in the control group, but the Bcl-2 expression was significantly lower than the control group
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(all P, <0.01). With the aggravation of this illness, the apoptosis rate and TGF@, expression in

the gestational hypertension group, mild preeclampsia group, and severe preeclampsia tended to be

increasing , but the Bcl-2 expression was decreasing (P <0.001). The apoptosis of placenta villi

and TGFB, expression were positively correlated in the severe preeclampsia group and mild preeclamp-

sia group , but the apoptosis of placenta villi and Bcl-2 were negatively correlated (all P, <0.05).

TGFB, and Bel-2 expressions in the severe preeclampsia group and mild preeclampsia group were nega-

tively correlated ( P < 0.05). Conclusion

Apoptosis of the placental trophoblasts of pregnancies

with hypertensive disorder is evidently enhanced. The TGFB, expression increases and the Bel-2 ex-

pression decreases. The imbalance between TGFB, and Bcl-2 expression may induce the hypertensive

disorder.
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4T % 39 = 0 7% %% 9% ( hypertensive disorder com-
plicating pregnancy ) J& 4T ik 12 A B9 UL o AR 4
FE AT = A, A4 9.4% ~10.4% 1) 1H
KM T AR BE B G O 0D L TR B R, BE TS RO
7.5/10 J3, 2 ECH AR R BRI B8 T H B
I o A% i 2 U0 A A 52 4 b 1 LR IR e %
S AL, T A Ok BT 5€ B 5 iR A A0 T O T R
A5 AR ST N e 41 24k 2 O 3k (SP k)
S S8 W A IR R i B B8 Tl Y 9 SR 10O 3 A
IC % (TUNEL 3 ), X 45 4] 4 8% 191 & il F 2 i A8
ARG B 2H 2L b TGF-B, A Bel -2 1Y 3635 Al fiR &%
20 L JH T2 AR, WL 5E TGFB, #1 Bel -2 78 4F #% J9 & 1fn
s i B A T O T b AR R

1 ARSI

1.1 s R F A Wi 4 g R A O A B e R
W rE 8 A4 - A B 2004 42 4 J ~ 12 J ™ BHE B
IR R E IR 4140 90 B P A iR ) & i
PN G AR AL 2L 45 B (U R Y v i R 4L L R
B0 A0 B 4 TR R IR 414 15 ) IE X R
ARG E AL 2 45 Bl A SO 1112 W 53 4 A 1
PLES 6 RRCIE 7= BE 2% ) Z0pF 4 Uk 1A & 1l s 952 9% 0 12
Wiy 21 bR HED o W UR 00 S M R 4 1S B, 4F R
(29.13£1.21) %, Z2JH (37.79 £ 0. 49) J& ; TR i
W B 15 i, % (27.40£ 0. 68) %, 2 A
(37.73 +0.37) Ji 5 7 il #if 399 )& 40 15 i), 4F %
(27.79£0.60) %, 72 #(35.29 +0.71) Ji;E
HOoF B AH 45 ], AR (29.27 £ 1. 17 ) X, A JE]
(37.95+0.38) i, S AEFER 22 LK

Giit2E 22 5% (P >0.05) o 2% 413 HEBR B & PE = i
F B A O ot 78 5 9 B B 0 OB IR G L 28
TR M S 1 B i g PR R

1.2 #H 5 R A et N TGFB, H 5 47T 4
IeG (—Ht) WP A Bel-2 4 H Y 550 B B ik 1eG
(—¥t) Wy A 5 [F Santa Gruz A F], AW E b =41 T
VR 5 P IE 8 102 I3 VRV O il A i B
fit B9 &R TAE W (S-A/HRP) K ¥ 45 B DAB i 5
& A PR SN EEARA RS

1.3 SH7*

1.3.1 B# ERE T TFARGE RS G, T
v e DX (R A BRI R A ) | 3BE T 45 Ak
B X, BEEHEZ1.0ecmx1.0em x1.0 em,
DA AE BHER K o gk B 3R T IV, T 10% WY o [ E
24 ~48 h, HHLR N A

1.3.2 TGFB, & Bel-2 % ik # # | K 9%
HE = ok, RS EREYBikig. A
PBS Q8 — Ho /B M X B, © %0 BH M U0 R A B
Xf R, 2R F VIDAS-23 B & % 43 AN (1% 5 Zeiss
YNEIDES DI N - V=PI S/ C RN o
FOE B BEALERE 3 A A R0 ET, Dt L
G B, B A S HEAT R

