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Effect of C1 inhibitor on the synthesis of C3 and inflammatory reaction in ischemic reperfused myocardium.
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[Abstract] Objective To explore the effect of C1 inhibitor (C1INH) on the synthesis of C3 in ischemic myocar-
dium and inflammatory reaction. Methods Rat heart ischemia/reperfusion injury was induced by occluding the left ante-
rior descending coronary artery for 30 min and reperfusion for 3 h or 72 h. The rats were divided into the C1 inhibitor
group, NaCl group and sham operated group. The activity of myeloperoxidase (MPO) in myocardium and blood were
measured. The level of TNF-a and IL-2 in blood were analyzed by radio-immunity method. The expression of C3 mRNA
in ischemic myocardium was also observed. Results
activity in myocardium, 3 h [(3.69+0.02) U/g vs (3.11+0.03) U/g] and 72 h [(3.08+0.03) U/g vs (1.99+0.03) U/g], and in
blood. The levels of TNF-« and IL-2 in blood were decreased. RT-PCR demonstrated a dramatic reduction in C3

Compared with the NaCl group, C1INH reduced myeloperoxidase

mRNA expression of ischemic myocardium. Conclusion C1INH protects against I/R-induced myocardial injury via in-
hibition of C3 mRNA expression in ischemic myocardium and regulating the inflammatory reaction.
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1.3 I TNF-a 2 IL-2 W EE UK RER Ik
2 ml, 4°C & 0> 5 min, BC_FJZ2 ML, PR AF T -70°C 7K
o R S8 23 M v (P12 B fe 5 i)
PLTNF- O S il &, A6 B 58 AE b2 J) I E
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1.4 RT-PCREGMLCILC3 mRNAF & 100 mg
AU B B RE O ILZE 2L A 1 ml Trizol W43 25 240
SV RNA, K S pg 5 RNA TE 20 pl 54 oligo (dT) w51
Wy, i AR RETE = R (ANTP) F13 4% 5% i (M-MLV)
(¥ & Gibco BRL i) 1Y S i i H1 48 37°C .80 min ¥
% 5k h cDNA, 20°C IR f£ R . C3 51 7 41
5'-CTACCCCTTACCCCTCACT CCTTCCACC TT-3'
il 5~ATTCCTTACT GGCTGGAAT CTTGATGAAG
A3, P PR R/l 330 bP. GAPDH NS 1E
51 ¥ FE 4] : 5~-TCCCTCAAGA TTGTCAGCAA-3'Fl
5'-AGATCCACAACG GATACATT-3', #" 34 7= ¥ K/
43308 bP., PCR JZWAARFR N 25 ul, Taq 2 BN 4
K —BEIR(ANTP) 3 [E Promega )= i, A8 AR K
GEAR S5 51 7 94°C 1 min 54°C 1 min.72°C 1 min, 3£
40 MEFR . PCR 347 Wy 1E 1.2%B R 1 4 T LUK
I IRAL L BE Y BRAMNEIT T AR FE R AR,
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FE T+ 85 (P<0.05). P )5 3 h A1 72 h, C1INH 597
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2157 B% DHIMPOEIE(U/glitE) I3 MPOTEYE(U/L)
BFARAH 15 1.18+0.01 48.6+0.71
FHEE3 h
NaCl41 15 3.69+0.02° 176.3+0.81°
CIINH4] 15 3.110.03" 159.941.03"
TR 721
NaClZH 15 3.08+0.03° 128.840.79°
CIINH#H 15 1.99£0.03" 103.7401.21°

T FEE 3 ho72 h, NaCl 4 5 8 F AR 4L (0 ) 1=-119.992,
1:=-76.979, (If.3) 1=-151.394, ,=—143.229,°P<0.05; FF#ETE 3 h.,
72 h, C1INH 215 NaCl1 41 LL & (0 L) £=20.636, ,=29.067, (1iL3%)
1=14.983,1,=16.425,"P<0.05.,
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KT NaCl41(P<0.05), W3 2

%2 CI1INH X M2 TNF-o % IL-2 7k B 820 (v +s)

ZH 5 % TNF-o/KF-(U/L) IL-2 7KF(U/L)
BTFARA 15 0.25+0.01 0.32+0.01
T3 h
NaCl i 15 0.76+0.01° 0.41£0.01°
CIINH4 15 0.54+0.01° 0.36+0.02"
TVEE 72 h
NaCl 41 15 1.08+0.03" 0.560.02°
C1INH4] 15 0.74+0.01° 0.43£0.02"

T FHEE 3 h. 72 h, NaCl 41 55 8 F AR 41 1 8 (TNF-a) £,=-39.381,
=-27.645, (IL-2) t,=-10.174, t=—15.523, *P<0.05; FE-#E i¥ 3 h.
72 h, C1INH 4| 55 NaCl 4] t % (TNF-«) 1=13.762, 1=9.015,
(IL-2) £=70.059,1=7.019,°P<0.05 .,
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