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Expression of Human {3 Defensin-2 in Eutopic and Ectopic Endometrium
of Women with Endometriosis
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(Department of Obstetrics and Gynecology, The First Affiliated Hospital of Sun Yat-sen University, Guangzhou 510089, China)

Abstract; [Objective] To investigate the expression of human [3 defensin-2 (hBD-2) in the eutopic -and ectopic endometrium
of women with ovarian endometriosis and explore the role of hBD-2 in the pa‘thogenesis of endometriosis. [ Methods] Twenty-five
women with ovarian endometriosis and 25 controls were studied. Expression of hBD-2 was investigated quantitatively using real-time
PCR and in-situ hybridization. Expression of hBD-2 was compared in the eutopic and ectopic endometrium of different clinical
stage. [Results] hBD-2 gene expression was significantly st.ronger in the ectopic endometrium group than that in the eutopic
endometrium group and the control group (P < 0.05), but there were no significant difference between the control group and the
eutopic endometrium group. In the ectopic endometrium group, hBD-2 expression in the first stage and second stage were obviously
stronger than that in the third stage and forth stage (P < 0.05), respectively. [Conclusion] Up-regulated expression of hBD-2
might play a pathogenic role in the formation of endometriosis.
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1.3.1 ZM%XZEETPCR % WAL HRAF
Fo P9 I 4 IR B mRNA, RS2t 98 6 2 B
PCR 78460 hBD-2 f) mRNA Feik, LI
B8 RNA 2 BURXH Trizol (3&[E Invitrogen /A & ;=
d ) LA FHET , W5 A cDNA 8 FH i % ¢
fif MMLV . RNA B30 155 % 3£ [E Promega 2 H] =
i, THEE R ABI 9700PCR 1Y (35 ABI/AF),

BVE S R4, PCR 51 %K Primer

express 2.0 BT, ABI 3900 & /& @ & DNA
B AL (EE ABL AR )& R, 8 B WEhE B (B-

© actin) ANZSHREEE , B p R E (hBD-2) NS R

EREB YR LA T &8, hBD-2 T304 . Biff
2% .5 - TGGTGGTATAGGCGATCCTGTT-3', T
31¥.5'-GGAGACCACAGGTGCCAATT-3' , #4t .5/
“-TGGTGGTATAGGCGATCCTGTT-3" ;B-actin JF 3
. WS .5 -GCATGGGTCAGAAGGATTCCT-
37, TR 4 .5 -TCGTCCCAGTTGGTGACGAT-3
#R&t . 5'-CCTCACCCTGAAGTACCCCATCGAGC-3
WS BRI cDNA & BURE 5 L, #RUHIA
S 10 pL (BRI AN 2 mmol/L MgCl,,
10 mmol/L Tris-HCI (pH8.0) , 50 mmol/L KCl) .10
mmol/L =R EMZH (ANTPs) 1 pL.10 pmol/pL
WS F 1 wL. 10 pmol/uL FH##5I4 R 1 pL.
3 U/pL it #% DNA R A0 (Taq BF) 1 pL, AT
ZREEBEBEM-30 wL H0 (ZEK), B
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2 A3 J6E B PCR AV (EE ABIAH)), ¥4
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LA B Bh T B A R e hlin T £ &I
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LB R EE NS R B HERR
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FO 0 PR UGB 4534647 . hBD-2 JRA7 2438 K R ) &
B RIUE LAY TRERAF, WR45% DAB
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BT 4SO 2 200 0 P9 2438 P= 4 R, BT (E
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(x+ ) FEATHEIR , R LR AR ¢ K36, AH G S0 A
K F Pearson #H3¢ ; AN J& IE 254945 B % F AP 3%
(oA, b 053 Ar80) BEATRE AR , 48 18] HLB )
SR BRI , #2653 #7 R F Spearman AH3<, 1T
BB LR @ M3, hBD-2 Ay IR B =
KRB H I, & 2 (B &I R4 )
M2 A GRS, W — 25 AT PO L3 s 25
TeGeit= 5 50, WA HL R
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2.1 hBD-2 mRNA I B-actin BIKR/E #2525 )

