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[ ABSTRACT] Aim To observe the changes of plasma Urotensir & (U , Endothelial ( ET) and Adrenomedullin

Methods Plasma U ET and
In all the subjects, the left

Results The plasma U
levels were significantly lower in patients with CHF in comparison with that in control subjects (1. 53 £0. 74 pmol/L vs 4. 78 £
1.57 pmol/L, P< 0.01). The plasma U @ levels after treatment were higher than before ( 3. 63 £1. 09 pmol/L vs 1. 53 £0. 74
pmol/L, P< 0.01). A significant correlation of plasma U @ levels with the classes of cardiac function in CHF (r= - 0.77, P
< 0.01), LVEF(r= 0.80, P< 0.01) and LVMI (r= - 0.39, P= 0.01) was observed. The plasma ET levels in patients
were significantly higher than that in controls (51. 83 £11. 38 ng/L vs 43. 69 £4.76 ng/L, P< 0.03).
after treatment were higher than before ( P> 0.05). The plasma ADM levels in patients were significantly higher than that in
controls (26. 14 £9. 46 ng/L vs 19. 10 £4. 74 ng/L, P< 0.05).
lower than before ( P> 0.05) .

U ® can evaluate left ventricular reconstitution and the severity of CHF.

(ADM) levels in chronic heart failure (CHF) and to investgate their clinical implications.
ADM levels of 42 patients with CHF and 40 control subjects were measured by radioimmunoassay.

ventricular ejection fraction and the left ventricular mass index were measured by echocardiography.

The levels of plasma ET

After therapeutic interventions, the plasma ADM levels were
Conclusions Vasoactive peptide might play a role in the pathophysiological process of CHF.
U (®may be of use in the diagnosis of heart failure.

It may become a new target for the treatment of CHF.
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WA FEBEE TN Y HIE B & M B
SmL, A F¥AG S FERLIT 1A, ERBE.
N REE, ERBRE BB S mL; E¥
MEBATEHFRT I KD S mL. FTH 1 #
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FraEN&FEHTHETHEAIRN L EHEF Y
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BCFH M. I 20 E WA B R BRI R AR, 1t
B A E 4T 4 2 (left ventricular ejection fraction,
LVEF). M E4 % ¥ £ 0 F WA (LVID) . E |9 [&
(IVS) B 72 0 F Ja BE(LVPW) B &, #% A 5L {LVM(g)
= 1.04x [ (LVID+ LVPW+ IVS)’+ LVID']-13. 6} if
H 720 E E & (left ventricular mass, LVM) o X f A
K LVMI= LVM/ £ &> (gm™ ) " HE A EEEH
4% (left ventricular mass index, LVMI) .
1.4 IM# UG AEEREFADM HINE
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B # i A Lk TFHE(M A) %%, %
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O INREFE AL LVEF B BT 1% X B4l P<
0.01), CIIRETEMRAL LVMI Bl 5 5 T IEH X 4L P
< 0.01), LVMI B0 D Be 4l i i, LVMI 5
LVEF B & fiAH¢(r= - 0.54, P< 0.01) »

* 1. HROESRRBALE (M $A)

- Fhe 151 JE 2R I b EER
(%) (53 %) BN R (g/m>7)
XA 56.4%16.6 40(22/18)  63.5% £3.7% 34.87£3.63
DA 63.8X13.5 42(23/19) 39.0% X11.0%* 81.93 £24. 68°
DINRE G 68.419.1  12(¢/6)  58.0% X6.7%  59.87 1£20. 20
DIIEE @K 60.3%15.0  15(9/6)  41.0% 13.4%°  84.57 1£22.88°
DIIRE @GR 63.7114.5  15(87)  33.0% E1.3%*  90.89 £23.65*

ay P< 0.01, SXBALE.
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@RS IER S RALBERESRIT Y ER. MEK
U QK5OI AR (r= - 0.77, P< 0.01),
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< 0.05), ¥6I7 e LG ITRIBRAK, (HIR B Gt F2£ 7 .
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U ADM IEAHZK(r= 0.15, P< 0.05),U
W EMM R (r= - 0.35, P< 0.05), ADM 51 j
EHARIE(r= - 0.35, P< 0.05) . L3 U @KF
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5 LVMI iM% (r= 0.39, P= 0. 01), — 3 2 [&] ) [A]
VA7 &8 Y= 101. 60— 10. 93X(P< 0.01),Y /4%

LVML X fRFE U

T2 ATAIRMEEMER O HEEME LRBERFHSEMTL (M A

— - FEMEZR @ (pmol/L) M Z (ng/L) B BRI R (ng/L)
HITHT HIT IR RITHT WITIE HRIT A BTG

ekt FEXT HE 40 40 4.78 £1.57 = 43.69 4. 76 — 19.10 4. 74 =

L ) ZE Sk 2H 2 1. 53 £0. 74* 3.63%1.09¢ 51.83E11.38"  52.85%10.56 26. 14 19. 46 24.521+9.52

Lo IRE R 12 2.8410. 64 4.39+1.03° 47.86£10.09  56.6518.65 24.12%10.03  22.54%*11.14

LIIRE @R 15 1. 54 %0. 28" 4.12 £0. 44° 49.7%10. 01 55.191+9. 80 25.80%9. 35 24.2519.98

LIEE @R 15 1. 10 £0. 39 2.09 t0.78° 53.37111.58"  47.61 £10.74 27.05%9. 04 26.2617.63

a N P<0.0l, b P<0.05, S5xMALLLE; ¢ AN P< 0.01, S5iEITRTELTL.
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