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ABSTRACT

Background and Objectives : Hyperglycemia on hospital admission is a known important risk factor in patients
with acute myocardial infarction. The purpose of this study was to investigate the relation between the level of he-
moglobin Alc (HbAlc) and major adverse cardiac events (MACE) in non-diabetic acute myocardial infarction
patients who underwent primary percutaneous coronary intervention (PCI). Subjects and Methods : Of the 105
acute myocardial infarction patients who underwent primary PCI between January 2002 and December 2002, 68
non diabetic patients were analyzed. The patients were divided into two groups: group I (n=46, 58.7+12.5 years,
37 male) with low levels of HbAlc (<6%) and group Il (n=22, 64.6+13.1 years, 18 male) with elevated levels of
HbAlc (6% to 7%). MACE was observed during the six-month clinical follow-up. Results : There were no dif-
ferences in the risk factors for atherosclerosis and angiographic characteristics between the two groups. Group 11
had a significantly higher rate of MACE (13% vs. 36%, p=0.026) compared to Group 1. Logistic regression analysis
disclosed that an elevated level of HbAlc, between 6 and 7%, was a significant independent predictor of MACE.
Conclusion : An elevated level of HbAlc is a significant prognostic factor in non-diabetic acute myocardial infarc-
tion patients after primary PCI. (Korean Circulation J 2005;35:369—374)

KEY WORDS : Myocardial infarction ; Diabetes mellitus ; Prognosis ; Angioplasty.
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Table 1. Baseline clinical characteristics

Table 3. Coronary angiographic characteristics

Group [ Group II Group I Group II
(HbA1c<6%, (HbAlc 6-7%, p (HbA1c<6%, (HbAlc6-7%, p
n=46) n=22) n=46) n=22)
Age (years) 58.71+12.5 64.6113.1 0.08 Primary success rate 44 (95.7%) 21 (95.4%)  0.67
Male 37 (80.4%) 18 (81.8%) 0.58 Number of involved vessel 0.34
Risk factors 1 28 (68.2%) 18 (66.6%)
Smoking 30 (65.2%) 16 (72.7%) 0.59 2 13 (31.7%) 8 (29.6%)
Hypertension 19 (41.3%) 10 (45.4%) 0.29 3 1( 3.7%)
Hyperlipidemia 17 (36.9%) 9 (40.9%) 0.32 TIMI flow grade 0.73
Ejection fraction (%) 55.6%E13.6 54.1£10.2 0.69 0 26 (56.5%) 12 (54.5%)
Glucose (mg/dL) 140+38.3 160.6£43.9 0.29 [ 3( 6.5%) 1( 4.5%)
Inflammatory marker 11 9 (19.5%) 3 (13.6%)
ESR (mm/h) 17.1£16.6 17.4+12.7 0.94 111 7 (15.2%) 6 (27.2%)
CRP (mg/dL) 26%3.3 1254491 0.8 ACC/AHA types 0.62
Fibrinogen (mg/dL)  267.8£98.1 281.8+83.9 0.59 A 2( 4.3%) 1( 4.5%)
Glucose: plasma glucose at hospital admission, ESR: erythrocyte se- B, 18 (39.1%) 10 (45.4%)
dimentation rate, CRP: C-reactive protein, HbAlc: hemoglobin Alc B, 12 (26.1%) 5 (22.7%)
Table 2. Laboratory findings c 14.(30-4%) 6(27.2%)
Gioun | Group 11 Stent size (mm) 31%0.6 33+0.3 0.13
(HbA1c<6%, (HbAlc6-7%, p Stent length (mm) 19.5+4.8 20.0+4.8 0.72
n=46) n=22) Use of platelet 15 (32.6%) 6(27.2%) 0.78
Total cholesterol (mg/dL) ~ 186.9+35.6  191.9+31.7 0.92 _gl\ﬁprotein b/l
Triglyceride (mg/dL) 120:554.1 132.255710.68 TIIl\;llli 1T1£?orn(1§§1(;[s)irsolrz Myocardial Infarction, ACC/AHA: American
HDL-cholesterol (mg/dL) 46.9%10.8 48.7%£255 051 College of Cardiology/American Heart Association, HbAlc: hemo-
LDL-cholesterol (mg/dL) 119.8 =30.3 124.8+29.7 0.52 globin Alc

Apolipoprotein (a) (mg/dL) 118.5£30.2 108.8£24.3 0.38
Apolipoprotein B (mg/dL)  97.8£20.5 101.7£23.4 0.85
Lipoprotein (a) (mg/dL) 23.1%=14.6 159+10.1 0.58
HDL: high density lipoprotein, LDL: low density lipoprotein, HbAlc:
hemoglobin Alc

dL, 101,7+23.4 mg/dL, lipoprotein(a) 23.1+14, 6mg/dL,

24.9+10.1 mg/dLO.R SFALlo frofjt 2te]7k }ISdTt
(Table 2),
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Table 4. Major adverse cardiac events during 6-month clinical follow-
up

Group | Group II
(HbA1c<6%, (HbAlc 6-7%, p
n=46) n=22)

Total MACE 6 (13%) 8 (36.3%) 0.026
TLR 2 (4.3%) 2( 9.1%) 0.46
Non-TLR 1(2.1%) 3 (13.6%) 0.06
Re-myocardial infarction 2 (4.3%) 1( 4.5%) 0.74
Cardiac death 1(2.1%) 2( 9.1%) 0.19

MACE: major adverse cardiac events, TLR! target lesion revascula-
rization, HbAlc! hemoglobin Alc

0.026)(Table 4).
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Table 5. Logistic regression analysis for the prediction of major adverse
cardiac events

Variables Odds ratio 95% CI p

Hemoglobin Alc (6-7%) 5.14 1.08-24.52  0.04
Hypertension 0.77 0.16-3.71 0.74
0.47-9.32 0.32
0.11-5.21 0.76
0.05-1.06 0.06
0.21-74.46  0.35

High homocysteine 2.11
High C-reactive protein 0.74
Low ejection fraction (=<40%) 0.24
Family history 3.98
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