Real-time PCR H hBD-2 mRNA #1 B-actin A9

PREY B 2R | Ao 2k B AR A B R AR
i 2 B L 1,
2.2 HHEMNEHAL T hBD-2 mRNA BIRIE
W& H L hBD-2 () mRNA FikKEHEAT
P, S PN IR ZE BA B T 6 P9 B 2E RN X R
H, ZFYAGI 2R (P < 0.05) , AN IEA
FIXTHRZH LA, 2R GRS (P > 0.05), UL
#1,
W Kot FR 2L R 7 PR I £ 8 7 0 AN o i
B N BEZH 21 hBD-2 ) mRNA 235 K 4351 i
THWNILE , ZRHTHEITHE (P > 0.05);
5] if O B SEAT L) L 3, 22 R TEGITFE XL
(P>0.05,%1),
2.3 FHEMNFEHALRAP hBD-2 FEA LTSGR |
JEL{SE 4 38 45 3 B 77 hBD-2 78 {UAF 48 F 40 j

F1 ZEMEEL P hBD-2 mRNA RiLZEHI LR
Table 1 Expression of hBD-2 in the endometrium

of all groups  median(lower quartile ~ upper quartile)

Groups Cases hBD-2
Control group 25 0.0034(0.0025 ~ 0.0424)Y
Proliferative phase 14 0.0025(0.0012 ~ 0.0356)"
Secretory phase 11 0.0035(0.0009 ~ 0.0415)Y

0.0343(0.0025 ~ 2.0326)"
0.0289(0.0010 ~ 1.5687)"
0.0567(0.0025 ~ 2.4582)"
0.3684(0.0109 ~ 18.4807)

Eutopic endometrium group 25
Proliferative phase 15
Secretory phase 10
Ectopic endometrium group 25

. 1) Compared with ectopic endometrium group, P < 0.05,

HEN , TE 2 B R S A0 R R Bt R L PR 6,
BRBT AN -, Hsas
I 40 0 RV 90 4 4 e 4 LR A D B R 2
P AR RO 6 (8 2), BTG 7E
ASL P P K R 4 ) P RS 2E 4 R 8 H TR ) AR
BRI, H M X A E R EE A (B4 518 :1.87
+0.10.,0.58 + 0.08 1 0.42 + 0.05, JF454H AL
hBD-2 MM BEHEAT LB, BN B
FHEMNBEHATNBL, ZRMEHRITEENL
(P <0.05), MFENLNBEH AN RRA L, =57
TGITFEE L (P> 0.05),

2.4  FEMLFNSALI N PELA L B hBD-2 mRNA K lG
R4 B gk

PR W S R TR 1985 EREAEF ¥
3 (AFS) 42 H B MBI T8 P B S0 5 4 B v it
frovi ¥ T ~IVE, HAo T4 41, TTH 5 41,
M 11 4], IV 5 6,

W5 8- ) 1 S N BEZH 20 hBD-2 B9 mRNA
FRRNKEHATHE, K18 T80 R0 E S
TIHMINH, 27 HE ¥R L (P < 0.05),
(B2 T 305 T390, I35 IV 353 2 16 455 B 1 s
EFRIGIFRE XL (P > 0.05), PLEFE IR 5
BT S0 I BEH hBD-2 9 mRNA 323k 7K E3F
REEZ 3w, T #9401 3988 8 T 0 39 A IV 31
(£2),

W & B 5 B 5 AL N B 44 41 hBD-2 Y
mRNA kKT LA LE, ZRESEHHE
(P> 0.05), ULBAFENLF B MAEA L+ hBD-2
B9 mRNA 23K 7K 375 [ 2 1 B 3A 51 /6 25 4k i

