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Abstract: [Objectives] To retrospectively analyze the correlation on HDL-C, LDL-C/HDL-C level and coronary lesions in non-
diabetic acute coronary syndrome (ACS) subjects. [ Methods] 306 patients which hospitalized in Cardiology Department of Sun Yat-
sen Memorial Hospital of Sun Yat-sen University from May 2011 to May 2015 with diagnosed acute coronary syndrome (ACS) and
without type 2 diabetes mellitus were recruited as Non-diabetic ACS group, another 174 patients which hospitalized and were
diagnosed with acute coronary syndrome with type 2 diabetes mellitus as diabetic ACS group and 258 subjects with normal coronary

angiography and non—type 2 diabetes mellitus in the same period as control group were also recruited. All subjects were accepted
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coronary angiography examination on coronary artery. According to the coronary angiography results, only one vessel of the left anterior
descending artery (LAD), left circumflex artery (LCX) or right coronary artery (RCA) stenosis was above 50% were selected as
single—vessel? lesion group, and patients that confirmed two vessels of the LAD, LCX, RCA or left main coronary artery obstructive
were selected as two—vessel lesion group, patients that showed three of LAD, LCX, RCA or two of left main coronary artery and right
coronary artery obstructive were selected as multi-vessel lesion group. All the data were analyzed by SPSS18.0.  [Results] (1)
Compared with control group, the HDL-C level was significantly decreased, and LDL-C/HDL-C was significantly increased both in
Non—diabetic ACS group and diabetic=ACS group (P < 0.05, respectively); (2) In non—diabetic ACS subjects, the HDL-C level
was significantly decreased in two—vessel lesions group and multi—vessel lesions group than that in single—vessel lesions group (P <
0.05, respectively). However, the LDL-C/HDL-C were significantly increase in single—vessel lesion group and two-vessel lesion
group than that in multi—vessel lesions group (P < 0.05); (3) In non-diabetic ACS group, the artery stenosis vessel number was
inversely correlated with HDL-C level (r =-0.199, P < 0.001), but positively correlated with LDL-C/HDL-C level (r = 0.184, P <
0.001). [Conclusions] In non—diabetic ACS patients, both HDL-C and LDL-C/HDL~-C might be the indicators of coronary disease.

Low HDL-C level and high LDL-C/HDL-C might play an important role in the severity of coronary lesion.
Key words: non—diabetic disease; acute coronary syndrome (ACS); HDL-C; LDL-C/HDL-C
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Table 1 Clinical data in three groups

[n(%) or x+s |

Non—diabetic ACS group

Diabetic ACS group

Control group

Fry? P
(n=306) (n=174) (n=258)
Male 70.59 51.72Y 52.71Y 27.32 < 0.001
Age/years 63.0 £ 11.2% 60.6 £ 10.1¥ 55.5+10.5 11.28 < 0.001
BMI/ (kg/m?) 24.4 +£2.89 25.1 £3.49 22.8 £3.5 7.44 0.002
Smoking 51.31 29.31Y 32.95Y 30.59 < 0.001
Hypertension 52.94 55.74 48.45 1.96 0.337
Compared to non—diabetic ACS group, 1) P < 0.05, compare to diabetic ACS group, 2) P < 0.05, compare to control group, 3) P < 0.05
%2 =4 HDL-C.LDL-C/HDL-C % I A&7k F 43> #f
Table 2 HDL-C, LDL-C/HDL-C and blood lipid levels of three groups (x+s)
Non-diabetic Diabetic Control group P P
ACS group (n =306) ACS group (n=174) (n=258)
TC/ (mmol/L) 527 +1.32 S5.01+1.12 5.03 £1.35 2.35 0.097
TG/ (mmol/L) 2.07 £2.45 2.66 = 2.05 2.00 £ 2.17 2.50 0.083
HDL-C/(mmol/L) 1.12 £ 0.29% 1.08 £ 0.27% 1.24 £ 0.29 16.56 <0.001
LDL-C/(mmol/L) 342 +0.98 3.11 £0.97V 3.07 £ 0.85" 0.85 <0.001
apoA1l/(mmol/L) 1.09 £0.23 1.10 £ 0.21 1.16 £ 0.21" 8.12 <0.001
apoB/ (mmol/L) 0.91 £0.26 0.89 + 0.27 0.82 £0.23" 8.45 <0.001
TC/HDL-C 493 +1.71 5.03 £ 1.68 4.24 £ 1.55% 14.71 <0.001
TG/HDL-C 2.10 = 3.32 2.63 £2.57 1.83 +2.37% 3.44 0.033
LDL-C/HDL-C 3.20 £ 1.11% 3.04 £ 1.17% 2.57 £ 0.84 26.72 <0.001
apoA1/apoB 1.27 + 0.39¥ 1.32 + 0.40% 1.51 £ 0.47 22.39 <0.001
hsCRP/(mg/L) 20.7 + 43.59 20.6 + 44.4% 34+73 19.80 <0.001

Compared to non—diabetic ACS group, 1)P < 0.05; compare to diabetic ACS group, 2) P < 0.05; compare to control group, 3) P < 0.05
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Table 3 HDL-C, LDL-C/HDL-C levels by different coronary lesions in non—diabetic acute coronary syndrome

(x£5)

Single—vessel lesions

Two—vessel lesions

Multi—vessel lesions

group (n = 123) group (n =102) group (n =81) F P
TC/ (mmol/L) 5.26 =+ 1.08 5.21 +1.66 5.40 £ 1.18 0.45 0.638
TG/ (mmol/L) 1.96 = 1.16 2.25+3.93 2.06 £ 1.12 0.38 0.684
HDL-C/ (mmol/L) 1.19 £ 0.30 1.09 +0.28" 1.05 + 0.26" 7.33 0.001
LDL-C/(mmol/L) 3.35+£0.91 3.36 £ 1.05 3.62 £ 1.01 2.06 0.129
apoA1/(mmol/L.) 1.15+0.24 1.06 + 0.23" 1.03 £ 0.17Y 8.00 <0.001
apoB /(mmol/L) 0.92 £ 0.27 0.89 +£0.28 0.92 +0.21 0.37 0.691
TC/HDL-C 459 + 1.16 5.03 £2.22 5.40 + 1.62Y 5.34 0.005
TG/HDL-C 1.83 £1.33 2.41 +5.39 2.18 £ 1.63 0.85 0.429
LDL-C/HDL-C 2.93 +0.93¥ 3.22 +1.13% 3.62 £ 1.25 9.28 <0.001
apoAl/apoB 1.34 + 0.44 1.26 = 0.38 1.18 +0.32V 3.98 0.020
hsCRP/ (mg/L) 18.4 +47.7 25.1 £42.7 19.3 £ 39.1 0.71 0.492

Compared to Single—vessel lesions group,1) P < 0.05; compare to Two-vessel lesions group, 2) P <0.05; compare to multi-vessel lesions

group, 3)P < 0.05
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