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Abstract Objective: To investigate the impact of admission Hemoglobin Alc (HbAlc) on the in-hospital all-
cause mortality in patients with acute coronary syndrome (ACS). Method: Data of 517 patients hospitalized ACS
from Jan 2010 to Dec 2013 were retrospectively analyzed. Patients were divided into 3 groups according to the ad-
mission HbAlc level: <{5.6% (n=286),5.7%~6.4% (n=114), and =6.5% (n=117). Baseline characteris-
tics, treatment during hospitalization, and in-hospital all-cause mortality were compared among groups. Cox anal-
ysis was used to filter the factors associated with the in-hospital all-cause mortality. Result:In all 517 patients with
ACS, 330 were ST segment elevation myocardial infarction (63.8%), 100 were non- ST segment elevation myo-
cardial infarction (19.3%), and 87 were unstable angina (16. 8%). Compared with those with normal admission
HbAlc, patients with elevated admission HbAlc were more likely to be older, coexist heart failure and a history
of stroke, and tended to present with Killip > [ class on admission( P<0. 05). Moreover, higher admission Tnl
level and lower left ventricular ejection fraction(LVEF) were found in patients with elevated admission HbAlc (all
P<C0.05). However,the percentage of patients with elevated admission HbAlc that received percutaneous coro-
nary intervention (PCI) was lower than that of patients with normal admission HbAlc ( P<Z0. 05). The in-hospi-
tal all-cause mortality in patients with admission HbA1<C5. 6%, 5. 7% ~6.4% ,and=>6.5% were 5.6%.7. 9%,
and 14.5%, respectively( P<(0.05). After adjusting for gender,age,medical histories, admission vital signs, type
of ACS, and treatment during hospitalization, admission HbAlc==6.5% was still an independent risk factor for
in-hospital mortality( HR=2. 247,95% CI 1. 462~4. 287, P=0.012), whereas admission HbAlc 5. 7% ~6. 4%
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was not associated with increased risk of in-hospital mortality ( HR=1. 105, 95% CI 0. 832~1. 436, P=0. 125).

Conclusion; Admission HbAlc level was associated with in-hospital mortality in patients with ACS and admission
HbAlc=6.5% predicted increased risk of in-hospital mortality while HbAlc 5.7% ~6.4% had no significant

effect on the in-hospital mortality.

Key words acute coronary syndrome (ACS); hemoglobin Alc; in-hospital mortality
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Table 1 Baseline characteristics in the three groups of patients W% ats
5 HbA1e<<5.6%41 HbAlc 5. 7%~6.4%4 HbAlc=6.5%4 P
(286 i) (114 D A17 #h

W/ % 61.4+7.4 63.248.9 69.211.4 <<0. 001
B 155 (54.2) 63 (55.3) 65 (55.6) 0.962
AT kg 65.31414. 0 62.36411.7 66.41412.3 0.241
R A 52

LU SE 30 (10.5) 10 (8.8) 11 (9.4 0.858

1= IR 187 (65.4) 86 (75.4) 71 (60.7) 0. 049

W PR e 50 (17.5) 25 (21.9) 34 (29.0) 0.034

L XE 45 (15.7) 21 (18.4) 34(29. 0) 0.008

A 15 (5.2) 12 (10.5) 18(15.3) 0. 003
N BE B PRAIE 52 56 2 46 2

W45 /mmHg 120.4416.0 124.3417.1 126.8415.0 0. 341

#73k K /mmHg 64.2411.4 62.3412.3 65.1410.7 0.258

/K min™h) 82.0+12.0 84.0+15.0 86.0+13.0 0.137

Killip 538> T % 134 (46.9) 72 (63.2) 86 (73.5) <0. 001

ML %%/ (mmol « L°1) 4.5+1.1 5.8+1.0 8.941.3 0.011

ALESEE FH /(ng » ml™") 6.3+1.4 6.7+1.0 8.5+2.2 0.037
LVEF/% 42.348.5 40, 64+5.7 35.246.0 0.021
ACS 2% <C0. 001

ST Bt O U5 194(67.8) 89(78. 1) 47(40. 2)

4k ST Beda e 0 WUAEE 48(16. 8) 10(8.8) 42(35.9)

AT E R0 B 44(15. 4) 15(13.2) 28(23.9)




Vi 5. 2 k2 A A R A e IR A I 21 85 P X B SE T Y 5

o 544 - TANG Yong. Admission HbA1C on the in-hospital mortality in ACS
F2 JAEEERBENEERT
Table 2 The in-hospital treatment of the three groups of patients 1%
HbA1c<<5.6% 41 HbAlc5.7%~6.4%4] HbAlc=>6.5%41
i H P A
(286 ) (114 D Q17 )
TR IR YT
e 55(19. 2) 18(15.8) 14(12.0) 0.198
PCI 92(32.2) 36(31.6) 25(21.4) 0.018
BLBEIR YT
3 R (ST 265(92.7) 105(92. 1) 110(94.0) 0. 839
rm /MR IR
B ] DG K 274 (95.8) 108 (94.7) 112 (95.7) 0. 892
FNMLAE T 197 (68.9) 72 (63.2) 89 (76.1) 0.102
HAth a7
By T 277 (96.9) 105 (92. 1) 111€94.9) 0.121
-3 {4 B 751 207 (72.4) 65 (57.0) 57 (48.7) <<0. 001
5B U 182(63.6) 67(58.6) 57(48.9) 0.052
A 5 e 25 e A it 40 24 54 226(79.0) 81(71. 1) 84(71.8) 0.134
I8 Bk R 2 AR B 94(32.9) 31(27.2) 27(23.1) 0.124
[HIANES 230(80. 4) 93(81. 6) 74(63.2) <0. 001
1.0 3 ifie
Hb&los 5.6% ARG B ARG ADA X8 IR SR B 12 W s v
________ THRATE .7 6.4% HbAle=6. 5% Wi IR . XA B HAEBESET

0.9

HbATC = 6.5%

o
0.8
i
B
0.7+
U 1 1 1 1 1 1
5 0 15 20 25 30
= Fre it (B8]
B 1 3 %A% Kanplan-Meier 4 77 # 2%
Figure 1 The Kanplan-Meier curves of the three groups of
patients
*3 EEERETHXBEERR Cox BIFSHER
Table 3  Predictors associated with in-hospital mortality by

Cox regression analysis

AR HR & 95%CI Py
HbAlc5.7%~6.4% 1.105 0.832~1.436  0.125
HbAle =6.5% 2.247  1.462~4.287  0.012
B 1.136  1.029~1.894  0.036
a3 1.013  1.005~1.647  0.026
D IEH 1.793  1.205~3.689  0.017
Killip 4344 2.105 1.572~4.073 <C0.001
DR 1.005  1.002~1.739  0.041
LS 2 K 1.528  1.327~3.064  0.017
LVEF 0.723  0.538~0.821  0.001
PCLIGYY 0.356  0.129~0.651 <C0.001
1 B-52 A BEL 711 0.862 0.468~0.936  0.039
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BEREW S A2 NERIEG ., %4 8 # 4Bt
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£ 71 HbAlc 5. 7% ~ 6. 4 % 2H B 3 43 B 56 T2 KU
il HbALle<<5. 6 MR FH LR E R LRI E XL,
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