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Inhibitory effects of TIMP-3 on endothelial cell proliferation
LI Shengwei, et al
(Department of Hepatobiliary Surgery, the Second Affiliated Hospital, Chongging Medical University)
[ Abstract ] Objective: To investigate the inhibitory effect of TIMP—3 on endothelial cell (EC) proliferation. Methods: The inhibition of
EC proliferation was analyzed by light microscopy, MTT, [’'H]-TdR up—take, and flow cytometry et al. Results: A concentration~dependent
and time—dependent proliferation inhibition and survival were demonstrated in the HUVEC incubated for 1~7days in the presence of
TIMP-3. The proliferation inhibition was shown as the lessened cell growth, decreased counting of mitotic cells. TIMP--3 could also aggra—
vate the increase of apoptotic cells and cell ratio in GY/M phase. Conclusion: TIMP-3 has significant inhibitory influence on EC prolifera-

tion, migration and can promote apoptosis of cells.
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1.2.3 MTT thEEME AR RS AR Bad ik
BB AE - PR AR BE N 1 x 10¥ml.5 x 10%ml. 1 x 10%ml.5 x
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PFEESRR , X ERAASUIM A TR BREEIESR 1 K2 R 3 KM
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HREAC, UL 1L 2,3, WO oA AT 4 &2, (1) AP HREEATEE 10 ~ 100ng/ml R FE R
AN AR, R EARREA TIMP-3 (A TIMP=3 % HUVEG A4 KA i (e L B
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B A Lot A A WE 5.6
23 AR S &
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24 TIMP-3 40068 240 5
B2 HUVEC BROMEFE BT R <100 016 FEABI BT 7% - 1T BR AL AR L L 28 50ng/ml

R TIVIP-3 REEREIRTES HUVEC S BB (%)

Time (d)
Group -
i 2 3 4 5 6 7

Control 8.23£1.07 9.23=1.28 11.570.86 10.32+1.10 9.81+£1.63 9.21x1.45 8.65£1.20

SOngfml TIMP=3 3.14+0.78% 406+1.15% 2.12+0.65% 2.23+0.98% 3.26+0.59* 4.180.87* 3.1120.64%

*: P<0.05 vs Control

F2OTIMP-3 3 HUVEC 4000 4 b 28 60 R0

Firne: ()
Group TIMP-3 (ng/nl) ——— —_— — —_— —
1 2 3 4
i 02410017 026220007 0.443+0.032 O oes007
1 0.23540.009 0.248:0.016 0.410+0,008 0.63720.038
10 0.20040,013% 0.1970,022* 0.32320.017% 0.480£0.014*
25 0.15520.008% 0.14020.015% 0.222:40.020% 0.3150.021%
50 0.126:0.015* 0.11020.012+ 0.17620.01 1+ 0.224:0,009*
100 0.088:0.008% 0.079:0,007% 0.108:0.013* 0.17320.015%

¥ P<0,05 vs Control
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ML M PIR T M EEBR KRN S L, W
AW R B, TIMP-3 1] LRI 384 B &1 4 40 i 19 3%
¥ ; W BakerHIUESE , & AT RA KK HP il - 48 L 40 i
FI¥EFE , 1B TIMP-3 Xof 40 Ml 9 A < 1 FA 7 72 40

£ 3 AFRERE TIMP-3 3 HUVEC HABaFHERE (%)

cells
Group n
Gy / G, S G,/ M apoptosis
Control 6 47.84+0.231 33.52+0.253 18.64+0.116 1.06+0.682
50ng/ml TIMP-3 (48h) 6 35.75+1.845% 30.4212.024 33.83+1.865* 3.04+1.479*
50ng/ml TIMP-3 (72h) 6 23.17+0.650* 29.08+0.725* 38.75+0.847* 5.65+0.663*

*; P<0.05 vs Control


http://www.cqvip.com

D000 http://www.cqvip.com|

BEERI K S5 2006 £ 31 &% 189 (Journal of Chongging Medical University 2006. Vol.31 No.1)

K RIEHAE

T TIMP-3 ZE B AP EEEM, AR
AR ME T TIMP-3 Xt HUVEC /ER M3
B R, R A, AR EE (10 ~ 100ng/ml ) )
TIMP-3 4b ¥ HUVEC J5 , 40 i 3% 3 B 2 A4 5 T8 390 il
YER . X AhE A 22 B B ) 700 B 1oy 0P 0 B 2t
£ : B TIMP-3 ¥R B8 = , 4 R B [a] <, 53 sl
YEF#REH B, 40 S 508 B 2 . TIMP-3 A fE
R AN EI N B AT RS . HE YR B0 H 40 A
SFRBE B R, A KRS, F
SR R ARE T IS EREE,

[@EF, FCM 41 A J&] S kil 25 SR 480K, & TIMP-3
4b#f5 HUVEC 7 DNA 5 BURTHI & DNA & 4
FfLBH B 3k, AR G/M HBAHpE I B T 2 &,
IR MF DNA A BUS 8 (G,) XA R R AE
ALE R (. 5 RIRRE pH (8 AL K 4 R 71
WA T ), A L3 (M) i se
BIARE , WERE A S ZAFE R AR F
IR & A, BT e 18 B AR A8
TIMP-3 FE R #J R MAE G £ G, K HU-
VEC, I G, A M 31 ; R {2 vk 4 Y
PR, TIMP-3 X PN K2 441 At J8) 4 ) L AAAE R AL o
Bt —S8T, & FRNR, TIMP-3 BA M N4
MUIE5E GERS (R RSN IR T, 2 A i A A
EA.

TIMPS f& MMPS )5 N IEEME H T, 24
Rk IR 4 B4 5% TIMP-1TIMP-2TIMP-3 1
TIMP-4, TIMPS #] 3 13 Xf MMPS #4310t 7 BH 1 241 ity
ANEESR ( Extracellular Matrix, ECM ) BIFREE , SEm0
HNE AR TR, R TIMP-3 XA HhiEw
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