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Bt BRI UCAR 7728 K Rl K RS2 W) TG YT TR T LR AR LR ELER R L) ETUS YRYT . TIRYTET IR
J7 14 d JEAIN 2 A1 K I 58 B M B B C SR 1 (hs-CRP) \—%ALZ (NO) FLALE N B2 3R (ET-1) %
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I TR LI, KA 8 ~10 em, A IRITAL TAER %
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75 EG, R H 7e bR 2 ik I 37 % 4% ( coronary blood flow imaging,
CFI) B AAGH 5875 T IR 5l JoK o s 7 7K 399 e ) L 37 32 32 ( velocity
of maximum, Vmax ) & 5K 3] 341 77 34 ( mean velocity , Vmean ) J
I3 38 52 B[] B 43 ( velocity time integral , VTI)
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— JRITRTIG 2 A hs-CRP ET-1 } NO &8 H#

TBYTHT S 2 4R B hs-CRP ET-1 & NO & 27254k
TEOLEEILER 2, R EHE WoR VAT HT 2 A M hs-CRP,
ET-1 & NO EEdlH2 TG (P>0.05), &R
14 dJ5RM,2 HEF MW+ hs-CRP ET-1 & &%, NO /K F
Frin Ot H LR bR AL IR B S LA T AL B B R B, S X R
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R 2 HBHE BRI L

413 s P (i) A IR E AL TS e Il Wi R i 5
- ] X (#,x +5) (kg/m?,x +5) (B (B () (B
RIT A 49 43 6 51.71 +4.52 27.32+2.43 27 36 15 24
X HR 2 49 45 4 52.10 +3.31 26.81 +2.96 23 31 12 27
R2 BITHTJG 2 4LEE ML hs-CRP ET-1 & NO S LA (& +5)

15 i ET-1(ng/L) NO( wmol/L) hs-CRP( mg/L)

- IRYTHT YEtidE IRITHT YEtidE IRYTHT Yt
RIT AL 49 102.86 £6.04  97.75 £7.12% 79.69 +6.01 86.45 +7.24% 4.32+1.54 3.51+1.11%
X HR 2 49 103.38 +5.83  101.65 +6. 10* 78.71 £6.12 81.10 +5.17* 4.29 +1.41 4.11 £1.23*
L HHMNIBITRTELES, P <0.05; 5XHRAIATT A H#R PP <0. 05

3 AITHT G 2 AUBH RIS IS OLEL B (% £5)

251 3] il &K Vmax (em/s) & 5K Vmean (ecm/s) &7k VTI(em)

B IRITHT Nt IRITHT R e IRYTHT Nt
RIT AL 49 21.87 +3.92 26.76 +4.52% 16.69 +3.01 20.41 +5.24% 8.31 £2.56 10.42 +2.93%
X HR 2 49 22.08 +3.54 24.15 +4.35" 17.01 £3.12 18.10 +4.17* 8.29 +3.01 8.81 +2.61"

W S NIBTTRT LR, *P <0. 05 ; SRR He#e PP <0. 05
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. " AL HEL Texk JEVEE &S
AP i) (%)) (e ] (%)
VBT 49 25(51.0)*  20(40.8) 4(8.2) 91.84*
X4 49 17(34.7) 18(36.7) 14(28.6) 71.43
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