1.3.3  wmjie A = & &4 SF JHl TUNEL 3,
0 g s R N i A EA I - N A
208 R TN . T T O TR AR B (iR
400 fi5 ) L EF R 34 1 000 /> 41 g 4 BH P 4 i
oo MABMAT R E S HER, WRLSHABT %,
1.4 %itzan i B SPSS11.0 %5 i1 43 M7 %k
o THRBER, RS AR K5, I A A A R
FH SNK-g K5 50 o R LLECR X" BB, 45 90045 b
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M &R A ELE T, K5 KM o« =0.05
(BE) o

2 £ R

2.1 BEZKE@MEATIAZERA T E -
20 A A% S T 0 SR S 5, A R B R I O 4
BT PR G A A B P T R B s (P <0.001)
FT-F 90 0.79% F10.38% , Fifi s 15 b & , 4F
O 397 15 I P 4 | O U R R AL O A R A
A TR 2 BT, L EH A 0. 65%
0.73% ,1.01% , £ 2 [6) P W5 LL &5, 22 S5 1 it 2%
FN(P<0.001) (£ 1,E1,2),

R ERME MEBRRERE TR LR
Table 1

Comparison of apoptosis rate in placenta tissues

of patients with hypertensive disorder complicating pregnancy

A noomies mees et PEF
CEURII IR 45 418 52446 52864 0.79%
TR R R 15 161 15722 15883 1.01?
e LR L 15 155 21080 21235 0.73¢

U R T 7 21 15 102 15654 15756 0.65%
Xf HRZH 45 187 48966 49153 0.38%

DHOWE, Q50 i, Q5DHE, Q501K O5DH
2,050, @5G W, ¥ P <0.001
2.2 TGFB,,Bel-2 iz 1 & o E R H M E AR L
kR Rk TGFB, Fl Bel-2 7E 4T % 1] & 1fiL
JEP R Rt A i B4k B 3R B2 h A &
ik, RGN TE UG 7 40 MR RN B B v, AR R
O O J99 e 0 9% i 20 0 B2 TGFB, 4% 3k B i 1
E(P <0.001), 7 Bel-2 &35 B] B AL (P <
0.001) . [56 95 1 in B, 4F 9% 30 5 I L O AT 0
FEAH O H D4 R A1 TGFB, ik & A
i Bel-2 FiE B TFRHEME (¥ P<0.001), 44
B PP I, 22 R A it # i L (P <0.001)
(%2,K3~5),

///%

B RS RPN R A B A A TR LR A
BRI o ML B 20 5 AL - G BIRIDT v I PR 45 A2 . T HID
WA BEAL ; A3 . T AT EERE L ;B X IR 2

Fig. 1 Comparison of apoptosis in placenta tissues of patients

T \\ \\\\\7

with hypertensive disorder complicating pregnancy A
Hypertensive disorder complicating pregnancy group; Al :
Gestational hypertension group; A2.: Mild preeclampsia

group; A3 Severe preeclampsia group; B: Control group

&2 TG, Al Bel-2 FEALURII M MBI E A (2 £5)
Table 2 TGFB, and Bel-2 expression in placenta tissues of

patients with hypertensive disorder complicating pregnancy (x +s)

2157 n TGFB, RIKWRIE  Bel-2 FikiR)
RIS M ERRA 45 1.27 £0.09® 0.43 £0.03P
ERLIEE 15 1.75 £0.14® 0.26 £0.04%

ERLCLIE S 15 1.2820.102  0.47 +0.039
SRR A i i 21 15 0.80+0.07% 0.61 +0.049
O] 45 0.590.05%  0.900.04%

DK, Q5B LK. Q5@ L, Q56LE. B 5D
B,OE5OILE, @5@HE, % P <0.001
2.3 TGFB, #» Bel-2 & i 5 o8 = 89 X %
25 YT O 0 e I 9 0 A B R B4 Y TGFB, 3% ik
SR E M TR 2 EARC, W Bel-2 ik
AT MM TR E MM (X 3), TCFB, &
Bel-2 55 i 8 9506 20 M 0 1 3 AH ¢ R 8 r A8 W L
WMEEH W R A A SR (P <

0.05) , T 7E 4F 3 1 5 1 1k 20 K 1F % 4 IR 41 Tt 48
HEEX(P>0.05)(£3),
2.4 TGFB, 5 Bel-2 #548 % H TGFB, 5 Bel-2

