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The correlation of complement C3, C4 and C5b-9 with the incidence
and prognosis of patients with ST-elevation myocardial infarction

XIA Yunhe, MA Linchuan
( Department of Cardiology ,The First People’s Hospital of Yibin , Yibin 644000, Sichuan ,China)

Abstract: To investigate the relationship between complement C3,C4 and C5b-9 in patients with ST-segment eleva-
tion myocardial infarction (STEMI), 75 STEMI patients with emergency PCI were collected as STEMI group, meanwhile,
80 healthy volunteers without history of coronary heart disease recruited as control group during the same period. The level
of circulating complement C3, C4, and C5b-9 between two groups were tested, and the circulating complement and progno-
sis of STEMI patients were analyzed. Results show that the levels of three complements in STEMI patients were significantly
higher than control group, and the levels of C3, C4, and C5b-9 in post-PCI STEMI patients were significantly lower than
pre-PCL.All of three complements had a positive correlation with ¢Tnl, while had a negative correlation with left ventricular
ejection fraction (LVEF) , moreover, the patients with major adverse cardiovascular events (MACE) had a higher levels of
C3, C4 and C5b-9. In conclusion, circulating complements C3, C4, and C5b-9 might serve as potential markers for evalu-
ation myocardial injury and prognosis.
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L1 —RFER ELERNA 2015 43 A ~2016
4 e TARBLO A NRH S 22 WRHITER 2
b STEMI H ¥1$2 52 218 % B i R 8h ik - AR I7
( Percutaneous Coronary Intervention, PCI) AR [ &
75 VAR STEMI 20 , [] b 47 53 [W] 30 T AR Bre A A iy 28
T CT 2552 AR 2745 A HEBR e 0 i 35 B 2 80 141
BE TR, Horh B 02 ], Lotk 63 Bl B AT
SR AZHIN I PREEASTGORE (AR M1 A4 T 5 45 2
(BMI) i L BE DRIV | 5 A LR 5 B2 WA 52 )
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1.3 FEARei A 32 A B B 220 il BB Dk i
293 2 smL W, Hh—% LA 3000r/min #5075 B
VRO T A IAMA C3.C4.C5b-9 W, —E T
K. UPLES £ H ( Cardiac troponin I, ¢Tnl) A LR
M ( creatine kinase-MB , CK-MB ) 7K ; It 7b STEMI
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BB N 1l 2 45 S IE [5] B (total choles-
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(left ventricular ejection fraction, LVEF) ,
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1.5 SitZEAHE AU FEE 5 B ab Bk
SPSS23.0 GEit it IEA M YL HETOR L x
s Fern , IALIA] FE R o K36 B0 R AR B A
S HIE R I e BCR X Ki 55 R Pearson
FHOCHE AT A FR PRI AR DG E R . DA P<0.05 22
SAGITEE X,

2 & X

2.1 MAZKERRELAR HEITEHRMN
2 B S0 A A AR bR | R AR S A B
P RS 7 TR TG BA W 25 5, ELA AT k5 AT As aT O,
STEMI £ (& G FRAMA C3 . C4 2 C5b-9 7K F i 2
XA, R A FEE X

®1 PMAZTREFEKRERTL

3 4] T HE 4]

a1 newy X F
IR (%) 69.83+8.43 70.6+5.89 0.246  0.808
Bk (/%) 49/65 43/54 2.153  0.190
WS (Bl %) 21/28 20/25 0.179  0.672
WL (/%) 41/55 33/41 2.793  0.095
WEIRAG (/%) 18/24 12/15 2.009  0.156
JULEF (wmol /1) 77.05+9.71 61.60+9.88 1.823  0.085
TC(mmol/L)  4.61x1.34 3.87+1.13 1332 0.199
TG(mmol/L)  0.94£0.42 1.43+0.82 1.682  0.110
HDL(mmol/L) 1.140.43 1.06+0.20 0.528  0.604
LDL(mmol/L)  3.16%1.09 2.33+1.04 1.746  0.098
C3(mg/dL) 1.370.17 0.84+0.28 5.012  <0.001
C4(mg/dL) 0.34+0.16 0.11+0.08 4.094  0.001

C5b-9(mg/dL) 765.00+71.55 432.23+96.88  8.738 <0.001

2.2 PCIB¥FX} C3.C4 K C5b-9 BOZME 4
STEMI & PCI JRY7 T 5 &1 JE i & 2R A €3, C4
F C5b-9 /K250, 5 PCL ARATHI L, PCL RS
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SR 2,

&2 PCILBFXF C3.C4 B C5b-9 BIS2MN

jErigil] fI7 )R {8 PH
C3(mg/dL) 1.370.17 1.08+0.29 2.744  0.013
C4(mg/dL)  0.340.16 0.19+0.11 2.161  0.045

C5b-9(mg/dL) 756.00+71.55 551.52+54.57 7.503 <0.001
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I H Pearson A1 5% 43 M1 WF 28 = Fh #MA 5 CK-MB |
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CK-MB cTnl 2 IEFHEKE R, 5 LVEF 2 77 ¢
21N 3,
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C3(mg/dL)

C4(mg/dL) C5b-9(mg/dL)

r P r P r P
CK-MB(U/L) 0.443  0.033 0375 0.084 0.571 0.042
¢Tnl(ng/mL) 0.656 0.020  0.694 0.013  0.593  0.035
LVEF(%)  -0.619 0.010  -0.740 0.001  -0.467 0.047
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STEMI f835 Hh B J5 Yok L ik | 111255 7 XA
Vi, e B FEA RO I 31 (MACE) 1B, B
KBEVTETE A 6 A, Horf 24 5] STEMI & 2% B 5
Tk A2 MACE 55 MACE W41, H 4% 51 6
STEMI J# K & MACE 5 4E MACE W41, 4%
PR A A0 ] I A 28 7K 7 & 30, MACE W2 21 (8 3%
C3.C4 J C5b-9 /K44 1 3% /= T4k MACE W4, 2
SASIFE L HENEK 4,

K4 #ME C3.C4.C5b-9 kKFEE5 MACE
& H: MACE KK H MACE

P
(n=24) (n=51)
C3(mg/dL) 1.28+0.20 1.02+0.26 2.486  0.023
C4(mg/dL) 0.42+0.13 0.23+0.11 3.528  0.002

C5b-9(mg/dL) 700.10+£90.95  579.15+63.12  2.631 0.017
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