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ABSTRACT Opbjective: To investigate the effect of testosterone on inflammatory factor PAPP-A in endothelial cells. Methods:
HUVECs were treated with TNF-a for 16h and then with an addition of testosterone or not. PAPP-A mRNA were assessed by RT-PCR.
Results: The pro-inflammatory cytokines, tumor necrosis factor (TNF)-a, stimulated PAPP-A mRNA expression in HUVEC, and over
time the expression increased. Maximal PAPP-A mRNA level is achieved at 16 h stimulated by TNF-a. Testosterone at a concentration
of 1x 10® mol/l was effectively inhibit PAPP-A mRNA expression stimulated by TNF-a. Conclusion: TNF-a stimulate PAPP-A mRNA
high expression, Androgen can inhibit this function.
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Fig.1 The level of PAPP-A mRNA in HUVECs which were stimulated with TNF-o ( 100ng/ml ) for different times: A: 1 means 24 h group, 2 means 16 h

group, 3 means 8h group, 4 means 4 h group, 5 means 2 h group, 6 means control group. : B: *: P<0.05 compared with the control
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Fig.2 The effect of testosterone on PAPP-A mRNA in HUVECs which were stimulated with TNF-a
A: 1 HEEA,2 H TNF-o+ 28,3 5 TNF-o 4,4 4 TNF-o H,M H Marker, B:* 5S=AXMRALLE,P<0.01, # 5 TNF-o HELE,P<
0.01, ASZ=AXRALLE,P>0.05

A:1 means testosterone group, 2 means TNF-a and testosterone , 3 means TNF-a group, 4 means control group, M means Marker. B: *: P<0.05

compared with the control. #:P<0.01 compared with the cells stimulated with TNF-q for 16h. A : P> 0.05 compared with the control

/) LDL-C M TAIJE BT ER AN, ek i 4878 LA B % il 48
P BT A A3 5 AR T, 5 LT WM 52 R 7, AU S S S E o
2R AENEAS T, 5 R BEUUR AR 2L, 75 AS (i Jre ol
eH EZ AR M Bt ok R A AR R AT i
PAPP-A %f IGFBP-4 [ ffE F , DT i — 25 34 58 FLAIE 33 30 ik
SRRERE AL B A R T () HE W2V FETS, IRSMIFSEUE R, PAPP-A 2
PER AN F TNF-o 1 IL-18 A ELEETT ,NF-k B &2 19 3%
T RAE R FF TNF-o Hil IL-18 i 50 PAPP-A LK #3AH1 L
BBV 1Y A5 S5 il R,

TATIR AT SR 2R B PR CAS Rt , B
M B HATE S — NS A e O G B 2R, TR A AR 1
K, BB MR FE BT REAL, ARSEEAKCT 5 Wk R 5ok
WA O, S A, SRR B Z SR S K A SRS T R A A ST FE
BRI, SR 52 U0 BTN A, WFoT Kk B B 3R 32 AR R AT
FE2IUM FRANAE N Z A0, AR T AL GO AL FE S
Rk, B, R 5.0 M RGER BV R - BEHLI ST
GEUETL 5T S ke s 55 1B S2 A0 72 v 7 % O UL A DR 47 1
FHUS, Yang %5 AUEHA 9 RE 40 R 7 5 T i S50 S2 R K SFA O
HFHY 524 B s opreafea 3¢ U, (5B s
£ RITH AS = Z BT .

AL RN, #ERET HUVEC JL T AKX
PAPP-A mRNA, R ¥:{EH Al & PAPP-A =335, HREE FIK
Hb ] B ZE K, PAPP-A mRNA k7 2.4.8.16 .24 /NH #4748
JiT, TNF-o YEFH 2 /NG PAPP-A ) mRNA F3kHA W34 0, Bl
J5 ,7F TNF-a /EFH 16 /it PAPP-A mRNA 3Kk g6, AW
9% B ITE TNF-o YEF] T~ PAPP-A mRNA H47i1, #8275 PAPP-A
TEEE K EZ R e B B R, Wi — Pl T
PAPP-A FHRAEFIAHIENE . HETAAE KX PAPP-A 3K (11
BRI ERE . AT AT A M p B s h R 3,
TNF-o %00 PAPP-A [ 363k % 2 i NF-«B i B SC B,
NF-«B il 7] BAY11-7082 GERHMWT TNF-o Jrifs3: 9 A 4F
A4 PAPP-A mRNA I 1Y 2 2352, (HE /D> TNF-o 5%

Wi PN B 2R3 PAPP-A HILI RIS B4R IE o

WHT T, A WFTE s, SRR sk = 5 T K A 2 R G
S AN TR AR O L, i i 5 A A o KRGE A SR 4G
e, MR AT LA P B 4 Y PAPP-A mRNA 1385k , W] 4
WP 5 2% TR PN B AR ARG SEAE S o ELIE AR SR G T R 7K
V-5 SE NI TR o A SRR, e D RE A
T A P SE BN — R R, LY P RAE AR CRP,
IL-6 IL-8 45 /K V-5 g, 11 S (4 4 FEIRYT 7T FREAIR 2 28 SR AE [
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