FIR B PO, I AT E B AL W AT AR
2H L UE R R I R A S OE R O R A L AH OC R B r
9k -0.529, -0.902, -0.003, -0.136, F
JHAT B PR AT R HME R r A5
T2 X (P <0.05) , 4F Uk HH & 1 e 41 J 0E & %
ﬁﬁéﬂﬂé?\%fro:%ﬁs&aX(P>0-05)o
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B2 E“ﬁfﬂi%ﬂtéﬂiﬂﬂ A: H“ﬂ@'ﬁ%l‘ﬂ fiXT,, \%TQE?FW: (x100);B: IE.%HAE@E%ﬂEQHJH’@(TUNEL x400) ; C: 4Lk
S0 1 B i 280 9 T4 ( TUNEL, % 400)

Fig.2 Apoptosis cell of placental villus A : Immunohistochemistry showing placental villus negative control( X 100) ; B: Apoptosis
cell of normal placental villus (TUNEL, x400); C. Apoptosis cell of placental villus in hypertensive disorder complicating
pregnancy (TUNEL, x400)

1.8 7
%3 TGFB, Ml Bel-2 B S5MHEEHMMBMT R 1.6
Table 3 Correlated analysis of TGFB, ,Bcl-2, 1‘2‘ 7
and apoptosis in placenta tissues K 10 a O Bel-2
TGFB, Bel2 R 08 ] B TGF-B,
Faxzi! . P i P E 0.6 =
=04 , a
T AT A 0.527  0.043 -0.536  0.039 02 2 ”
yd o

TR AR A 0.918  <0.001 -0.931 <0.001 U B Al A2 A3
SEURI G i 41 0.354  0.196 -0.219  0.434
X‘Tﬁﬁgﬁ 0.264 0.342 ~0.135 0.633 3 TGFBI ,BCI-Z Eﬁfﬁ%%m}iﬁﬁﬂﬁﬁ*%%ﬁ A

R SY s ML D 45 AL S g M s 415 A2 10
BRI AL 3 A3 T A EL AL B X0 2

Fig. 3 TGFB, and Bel-2 expression in placenta tissues of patients

with hypertensive disorder complicating pregnancy A

Hypertensive disorder complicating pregnancy group; Al .

Gestational hypertension group; A2: Mild preeclampsia

group; A3 Severe preeclampsia group; B: Control group

B4 e gULr ikl TOFR, fEMR BB R ML ( x100) AL IE .%HAE%Z% B G P o 1 iR A 98B C
?‘f_?rmﬁﬂ#ﬁ?fi% D T AR 406

Fig. 4 Immunohistochemistry showing TGFB, expression in placenta tissues ( x 100) A: TGFB, expression in normal placental vil-
lus; B: TGFB, expression in placenta tissues of patients with gestational hypertension ( x 100) ; C: TGFB, expression in pla-
centa tissues of patients with mild preeclampsia; D;TGFB, expression in placenta tissues of patients with severe preeclampsia
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5 B HLUMEATTERIN Bel-2 7ENR BRI A A 25k ( x 100)

JE T BT IR0 D T AT IR 2 E

Fig.5 Immunohistochemistry showing Bel-2 expression in placenta tissues ( x 100)

A TEWIGEEAE B IR S A AR5 €

A Bcl- 2 expression in normal placental villus;

B. Bcl-2 expression in placenta tissues of patients with gestational hypertension; C: Bcl-2 expression in placenta tissues of pa-

tients with mild preeclampsia; D: Bel-2 expression in placenta tissues of patients with severe preeclampsia

I

AR 0, R A B8 B R T G AN M % 3R A
Jift ( ctotrophoblast , CTB ) £ {4 %% 7 4 Jifi ( syncytioro-
pholast, STB) *' . CTB #5 £ 53 43 BK , & A #7 e ¢
20 M, B SR AN N R 2K RS R R STB . AT Uik 1
1 CTB B % H sl /b, i 52 F 92 |, 48 i A% 08 Ak ok 4
REWEWAMEE T &R0 M 4575 2 BT
Y —Fp 2 AL BGR A B S . UE T IR A AR
TR YR A5 A I 9] b & o BEOIR ST B iR A 41 4
M I A L ] 1E B 4 5 A8 4

