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PPAR-y HEhFR KR A OB G MEF LS eNOS RiLFiE
T %, F E.H F.¥5 X LELE I L (T PRER MR 45— BE B0 A AL, # PR 400016)

# E. HMY W58 PPAR-y #sh57 2 k& 51 B %K %0 WURESE (acute myocardial infarction, AMI) J& IfiL 45 58 4= K N
Jz #— S8 Ak & A W (endothelial nitric oxide synthase, eNOS) KRR, Jiik @A SD KR 60 5, FBEYLET
FIEIT BT AR XA AR GIEALE B &SI + L-NAME(NOS i3] ) 21 \L-NAME 41, 5520 12 2, 453 KR EUEIR 3
ok 72 Wi R S ST AR O U SE Sh W B, JE B 45T B A SR (3 mg - kg™ - A1) 2 JE, [l IE I N 1 B 45 T L-NAME
(40 mg - kg™~ d™")2 JH . KIS SE B B X CD31 PR S i A5 %5 LA Western blot B RT-PCR il ik ifi. [X 22 R
Wil ik N Bz 78— 4 fb & &l ( phosphorylized endothelial nitric oxide synthase at Ser'” | p-eNOS Ser'"”” ) 2 |- % eNOS mRNA (7
Rik, R O5X A AL, P A% 5B 4.0 WUAESE J5 CD31 FHPE G (4 ifn 48 45 35 3% i (P < 0.05) , 1 NOS 417 il 51
L-NAME W0 7 % 4% 5 B (13X —4E . @RS EZE eNOS mRNA 335 55 % A Lb 4528 S T ge 12438 L (P >0.05) , 1
p-eNOS Ser'" /K- E T (P <0.05) . 51 WHHI IR AR 1k A B A20E o WU BE I i 48 7 2 , LML AT 45 L4
3k eNOS mR R AL , WIS N B2 T P — 48 AL & (endothelium-derived nitric oxide , EDNO) & i3 hinh 3¢

KRR ok ARG T W) A2 Ay 5 A O WUREBE ; 13502 s R R — AL AL il

i Eix49ES . R364.33;R542.22;R972 XHRARIRED . A

PPAR-vy agonist improves myocardial angiogenesis by regulating eNOS expression

after acute myocardial infarction in rats

HE Quan, LEI Han, LIU Qing, QIN Shu, MA Kang-Hua, WANG Hui (Department of Cardiology, First Affiliated Hospital ,
Chongqing Medical University, Chongqing 400016, China)

Abstract; Objective To investigate the effects of rosiglitazone, one of the PPAR-y agonist, on angiogen-
esis and eNOS expression after experimental myocardial infarction (MI) in rats. Methods Totally 60 healthy
adult SD rats were randomly and equally divided into 5 groups, sham operation group, control group, rosiglita-
zone group, rosiglitazone plus L-NAME (inhibitor of NOS) group and L-NAME group. Left anterior descending
coronary was undergone permanent occlusion to establish the MI model. Rosiglitazone (3 mg + kg™« d™") was
administered via oral gavage, and L-NAME was given by intraperitoneal injection. In 2 weeks after the corre-
sponding treatment, the rats were sacrificed and the heart was removed. The number of microvessels positive to
CD31 in the ischemic area near the infarction myocardium was counted. Western blot analysis and RT-PCR was
carried out for the expressions of phosphorylized endothelial nitric oxide synthase at Ser''”” (p-eNOS Ser''””) and
eNOS mRNA. Results (1DCompared with the control group, the number of CD31 positive microvessels was
significantly larger in rosiglitazone group (P <0.05), but L-NAME aborted the angiogenic effect of rosiglita-
zone. (2) The expression of eNOS mRNA in rosiglitazone group was not improved significantly compared with
that in control group (P >0.05), whereas levels of p-eNOSS'”" protein were significantly increased by rosigli-
tazone (P <0.05). Conclusion Rosiglitazone can improve myocardial angiogenesis after AMI. The angiogen-
ic effect of rosiglitazone is associated with increased phosphorylation of eNOS, and finally increases release of
endothelium-derived nitric oxide (EDNO) after AMI in rats.
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BRI o S D Y T 1 00 B A (angiogenesis )
& H TS R 22—, T IS A B2 2B PR 7 (vascu-
lar endothelial growth factor, VEGF) FH T I N Kz R 1
—& fb A& ( endothelium-derived nitric oxide, EDNO) £
ST [ ) A e SR T B SR 2 — o WEMAR ST B
(thiazolidinediones, TZDs) K254 &4 Bk o & 4k ¥
FEAA 3 51 ) 18500 7 /K-y ( peroxisome proliferators-activa-
ted receptors-y, PPAR-vy) a3, A5 2 B R
o B IR B ZRARDT , 1T HLAE 22 O 1 A 1 S A
U R ARG W B ST R, PPAR-y i
BN EA L N R B — S AL A G T (endothelial nitric
oxide synthase, eNOS ) =48 £ 1) EDNO, 3 5 N 2 40
MRS TG PR SR . B PPAR-y I3 7 J2: 75 12
e WA B AR, AT I — 24t . BT LD A5
W€ PPAR-y L E057) 2 46 51 %k K B2k U BE 5
O LB A5 0 A PR S I A 0 ke o X 22 2R s
bW K B — & 4k & & i ( phosphorylized endothelial
nitric oxide synthase at Ser''”” | p-eNOS Ser''”) Fl eNOS
mRNA £k, IRBTE A& FIE T eNOS ik (145

