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Comparing the Effect of Reteplase Thrombolytic Therapy and PCI Therapy on Left

Ventricular Function in Acute Myocardial Infarction Within 3 Hours
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[ ABSTRACT] Aim To discuss the influence of reteplase thrombolytic therapy and emergency PCI treatment on ven-

tricular remodeling and left ventricular function after acute myocardial infarction within 3 hours. Methods

Myocardial Infarction; Reteplase; Cardiac Function

98 patients
were randomly divided into reteplase thrombolytic therapy group and emergency PCI treatment group. Compare cardiac
function indexes of the two groups, such as NT-ProBNP, ejection fraction, end systolic volume index, end diastolic volume
index, ventricular wall motion score index. Results There were no significant differences between the two groups in
NT-ProBNP, ejection fraction, end systolic volume index, end diastolic volume index and ventricular wall motion score in-

dex (P>0.05).

cardial infarction within 3 hours.

Conclusion These two treatments have the same effect on the left ventricular function in acute myo-
Both of them are effective reperfusion therapies. They can reduce and delay ventricular

remodeling, and reduce the incidence of heart failure.
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Table 2. Comparison of related indicators between the two groups(x+s)
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[ ABSTRACT] Aim  To evaluate the lipid profile in non-treated patients with coronary artery disease ( CAD); To
explore the prediction factors of CAD. Methods 1772 patients with clinically suspected CAD and without use of lipid-
regulating drugs were enrolled, and undergone by coronary angiography. 1057 cases were diagnosed as CAD, and 715 ca-
ses were without CAD.  Blood lipid profiles of the two groups were analyzed and compared. Correlation between blood lip-
id levels and CAD was analyzed. Results The blood lipid profiles in patients with CAD were as follows: triglyceride 1.
78 mmol/L (1.29-2.43 mmol/L), total cholesterol (TC) 4.92+0.99 mmol/L, high density lipoprotein cholesterol
(HDLC) 1.09+0.29 mmol/L, low density lipoprotein cholesterol (LDLC) 3.22+0.91 mmol/L.  LDLC and non-HDLC
were able to meet the standards (LDLC<1.81 mmol/L and non-HDLC<2.59 mmol/L) in only 2.46% patients with CAD.
In 50-59 years, 60-69 years, =70 years subgroups, the levels of TC, HDLC, apolipoprotein A1 ( ApoAl) and ApoB in

male patients were significantly lower than that in female patients (all P<0.05).  ApoB/ApoAl was the strongest
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predictor of CAD.

most of which are mild or moderate dyslipidemia, and standard-reaching rate of blood lipids is low.

Correlation between non-HDLC, ApoB, LDLC/HDLC, ApoB/ApoAl and

mal blood lipids is more serious in women.

CAD is good, which can predict the risk of CAD.
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Conclusion Blood lipids levels are increased in CAD patients without use of lipid-regulating drugs,
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2.1 EERISE
AW 1 772 Bl Hod 1 057 1)
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R 1. R REBELHFE

Table 1. Baseline characteristics of the study subjects

(40.3%) Toi o . SO SR T YA R 58 %
BEFARRSFME NG B T TC, w02 e e O 2
MG FIE & F K TFAFAE B35 22 5 (P<0.05; % 1),
i JUEL ] B2 I 2B 2R TR 65.19% , e Ui 2 R 36.
3% , oI IR 32.7% , i H I = 8 I E 43531
50.5% 45.3% 42.4% .

m H ME(n=1772) SR 4H (n=1057) B (n=715) P

ERE (%) 55.86+11.01 58.03+10.0 52.56+11.67 <0.001
) 1077(60.8% ) 723(68.4%) 354(49.5%) <0.001
I FFEEE (kg/m?) 25.31%3.41 25.61%3.35 24.87+3.44 <0.001
T I (1)) 980(55.3%) 671(63.5%) 309(43.2%) <0.001
Wb (1) 353(19.9%) 281(26.6%) 72(10.1%) <0.001
o IEL T B AL (6)) 1154(65.1%) 384(36.3%) 234(32.7%) 0.126
1 H Y =R I () 895(50.5%) 574(54.3%) 303(42.4%) <0.001
WA (5] 730(41.2%) 514(48.6%) 216(30.2%) <0.001
S U9 ZR S (4] 218(12.3%) 163(15.4%) 55(7.7%) <0.001
TG (mmol/L) 1.69(1.18~2.34) 1.78(1.29~2.43) 1.53(1.05~2.18) <0.001
TC( mmol/L) 4.90+1.01 4.92+0.99 4.87+1.03 0.332
HDLC ( mmol/L) 1.13+0.33 1.09+0.29 1.1920.36 <0.001
LDLC( mmol/L) 3.18+0.93 3.22+0.91 3.12+0.96 0.041