O 4R 00 e L T Y K AR R RE S R TR
R7A K “REHEE R W] BE & 22 B B AR
A% 5] 4 2 1 52 AR R S BT B MR /S Bl ik A B
Pk R R, 6 A 0D, SR AN M sl Y
G T 5 B 23 1 22 TR B 40 5 B 6 AT B00% 5 Al iR iR
T BE S SZ AR AR R o Madali 25 f9 BF 55 9E 52 T
X — g, AT X G AR A R i T R O AR L AE K2
FI2 ( fetal growth restriction, FGR ) Z& 19 % 1F # 4T R B
Fp L ZLHB r 7 (ICAM-3) #E A7 e 2 4 U4k ¢
A TUNEL 3 40 Jfg 08 & 0 J5 & B, FGR 22 11
ICAM-3 4y €5 [ 1 (% 9k B8 240 O 250 5 76 i 2 A0 il i
EH R ESTIE® TR, & F 70 0
ICAM -3 Ze €5 1 P A obk E 240 % i 7 g % b i 3%

TRBIE IR A 2R, FOR 20 IR 45 0 T2 40 10 %5 1 4
OR2H o ICAM-3 e [H 4 1 ok 2 40 B 78 B 14 1
FRG L TE ¥4 ik, W] FGR A1 51 10 /8 & 1
AT A A A R O L T O A0 S S, R
WAL PE T R & AR, WOHE R " R E B -8
(caspase-8 ) , P 1M 3 1% N UiE 1Y caspase J¥, 0% , B ik —
AN G R S R S U T 2o AR M T 2
A BE TE G Uik e L TR B IR R R Y A BIL
FIAE Y 45 Jay v ke 5 F A T, AT AR GIE IS A 90 B
2 5% A0 M 2% T B A T S v Ok, DA E 2 19 W) i
A3 o e R R AT A . X BE S AE R ULET,
20 M 98 T AT RE 2 T BOAE Uk LR B B 2
o JIAN AR YR R I e A B U
A BN gk 2, HoIR A E E B B0, G SR A0
AT IR I A 3k W B, iR AL Tk il s SO A
[Fi] B 4 4 399 o L s 5 9 A8 3 1L vh — SR AL L (NO) |
R IR 2R (PGL) (e i 38R A 1 TR 1~ | i O 48 [A
T (INF) | H A 3R P BR 55 I 0 5 A1~ 1
|8ty v B R TR el o e o 7 1
A R I, O AR IR TR 4, R E /) B ik
SRYER AR IR FE LA LT iz B i A I AR, iR A BRI
A, DA TET 51 R e A A0 M T s ke T R
200 M R T R G R A R O T 5 i P O R 3 3
R S S S B i 2R 1T

AR S S5 R W R I W A R iR 2 S A Uk 2
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iR A TR S B A EM R T ML,
A 0 00 L S 20 20 O T R 3 T OE
HRZH AR TR AN M R % R 2 A0 M (A Ak
VAR A E ), b i IR P R 2 S RN ] R 4
Mo L BE % G R 9 5 I T 5 % 0 5 n I, R 4k 2
2R e O I @ SRR s 7
e A 5 7 RE U T 4 0 30 3 0L N AR R T A 2
LS AT ¥ 20 M O TR 1 22 A T AR BE B 4
L T A O B LS e A R PR R R
R QIR

FALE K T B (TGFB) Fk & — 2 25 #y 4 56
EAMS —BAEKZHK, 22406143 MiER
(TGFB,;) , Hrf TGFB, J& Hi e A& Py iy 32 28 3.
TGFB i i 15 40 My % - ) TCFR 5% & ( TGF-BR ) &5
B, VA 6L A0 M B A Ak T A A R R
IS B O T N LE B A RS S
TGF-B RE 0% 10 ) o 47 | Fli . 8 %6 65 AT B4 | op
s R R A1 A K A 2R A Ak 5
T VA Y2 R B R R B, 4 b R A R A
R T e O R = R Bu g o s S
FI L TGER 5 3 A2 1 4 [ 2% 3k T i 48 it 1t 40
0 28 76 % 5% 2 A0 L, 4B I D9 B A0 L A D
BRIk, RSSOk U0 T A0 R 4 L LA £ b
B R A IR RE ) R R E L TR
U 0 0 e L G L TR L BT N AR K % R A R L
RIEA K, Shaarawy 2 #5907 BE A 1 3¢ TGFB,
KV, BB AE TR A0 B I R AL R A Y g 2
WL O 0 A LT LR R K R L ZE B 4 B
Vo AR T 5 LA W) &, SO S, I & B A i 3%
TGFR, {E XAl 11 4F Ui B /& 1l He 5 9% 1) 7™ B 72 B2 A
L2 J $A SCRE . Schilling 451 BF 58 & B,
TGF & R ¢ H 52 1K 35 1 78 g & & 1K 70 40 ff % 57
2 BB RSB AN R I A Rk, A
25 . Fe W], TGFB, 15 4 Uk 399 /25 100 J5 95 99 4L J% felt e
2 Y B9 I 8 98 76 i 7 U2 0 M N R N B b g o
Ko MIHERE S TEE, BEWEINE, TCFR, £ ik
T i 35 95 6 20 M0 0 T R B WA R (P < 0.001)
H. TGFB, % ik 5 16 £ 40 F 40 I U8 1= % 2 1E A %
HE— 4 Uk B TGFB, 5 4 Uk 399 i 1ML JR 956 5 B 43k 30 37
J2 40 M T DR 56 o SR T Lyall 077G 0 4F 9% 30
5 I TR % 9 L FGR | 1F 3 4T UR I # TGFB, M| & 3,
TGFB, M I 76 & 4L UF IR v 2 6 B % 2% 5, R
TGFB, 7 4 1% 391 & 1ML 1K % 5 Fl FGR 55 Bl 2k F o £
Tt o DR, TGFB, 78 I 4R 1 85 1M JR 952 95 % 9 #L

