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Effect of I-camitine on cardiac troponin T and C-reactive protein in patients w ith acutem yocardial infarction
SIN Xiao , LI Lu ZHAO H ong-li et al™ Deparment of Cardiology, the Shenzhou Hospital Affiliatel to Shenyang
M edical College Shenyang 110002 Chna
Abstract Objective To nvestigate the effect of I- cam itine( I-CN) on cad ac toponin T( ¢T'rl') and G-reactive pro-
ten( CRP) n patients w ih acutem yocard ] i farcton( AM ). M ethods A total of25 patients suffering fran AM I ( tral
goup) were given [-CN 4. 0 g/d totally 7 days and control group were g wen p hceba CTnT and CRP were analyzed at
baseline, given I-CN dieb tert and run-out I-CN i all patients Echocardiography and **T eM IBI myocard al in aging
were perfomed Results There was no difference between o groups at baselne (P > 0.05) ; the levels of CTnl' and
CRP of rial group were lover than control group w hen given L-CN d b tert(P > 0. 05), but significantly bwer han corn-
trol group w hen mn-out LI-CN (P < 0. 05). LVEF of tral group w as s ignificantly higer than contwolgwoup (P < 0. 05), and
defect size decreased (P < 0.05). Conclision The levels of CTrl' and CRP n patients with AM I depress if given
I-CN.
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, 2 (1) 30min (2)ST MG
>0 2mm (3) 2 SPECT(GE ) PTeM B1
t s Bulleye s ES=
/ x 100% , SS= x
(P> 0. 05) 1.3 SPSS 11. 0 ,
1.2 xEs s P<0.05
.21 &nT  CRP AM I
I-CN 4.0 g/d( , ) 5
2.0¢g 2 , 7 d
R 3 s 21 InT CRP
( 8 ) 4 mL il 'l CRP (P> 0.05)
CRP; CPR s Beckm an 3 'l s
A rmay 360 ¢I'nT (P> 0.05); ¢'nT
, BoghringerM annhem (P<0.05 CRP  &dl , 3
( ), AM1 26 12 2448 72 h CRP (P> 0.05), CRP
(CK) (CK-M B) (P< 0.05), 1
.22 22 CK CK-MB 2 s
, , ,AMI 2612 24hCK CKMB
(LVEDV), (LVESV), (P> 0.05) AMIT 72 h CK
(LVEF) (P< 0.05)
(LVEDV I) 23 3 ,
(LVESVD), 3 LVEF ES  SS (P <
, 8 1% 0.05), ,
.23 (SPECT) (P> 0.05); IVEF ES SS
10 (P< 0.05)
1 dnT CRP (x %)
&Il (M g/L) CRP(mg/L)
3 3
(n=25) 0. 46 *0. 21 0.26%0.15 0. 16X0. 09" 4.54%0. 68 2. 6910.55 2. 06£0. 46"
(n=25) 0. 48 £0. 17 0.31%0.20 0.29%0. 11 4.32%0. 53 3.8510.64 2.99+0. 75
, 1)P< 0.05
2 CK M-MB (x %)
AMI 2h AMI 6h  AMI 12h AMI 24h AMI 48h AMI 72h
(n=25)
CK(U/L) 1036 2% 1257. 6% 1423.5% 1684.3% 1700. 9 852.5 & »s5 1%
510. 3 622. 8 624. 3 697. 1 682. 3 426.1 183. 6"
CK-MB (U /L) 105. 5% 115. 6% 125 1% 189. 4% J152. 2% 80.4 + 50. 4%
40. 1 46.7 50 6 56. 7 48.0 39.5 28. 8
(n=25)
CK(U/L) 1 085 0% 1248 1% 16224t 1725.8% 1987. 1% 1063. 4% 585. 6E
517.8 600. 9 621. 8 699. 5 854. 3 642.9 %1. 0
CK-MB (U /L) 113. 3% 125. 4% 144 9 & 206. 3% 169. 7 85.6 % 52.3%
49.2 46. 6 511 56.9 60. 2 45.7 29.7

, 1)P< 0.05
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3 (x %)
LVEDV I LVESVI
(mLn?) (mL fm?) LVEF (% ) ES(% ) SsS
(n=125)
93.5%11.0 554186 £0.5%69 0.51%0. 12 145.36 123. 65
86. 2 £10. 8 50.5%+9 1 47.2 £3. 82 0.35%0.08"2 118.21 +26. 552
(n=125)
9.3%12. 4 54.7t8 4 £0.0%6 2 0.52£0.09 150. 28 26. 61
80.2%12. 5 52.6188 B.616.8 0. 48%0.10 135.00 125. 35
, 1)P< 0.03 ,2)P< 0.05 ES SS 10
CFM D , I-CN
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L-CN Lel L-CN ,
¢I'nT  CRP, s R s [-CN
CRP s H I-CN 5
-6 s CRP R s
22 hCRP s CRP CK-M B R s
, , CRP I-CN 7
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