R E#ARE E R

Journal of Tianjin Medical University

%2343
2017 45 A

Vol. 23, No. 3
May. 2017 221

XEHRS 1006-8147(2017)03-0221-04

I [&] B R Bt =B KF 5 d w18 O R E R E R
PR S HT
HET, WA, BT

(RHEEBERF RS2 R BE O IERE, KA O MR 2 75 70 THLRE H R S0 %, RSO MR AW 5E i , R
300211)

&
i

HE B WERF A F AR (Hey) K-F 5 &S RIZ M A B (CHF) = TR E G XM, Fik:E %M CHF 84 #) 42
NYHA %45 % 3 A®tn. [ 4 20(n=36). MR 20 (n=28) VLR 20 (n=20); 5 IR HA4E R 49 25 48) o S5 090 22 9% B % (CHD
20 )VE A 3T PR 2R 4 ) pbAR CHF 284 CHD 2% CHF & T40 19 Hey 5 8K 3% 544 Ak (nt—proBNP) \ £ & 4 2 4 (LVEF) , £ &
APk R AR(LVEDD)# £ F A A%k, 458 (1)CHF A% 4 Hey KT 2% & T CHD 41, B Hey K-F RS R 288 3 o o 38
Jm, &R £ A 4t 5 & L(P<0.05), (2)Hey 5 ni—proBNP.LVEDD £ EA85 (r=0.51,P<0.05;r=0.43,P<0.05),%5 LVEF £ %
A% (r=-0.42,P<0.05) . £5if:Hey K-TF5 CHF 09 = R EA %, LA S Z R I md 3 m

KR B A EB; A F AR

PESES R541.671 MEARERD A

Correlation of severity of chronic heart failure with plasma homocysteine level

XU Xi-zi, DONG Zhao- jie, MA Xiang—hong

(Department of Cardiology, The Second Hospital , Tianjin Medical University, Tianjin Key Laboratory of lonic —Molecular Function of
Gardiovascular Disease, Tianjin Institute of Cardiology, Tianjin 300211, China)

Abstract Objective: To observe the correlation between the serum homocysteine(Hcy ) level and the severity of chronic heart failure
(CHF) in patients with coronary heart diseases (CHD). Methods: CHF patients (n=84) were chosen continuously as CHF group and other
patients diagnosed as angina without CHF  (n=25) were chosen at the same time as control group . CHF group was divided again into Il-grade
subgroup (n=36), ll1-grade subgroup (n=28) and IV—grade subgroup (n=20) according to NYHA grading method. The differences in levels of
Hey and nt—proBNP were analyzed between CHF group and control group and among all subgroups. The correlations between Hey and nt—
pro BNP, left ventricular ejection fraction (LVEF), left ventricular end—diastolic diameter (LVEDD) were studied. Results: (1)The serum
levels of Hey in CHF group were higher than those in CHD group, as the increase of NYHA grade, the levels of Hey increased significantly
(P<0.05). (2)The level of Hey was correlated positively with nt—pro BNP and LVEDD (=0.51, P<0.05; r=0.43, P<0.05) and correlated negative
with LVEF (=-042, P<0.05). Conclusion: The serum Hey level may reflect the severity of CHF and increase with the severity degree of CHF .
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Tab1 Comparison of basic information of the patients between two groups

Bk BMU iR BRI W GFR/ DI/ HDL/ TC/ TG/ nt-proBNP/ LVEDD/
A Tk . LVEF/%

(%) (kgm?) n(%) n(%) n(%) [ml/(min-1.73m*)](mmol/L) (mmol/L)) (mmol/ L) (mmol/L) (ng/L.) mm
CHF 4 84 71.64£12.22 48(57.10) 24.10£3.2936(43) 32(38.1)34(40.48)  64.83:24.05  1.03:0.27 2.86:0.84 4.42+1.00 1.69+0.86 5574.58+8592.44 48.96+12.31 51.29+7.50
CHD 41 25 70.23£1030 1248) 2407398 1040) 8(32) 10(40)  70.02+30.89  1.22:0.34 3.19:0.82 5.01x0.99 182:0.98  25.68+ 2144 56.32+10.61 47.85:4.70
P 0.46 0.32 097 080 085 076 0.73 0053 0067  0.087 0.56 0.001 0.001 0.001
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Tab 2 Comparison of basic information of the patients in sub—groups

25 n SN (H ) G Tk
ERNY RS | 84 48/36 71.64+12.22
DITRE 1 94l 36 21/15 69.89+8.62
INSYi)ir8 | B2 28 16/12 73.50+10.98
DITREIV 4l 20 11/9 72.20+18.25
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Tab 3 Comparison of Hey, nt—-proBNP, LVEF, LVEDD in different subgroups(x+s)

NYHA 7% Hey/(pumol/L) nt-proBNP/(ng/L) Lognt—proBNP LVEF/% LVEDD/mm
11 13.05+10.17 579.19+ 479.86 2.59+0.42 52.92+12.87 49.36+6.50
111 17.13+8.23 3 588.04x1 637.02 3.51+0.24 49.50+10.56 51.10+6.02
v 23.54+8.26 17 767.45+10 428.11 4.18+0.24 41.10+10.20 55.06+9.74

Hey:P=0.049, LI 2 [bAE; P<0.001, ILIV 20 LA ; P=0.009 , TILIV 41 HL#L . Lognt—proBNP:3 ZH[HI PP LLEL P<0.001, LVEF:P=0.045,ILIIT 21 [t
5 P<0.001, ILIV 2H 6388 ; P=0.013, 11, IV 2 b4 . LVEDD:P=0.049, ILIII 41 Fe45; P=0.03, ILIV 4H [L#; P=0.047 111, 1V 2H 3%
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