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(AMI) 129 48] | B A B b BB 103 41, A 4 B 3h AL 47 AUM 52 3 fo 3 Hey 4= NEFA 4%, 5F 3 NYHA 5 &t 47 3¢
Ye AT, B5R SAP 40 UAP 20 AMI 48 e 7 Hey A4 % 4 16.7 +10.4 pmol/L,16.8 +5.8 wmol/L #= 19. 8 =
11.1 pmol/L, 3 B35 & T B3 B4 (13.6 £9.2 pmol/L) , ZF A% FE (P 3 <0.05), B AMI 28 623 Hey
ASERYREZHT SAP o UAP 41, 2 F A %3t 5 & L(P 3 <0.05) ;M fo i NEFA A% UAP 48% 513.5 +232. 6
mEq/L,AMI 28% 774.7 +415.3 mEq/L, 4.3 2.3 & T4 B af B 20 (353.5 +142. 1| mEq/L) , £ F A %t 5 % 3L
(P35 <0.05) ,42 SAP 48 e 75 NEFA 4% % 332.7 £137.9 mEq/L, 54 st AL £ F R4 &L (P >
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[ ABSTRACT] Aim To investigate serum levels of homocysteine( Hey) and nonesterified fatty acid (NEFA)in pa-
tients with coronary heart disease (CHD) and relationship between homocysteine, nonesterified fatty acid levels and cardiac
severity. Methods A case-control study was conducted in 451 CHD patients diagnosed by clinics.  They were divid-
ed into three groups: stable angina pectoris( SAP) group(n =267) ,unstable angina pectoris( UAP) group(n =55) and a-
cute myocardial infarction( AMI) group(n =129). All patients and 103 healthy controls were measured the serum Hey
and NEFA concentrations by automatic biochemical analyzer.  Furthermore , their changes were analysed based on CHD se-
verity (NYHA I -1V function classification). The two-sample u-test or t-test was used for statistical test, The P value less
than 0.05 was considered statistically significant. Results The serum levels of Hey were 16.7 +10.4,16.8 £5. 8
and 19.8 +11. 1 pmol/L in SAP,UAP and AMI groups, which were all significantly higher than healthy controls(13.6 +
9.2 pmol/L) (P <0.05) ,the serum levels of Hey in AMI group was also significantly higher than both SAP group and
UAP group(P <0.05). The concentrations of NEFA were 513.5 £232.6 mEq/L and 774.7 £415.3 mEq/L in UAP
group and AMI group,which were also significantly higher than healthy controls(353.5 +142. ImEg/L) ( P <0.05) ,while
its serum levels of NEFA in SAP group was 332.7 +137.9 mEq/L,which was not significantly higher than that in healthy
controls(P >0.05). Furthermore, statistical test showed that the concentrations of Hey was increased along with incre-
ment of CHD severity (NYHA cardiac functional classification) (P <0.05) ,while the levels of NEFA didn’t change com-

pared with it, which occurred only on NYHA [V classification (P <0.05). Conclusion There are sulfurated amino
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acid and fat metabolic disorders in CHD patients.

role in the occurrence and development of CHD
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H o E ARG 4 (stable angina pectoris, SAP) 267
], A #2 2 AL G & 8 (unstable angina pectoris, UAP)
55 #], 2 M & ALAE 7 (acute myocardial infarction,
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Table 1. The clinical data of subjects

Sulfurated amino acid and fat metabolic disorders may play a certain

HEREESEF A 103 7, B 70 6,4 33 f, 5%
a5 ~87 &, FHEMH 67 £ 11 F, 1FH Xt
B4,
1.2 IMmiEwE

CHD AHHEME AR 48 h W 5 1 et
H—FTHESERFEKM,2 h HEQ(3 ke/min,
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WAk R4 A2 4 80 B 5 X 7, £ OLYMPUS 2700U
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1.3 EEAAOCRRHNS (NYHA) OIhEES R

BHNB G Wl R E & a0 A M
— R AECTE O FE ERF CRELATE
o HATA TR A FHITFERAE, % NYHA
T 4 BATRE ST B F HAT O K
1.4 SitELSH
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| no AR B/&l) TC(mmol/L)  TG(mmol/L)  BMI(kg/m?)  WX4iJE(mmHg) &7k (mmHg)
fRERREXT B2 103 67 £11 70/33 4.8+0.9 1.2+0.7 22.9+1.9 117.3 +16.7 77.2 5.9
CHD 4 451 74 +11 332/119 4.8+1.0 1.5+0.9% 25.3 +£3.2° 127.5 £17.3° 77.4+10.2
SAP 4 267 82210 180/87 4.7+1.1 1.3£1.0 25.9 +3.7° 131.2 £17.7° 78.8+9.3
UAP 41 55 65 =10 47/8 4.8+1.0 1.6 £0.9° 25.8 +3.2° 130.7 £17.2° 78.7 +11.2
AMI 41 129 66 13 105,24 4.8+1.0 1.5+0.8° 25.9+2.9°  120.5+110.8™  73.9+10.3

a 4 P<0.05, 5 EER L L # ;b 9 P <0.05, 5 SAP A IL# ;¢ 9 P <0.05,5 UAP 4 Ib%,
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Table 2. The comparison of serum Hcy and NEFA levels in

three CHD groups and healthy controls

W n Hey(pmol/L)  NEFA(mEq/L)
fat BT HR 2 103 13.6 £9.2 353.5 +142. 1
SAP 4 267  16.7+10.4"  332.7x137.9
UAP 21 55 16.8 £5.8"  513.5+232.6"
AMI 2 129 19.8 £11.1"™  774.7 £415.3""

a i P<0.05, F{@RXHRA LA b A P <0.05, 5 SAP AH ILH ;¢
P <0.05,5 UAP 4 1%,
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Table 3. The comparison of serum Hcy and NEFA levels in

CHD patients with different NYHA cardiac severity

A n Hey(wmol/L)  NEFA(mEq/L)
ft et HE 21 103 13.6 9.2 353.5 £142. 1
CHD 4
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