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[ ABSTRACT] Aim To investigate the correlation between endogenous inhibitor of nitric oxide synthase (NOS) asymmetric
dimethylarginine (ADMA) in patients with coronary artery heart disease and severity of coronary atherosclerosis. Methods
A total of 75 patients were enrolled and divided into four groups: stable angina pectoris group (SAP, n= 15), unstable angina
pectoris group (UAP, n= 23), acute myocardial infarction group (AMI, n= 20) and control group (n= 17).  Clinical history
was collected and total cholesterol (TC), triglyceride (TG), low density lipoprotein cholesterol (LDLC) , high density lipoprotein
cholesterol (HDLC) and ADMA levels were determined.  Coronary artery lesion was evaluated by Gensinis coring system.  Rel-
evance of ADMA to age, sex proportion, TC, TG, LDLC, HDLC, and coronary artery Gensinis coring was analyzed. Results
Compared with the control group (3. 81 £0. 48 Pmol/L), the serum ADMA level of the SAP group (4. 82 £0. 50 Mmol/L),
UAP group (5. 52 20. 55 Hmol/L) and AMI group (6. 03 1. 13 Umol/L) increased significantly (P< 0.01). The serum AD-
MA level of the UAP group and AMI group were higher than that of the SAP group (P< 0.01). The difference of the serum
ADMA level between the UAP group and AMI group wasn’ t statistically significant ( P= 0.279). Gensinis coring of the control
group was significantly different from the other three groups (P< 0.01).  Gensinis coring of the SAP group ( 17. 79 £1. 86) was
significantly lower than those of the UAP group (38. 05 £4. 46) and AMI group (40.62+3.80) (P< 0.01). There was no
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significant difference of Gensinis coring between the UAP group and AMI group ( P> 0. 05).
ADMA level and TC, LDLC levels, and Gensinis coring were found ( P< 0.01).
ADMA level and age, sex proportion, TG and HDLC levels ( P> 0. 05) .

relative to the degree of coronary atherosclerosis and the morbid state of coronary artery heart disease.

Significant correlation between
There was no significant correlation between
Conclusions The serum ADMA is positively cor
It is important for the diag-

nosis therapy and estimation the morbid state of coronary artery heart disease to observe the changes of the serum ADMA level.
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MM SRR KRR B AR SR BN AE A
# 50 mmol/L. ZLER 44 (pH 6. 8): F B I A k= 82
17: 1 (V/V/V); R4 B 4 50 mmol/L. 7.8 4. ¥ B
WAk = 220 77: 1(V/V/V), & 4 1 mL/min], &
T2 5, Al RF-10Ax] B 50 KA I 28 5f 2 & A A7
ADMA AT A (% & 3% K 338 nm; R UK K 425 nm
), K& HE MR EE. ADMA 47 & ¥ B Sigma /A &
(CAS65005-57-4) . # Wl 3% 72 ™ 4% #% B R A LA F
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B 23t 4 #7 % SPSS13. 0 43t 8t 4 47 . 5%
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% 17 15 23 20
PRI T/ %) 15/2 14/1 20/3 19/1
FR (%) 55.1%9.3  57.7%*10.6 56.1*11.4 57.5%12.7
TC (mmol/L) 47*1.17  43dF1.4 493F1.18  4.86%1.09
TG (mmol/L) 1.92*1.31  2.15%1.14 1.81%1.23  2.06%1.59
LDLC (mmol/L)  2.8140.48  2.79+0.43  2.9540.51  2.97+0.37
HDLC( mmol/L) 1.2330.31  1.14%0.27 1.0830.34  1.26%0.29
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=2 %ZH;‘ET‘REMR Gensini WS> S MEEN R —FEER
BRBILLE (x %)

P | Gensini VF43( 47) ADMA ( Mmol/L)
X} BZH 0 3.81 0. 48
SAP 41 17.79 1. 86" 4.82%0. 50"
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1 Umol/I. _EF+% 2.2 £0. 2 Umol/L, 3 ik 14 i 5
Hh B B A T, L LS AR SR 5, X P A
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