BUE (£2),
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B 1 hBD-2 mRNA F0 B-actin H R ph 2k B
Fig.1 Standard curve of hBD-2 mRNA and -actin
A standard amplification curve of hBD-2; B: linear regression of standard amplification of hBD-2; C: sample amplification curve of hBD-2;

D: standard amplification curve of B-actin; E: linear regression of standard amplification of B-actin F: sample amplification curve of B-actin

2 ZHEHBENREALAFE HBD-2 HRIARR

Fig.2 The expressions of hBD-2 in ectopic endometrium of three groups

Brown particle can be seen in cytoplasm of endothelial cell. In situ hybridization x 400

A Control group; B: eutopic endometrium group; C: ectopic endometrium group

%2 EMS FEIGFRSBRFEMMNSZAAEEAL B hBD-2 B mRNA RixKF

Table 2 Expression of hBD-2 in the eutopic and ectopic endometrium of different clinical stage

’ median (lower quartile ~ upper quartile)

Groups Cases Ectopic endometrium group . Eutopic endometrium group
Stage [ 4 ‘ 5.879(0.138~16.775)":2 0.025(0.003~0.170)
Stage II 5 11.600(0.150~23.200) V2 0.167(0.062~26.458)
Stage Il 11 0.312(0.044~1.048) 0.020(0.005~0.091)
Stage IV 5 0.158(0.018~1.621) 0.014(0.003~1.046)

1) Compared with stage Il , P < 0.05 ; 2) Compared with stage IV, P < 0.05

P, EAEEFRELT, PSRRI 537 25
3 34 #® %, T U0 ST SRR AR R H I T B
L T E RSN RN AL

PSS AT 45 S B R AT 4R B4R L THE HE A R R AR V6 SR AR (000,
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3.1 A B BHHEIZE 2 FE Lok A sEE T BB EEE A

ANFEH B 5% 7 50 B A S5 HEAE 2P 1
HZEMAR, B, ARPURE G B SR REH
FERS, RAEREI R E R TR EZE ST
IR, B — D R E T H R RERIE, B
R—IREA T IEPMAE Y M S S 2K,
RRBBBWEBENTR, BTREETIERRK
%, A [3 B 41 2 (human B defensin, hBD) %2 B 1
REWGEHF R —Fh, B Rk BhE  SOE 45 T R 20
FEAE A TERE EAR S IR R EALE 14 L
RIS A PER R (angaTE . RIEGHIE AT
EVREBHFE—TELFBERE , hBD-2 J& Harder"M/E
1997 L e RIM — A5 41 NEFERBEEER A

BT, B 64 DEIEBRETAE B WL AR P

LB HKEYIE N i 23 A& ZER A 58 5 AR ™
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AR AN L B R T vE R , T LR AT
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AR AR BRIk , TR B ) | R A 40 R
TL-1B . IL-6 Il TNF-o 25413 R 97524 BEaRA
It B, B 4E SCERIRE S hBD-2 AAE FIEH 1Y
AT E AR AR FE NEHL, Xk
PRI HREIR hBD-2 74+ IF 8 A= FEIE BPRY 5 B 18 &
G R NIIERRE . T8 £ RARPURGHLH H EE E
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H A S hBD-2 BYFRIE, AR 4 Rdit—2
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Fik , 5 bR EAMSCER I HRGE A — 26,
3.2 hBD-2 ERNRIEFHIEAR

AR THESLTEIE R 78 WA R PFAE
hBD-2 B FIRI, & BFE N FIE B E TE
AV PR R 534S PR R 21 35 R ASHI 1) hBD-2 B9 3%
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IR 15 T E s FIMN, xRS
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S PR SUT hBD-2 B3R F KT B R T
oA (AT ) o AR , PSR R

ST LR & A B A, AR TE R Sz 1 3
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PR 21 H hBD-2 13 (R 338t R IE B 5 I
—FE WG Lk A &R RIS A

B, W%t B 4RPUE K hBD-2 7E N FIETE
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