224 ISSN 1007-3949 Chin J Arterioscler, Vol 16, No 3, 2008
&R [CEBHES]  10073949( 2008) 16-03- 022403
N SN =d =\ = > I Ay
FHEEAM 5 tRah o A8 ) ¢ R
HEE. EEk', B8 8
(TaRFHEZER L ZFHM, 2. 05, #AdE KT 410011)
[E82iF) AAHE, REEFAM; FBERL, TRIMKBE, BRIKREY
[# ZFE] BHH HBETACHREXFLFTHEEZOM KPFEERIRBENXE. HE REZRDREHLE

120 Bl 2 RF 5 A B S AR IA(T3 ) Feid BBIR(47 B)), 2 REEIR B R R AN KE hFHBEEOM KF.
BAECHRAESB AL FRBEAOM K bBETRAEA KRR B ERSFRERELFTEBEOM K+, R

Bomm B aFHEEEEM K-F(10.12 £1.79 mg/L) % AT 4+ BB 40 ( 11. 69 £2. 02 mg/L, P< 0.01); B
EELIRTHAERBEEOM KF(9.19 1. 22 mg/L) H BT LA T (11.22 1. 69 mg/L) #2320 5% £ (10.36 £
1.94 mg/L) 48( P ¥1< 0.01); % % F 40(11.39 £1. 58 mg/L)  F B3R F 40(10. 14 £1. 46 mg/L) R E E R F 41(9.04
1.30 mg/L) #AEZ G M K-F & # A& P< 0.05); RIRADIRAEEZ(r= - 0.485) Ak FAZE (r= - 0.508) 5 i
BREEAM K-FLZAAME(P ¥H<0.01). £ HEEGM TR IF SNAHF GRS BT,
[FEZES] RS [ STHAFRIZES] A

Relationship Between Concentrations of Apolipoprotein M and Coronary Artery Lesions
HU Zhi Gao', QU XiaoBing', and HU Min’

(1. Departmeng  Geriatrics, 2. Departmeng ¢ Clinical Laboratories, the Second Xiangya Hospital f Central South University, Changsha 410011,
China)

[ KEY WORDS]
giography

[ ABSTRACT]
in patients with coronary heart disease ( CHD) .

Apolipoprotein M;  Coronary Heart Disease; ~ Atherosclerosis;  Coronary Artery Lesions;  Coronary An-
Aim To investigate the relationship between concentrations of apolipoprotein M and coronary artery lesions
Methods According to coronary angiography, 73 patients with CHD were
enrolled as CHD group and 47 nomr CHD patients as control group.  Enzyme linked immuosorbent assay ( ELISA) was used to
measure the serum apolipoprotein M levels.  The serum levels of apolipoprotein M in CHD patients were compared with control
group; The serum levels of apolipoprotein M were compared in the different quantity and severity of coronary artery lesions.

Results The serum concentrations of apolipoprotein M in CHD patients ( 10. 12 1. 79 mg/L) were significantly lower than in the
controls(11. 69 %2.02 mg/L, P< 0.01); The serum levels of apolipoprotein M were lower in multr vessel coronary artery lesions
group (9. 19 £1.22 mg/L) than in doublevessel ( 10.36 £1.94 mg/L) and single vessel group ( 11.22 £1. 69 mg/L) ; The se-
rum apolipoprotein M levels of light-stenosis ( 11. 39 £1. 58 mg/L), moderatestenosis ( 10. 14 £ 1. 46 mg/L), severe stenosis
group (9. 04 £1.30 mg/L) were decreased gradually; The serum levels of apolipoprotein M negatively correlated with the quantity
(r= - 0.485) and severity (r= — 0.508) of coronary artery lesions ( P< 0.01). Conclusion Apolipoprotein M appears

to play protective roles in prevention of atherosclerosis.
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= ( triglyceride, TG) « & A2 & E% (total cholesterol,
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