1 #RETE

1.1 ZERXANEARH &
B SR H AR 2501, S Pt B CD31 ,p-eNOS . B-actin
HUARIA A 3 [ Sigma A w] , FaRE 20 4k H RT-PCR R £ [ 2
DU B YRR R H L-NAME Sk 434
1.2 SEEshh R4

TR T HRAE SD KRB 60 H,8 ~ 12 JEii%, W A H R R
REFSLE Y O, BT 250 ~ 350 g, MEREAS ), BENLEL 7 3=
AT A IRFEARL B AEFIERL X HRZH | L-NAME ( NOS il 51 )
4 B HFNE + L-NAME 41,440 12 H . BAKF I K 2 4% 5
+ L-NAME 2K TR B 4 T2 R 51 3 mg - kg™ - d ™',
2 J7, LL10% — H FFH ( dimethyl sulfoxide, DMSO) iy &
0, A B ER KR R, A UL T 45 DMSO Je A #i K,
L-NAME 21 K& B 4% 51 + L-NAME 20 i Jis P9 vE 144 T — S 4L A&
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1.3 WO IUAR LA A 2 55

R A 4 A0 Ay 4 2 3l 5 2o O LA B8 3l A A
BORBULA 3. 5% 7K 45 G818 300 me/ kg MR M oAV SRR e, A8 47
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S 2 ml/100 g, Wi B AL 205 3 ~ 4 B VIO M ks o 2R 2R 0
JE, TSR B IKET e S P B DL 6-0 BRI 4 SR FAHEIK T,
W RERCAS 25 FL A AML TR, 253150 WLAR Ry 15 1 EL sl
5514 B 30 min J5.0 HL B S EK ST Bt E KT 0.2 mV 42
IREEHA L BFARL RS T L AL 4L,

1.4 /g % E a9 #em

5252 FIRASER R, A E . LL4% PR E , 2,
EELK , AL o g RO R A AT 3 2 X ) 1F & 20 2R )
YIBLOCIMAHAY R 5 3k (W )8 4 um) , 1 5K T HE 3464,
J3 4 3K CD31 B PR T s Uk r e 6, efair ik s
HEUERA A3 AT . 10% W RE 1152 ,2% MG BT 2 h, T 5 (b R
CD31 ik, 1:200)4 CIH R ; Mot (LYW RS DR
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R B IRLUH R & I 2E iR —dt, kYR
RIS A LR T 10 B B O 35908, B 4 5k 80 i)
ST A2 1) K BRI e 2% 1 A % B AGH I AT o
1.5 p-eNOS Ser'" #in]

K H Western blot 5 5461 p-eNOS Ser''” & (7K -, R J5 2
JE U AU 70 2k B i X0 JULZH 0 24, IR, ZH 4L 503K, 4 C
15 000 r/min, B> 15 min, FiEINIAZEE 2 x Sample Buffer, il
4 min,4 °C 15 000 r/min, Z.0> 15 min, B E1E . K05
B AR FRESS 12.5% SDS-PAGE 240V HiJK 15 min, HL 5% Z Y
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BRI BAGR WT R G T8 B
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43 A 20 R BRRE B i Bt i X0 L4 2 100 mg a#E AT
RT-PCR 5347 R Trizol 383 ( L3 A= T.7= k) $ie Ul B A5 A 24
F T IR SR BUH 215 RNA A% B v & RNA k& R 4
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AT TR BRVE LR 41 218 RNA 1 () mRNA 33054 53 a
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1. 5% Bt G WG 5 P ARG , 2R KT T UL - AR, vl Sk &5 1 P
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1.7 - H B

4 Western blot\RT-PCR B & iy A 1541, K ALAT CM-
2000B B A= Wy e 22 R 50 R 40, D 45 38 40 25 A AR 40 IR
8, H B-actin 4575 NN S I TR IE, &4 AUy IKBEE(E S
B-actin % I FR A IR BE (B 22 2 e i R HER A K o
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FIASERLL & £ 5 22755, F SPSS 10. 0 Siit43 07, 241 6] 1t
B2 HR g K, 2 48] b FH O © 450 .
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