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Abstract: [Objective] The aim of this study was to investigate the level of serum C3,C4 and HDL-C in patients with coronary
heart disease and the correlation between C3, C4 and HDL-C in patients with coronary heart disease. [ Methods] We collected 251
cases of patient diagnosed with coronary artery disease by coronary angiography in Sun Yat—sen Memorial Hospital, Sun Yat—Sen
University from 2015-12 to 2016—07 and collected over our Boji Medical Center healthy people in 214 cases. These patients were
divided into acute coronary syndrome group with 180 cases and stable coronary heart disease group with 71 cases. Each test results
was adopted from clinical laboratory of Sun Yat—Sen Memorial Hospital, Sun Yat—Sen University. [Results] Compared with the
healthy control , the difference of serum C3, C4 and HDL-C from acute coronary syndrome group and stable coronary heart disease
group, was statistically significant (P < 0.05). However, in patients with acute coronary syndrome and stable coronary artery disease
groups, there was no significant correlation (P > 0.05) between C3, C4 and HDL-C. In healthy group, complement C3 negatively
correlated with HDL-C, the difference was statistically significant (P < 0.05). [Conclusions] In patients with coronary heart disease,
the level of C3 and C4 increased, while the level of HDL-C decreased , and inflammation may affect the relevance judgments between
complement and HDL-C.
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Table 1 Clinical data of three groups n/N(%)

ACS group (n = 180) SCHD group(n = 71) Healthy group (n = 214) XH P
Male 123/180(68.3) 39/71(54.9) 138/214(64.5) 3.996 0.136
Agelyears” 6612 68+10 47+8 31.832 < 0.001
Smoking 73/180(40.6) 23/71(32.4) 7/214(3.3) 83.914 < 0.001
Drinking 13/180(7.2) 7/71(9.9) 6/214(2.8) 6.507 0.039
CHD family history 24/180(13.3) 10/71(14.1) 4/214(1.9) 21.026 <0.001
Hypertension 102/180(56.7) 45/71(63.4) 18/214(8.4) 127.930 <0.001
Diabetes 48/180(26.7) 15/71(10.1) 3/214(1.4) 54.547 <0.001

1)xxs
®2 Z=H*MFC3.C4 % HDL-CKF 547

Table 2 Complement C3,complement C4 and HDL-C levels of three groups (x +s)

ACS group (n = 180) SCHD group (n = 71) Healthy group (n = 214) X or H P
C3/(mg/L)) 927(412) 805(448) 964(235) 33.870 <0.001
C4/(mg/L) 290(218) 224(195) 251(85) 17.800 < 0.001
HDL~C/(mmol/L) 1.22(0.43) 1.26(0.32) 1.50(0.37) 75.939 < 0.001
LDL~-C/(mmol/L) 2.69(0.84) 2.95(0.88) 3.33(0.77) 58.426 < 0.001
TC/(mmol/L) 4.27(1.12) 4.75(1.24) 5.34(0.94) 92.077 <0.001
TG/(mmol/L) 1.52(1.00) 1.87(1.68) 1.73(0.99) 10.151 0.006

L LR BT R W, 2k e bk 2R B Ak

4 5 FeE M O L #MA €3 . C4 X LDL-C . TC 7K
T, 22 A SR (P < 0.05) ,HDL-
C.TG 7J<¥%#ﬂ|‘:éﬁﬁi%‘ixw > 0.05) ; FaE Pk
Sk U 21 5 fe AR RS 2 4L #MA €3 . C4 2 HDL-C
LDL-C.TC K ¥ i, 2R WA G IF¥E X
(P <0.05), TG/KV-2ZR TG L(P>0.05);
AVETEIKEE G AR 5 il R AR & A MA C3.C4 K
HDL-C ,LDL-C.TC TG /K [b#5, 22 ¥ HA 4
R L (P<0.05),

23 Z4HHEEMEC3.C4%HDL-CkFEHRX M
S

TE =41 B b LUy LUK €3 C4%:ll”’“
i, DA HDL-C iy A A8 5, B IEAF IS I s L1
USRI 7 -3 UN= (DA S5 G ﬁ%ﬁé}%ﬁﬁiFL
112 w5 R W], 2k ik Zr A1k 4 )
a5 P e U 4H AMA €3 . C4 5 HDL-C JE W i A
K(P>0.05) ; FEAR MK # 41, #MA C3 5 HDL-C
MAARR, 225 A% E L (H P <0.05), b
& C4 5 HDL-C TCHH B AHOC (P > 0.05;%%3) .
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Table 3 Correlation analysis of complement C3, complement C4 and HDL—-C levels in 3 groups

Unstandardized coefficient

Groups & comparison Beta t P
B Std.Error
ACS group
C3 vs HDL-C -140.827 71.780 -0.156 -1.962 0.051
C4 vs HDL-C -68.023 37.948 -0.133 -1.930 0.075
SCHD group
C3 vs HDL-C -54.817 167.915 -0.039 -0.326 0.745
C4 vs HDL-C -63.444 72.454 -0.103 -0.876 0.385
Healthy group
C3 vs HDL-C -167.730 40.952 -0.267 -4.096 <0.001
C4 vs HDL-C -30.225 15.357 -0.133 -1.968 0.050
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