il b BT B A A i — 2B DF T .

Bel-2 FE A RI B 40 JH0 ok 29/ 1 1M -2 Bk A
( B-cell lymphoma/leukemia 2 ) , & M A & 19 4 Ik B2
A e (145 18) Y 0 f S A 1Y W 28 5000 AL v B 7
B, FER S AL, Bel-2 IE# E 2 (18921 ) £
RGO T 14932 19 %2 3R 8 5 A I 51 /Y
A7 E, DTS BOAE Ik 2 933 A O o 2 B DAY B SR
T DL S 24 kD Bel-2 5 H#Y i JE Rk, Bel-2 BL A
TEVFZ MR A B "2 £iK . Bel-2 K5 W5 (]
M RIRF M, MR AERK KT RE REZEZEN.
Axt-Fliedner %™ fff ¢ T 1E 4 &L H A28 i £ 4140
Bel-2 By 53 & Ar, K BLHT I 128 H Bel-2 )7z &
IRTES UK 40 M 12 77 240 M I 3% eb i 40 i 3% 5 40
AT Jo 48 i Y 4 i Gt o 0 /b, AAR 0 1 A E
H Bel-2 (RIKTCE 7. WA BT T E B
Bel-2 A B8 2 A & 1% % 40 M0 o T R0 4 i i 4 2h g
i B B2 9 A K . Aban S5 40 41 44K 2 1K
F 5 4 Wi 91 e i s < i iR A % B, R AT 9T 4H
Bel-2 3R 80T W 4T Ok 2 0 % T B, HLUA 48 A,
20 MO FE T B s BE T AR (M30) | caspase-3 76 il il
W FRBEE W IR B, R IR S
L 5 95 0% 3% J2 40 M A 0 12 BE Bel -2 /Y T T Y
% . [AkE, Ishihara 257" {9 BF 55 th 32 W1 T8 T AT
WA 2R G 1A% 37 A MO T 4R R S T O R U IR
Mo ALY S5 R W TE G R 0 I e A
P M BB 2 H A Bel-2 £ik, FH
I8 TE 5 37 40 M M R R 0 B TP o R RS R R
W 2 98 AEC , Bt % N EE Bel -2 SRGE RN B, H
¥ T ) R AR T AT U2 R A Bel -2 R R R
K5 RSB AN T AR R ARG, R W] Bel-2 2
550 R B e L TR R 0 iR B % 5 2 A0 T R R
Ao B A BESE B Bel -2 7E 4T UR 39 a0 Hs 9
IIE 4 O 4L ) 3R AT 22

AL 45 R S W T A Y R AL T R
B2 FE A TGFB, Fifi Bel-2 By 3 35 ek 20 17 22 38 14 &5,
BRGNS AR, Ul B 2 (8] AT BE E A 5 A AL
EAEH o 3 4b, 79 A0 A AR A
JE RSB 155 TCFR, KK L EMHK KR,
5 Bel-2 KR GAHIC K AR, T 76 15 X 120
FIAE 4R 99 =i I TR 2H A9 A OGP TE gt i g R L, XAl
A TR U IR A Y 3 B R T A A O T Y
IR B AR Sy T B A T B, i A ik
I B4 B S T IZ BEAE IR A A TR ™ AR
RET B8 T 4000 08 /g P AD IR 3 R 42 (e %
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