ApoAl(g/L) 1.42+0.28 1.41+0.28 1.45+0.28 0.004
ApoB(g/L) 1.09+0.30 1.13+0.30 1.03+0.29 <0.001
JEE M (a) (mg/L) 132.85(58.92~307.27) 143.97(63.57~316.85) 116.99(56.28 ~289.78) 0.026
JE HDLC( mmol/L) 3.77+0.98 3.83+0.96 3.68+1.00 0.002
6 4% IH [ B ( mmol /L) 0.59+0.53 0.61=0.49 0.55+0.59 0.026
LDLC/HDLC 2.98+1.09 3.10+1.07 2.81x1.10 <0.001
4k HDLC/HDLC 3.59+1.36 3.73%1.30 3.38+1.43 <0.001
ApoB/ApoAl 0.79+0.25 0.82+0.26 0.74+0.24 <0.001
AIP 0.19+0.30 0.23+0.26 0.13+0.33 <0.001
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%) B EE T, &R TG, TC F1 LDLC
5 R ERIARDC . Rl O B8 IR R
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% 2. [ LDLC F13F HDLC /K ERFF5R N BRI 4% (1))
Table 2. Distribution of the study population in categorized LDLC and non HDLC levels ( cases)
3k HDLC LDLC ( mmol/L) uir
(mmol/L) <1.81 1.81~2.58 2.59~3.35 3.36~4.13 =4.14 -
BNHE
<2.59 53(2.99%) 97(5.47%) 5(0.28%) 0(0) 0(0) 155(8.74%)
2.59~3.35 7(0.39%) 245(13.83%) 230(12.98%) 6(0.34%) 0(0) 488(27.54%)
3.36~4.13 5(0.28%) 58(3.27%) 351(19.81%) 162(9.14%) 18(1.02%) 594(33.52%)
4.14~4.90 2(0.11%) 13(0.73%) 47(2.65%) 212(11.96%) 72(4.06%) 346(19.53%)
=491 3(0.17%) 5(0.28%) 5(0.28%) 24(1.35%) 152(8.58%) 189(10.67%)
J=8an 70(3.95%) 418(23.59%) 638(36.00%) 404(22.80%) 242(13.66%) 1772(100% )
bRy S|
<2.59 26(2.46%) 45(4.26%) 4(0.38%) 0 (0) 0(0) 75(7.10%)
2.59~3.35 4(0.38%) 150(14.19%) 123(11.64%) 2(0.19%) 0(0) 279(26.39%)
3.36~4.13 3(0.28%) 38(3.59%) 216(20.43%) 86(8.14% ) 14(1.32%) 357(33.77%)
4.14~4.90 1(0.09%) 9(0.85%) 30(2.84%) 130(12.30%) 46(4.35%) 216(20.43%)
=491 0(0) 4(0.38%) 1(0.09%) 18(1.70%) 107(10.12%) 130(12.30%)
mat 34(3.22%) 246(23.27%) 374(35.38%) 236(22.33%) 167(15.80% ) 1057(100% )
B[S o E
<2.59 27(3.78%) 52(7.27%) 1(0.14%) 0(0) 0(0) 80(11.19%)
2.59~3.35 3(0.42%) 95(13.29%) 107(14.96%) 4(0.56%) 0(0) 209(29.23%)
3.36~4.13 2(0.28%) 20(2.80%) 135(18.88%) 76(10.63%) 4(0.56% ) 237(33.15%)
4.14~4.90 1(0.14%) 4(0.56%) 17(2.38%) 82(11.47%) 26(3.64%) 130(18.18%)
=491 3(0.42%) 1(0.14%) 4(0.56%) 6(0.84%) 45(6.29%) 59(8.25%)
Bt 36(5.03%) 172(24.06% ) 264(36.92%) 168(23.50% ) 75(10.49% ) 715(100% )
% 3. LDLC #adE HDLC 7K J & ¥ 37 71 & F
Table 3. Independent predictors of LDLC and non HDLC levels
U LDLC 4k HDLC
- EEY P EEY P
AEIS -0.028 0.364 -0.078 0.009
Hk -0.134 <0.001 -0.152 <0.001
VENFIEEEAS 0.056 0.066 0.088 0.003
2 4K -0.029 0.386 -0.011 0.741
e I -0.055 0.074 -0.043 0.146
PRI 0.004 0.905 0.015 0.597
1 g ML SE 0.285 <0.001 0.371 <0.001
= 4. RI|\MAS K X B ORFRISERBILLE ()
Table 4. Comparison of diagnosis age of coronary heart disease according to blood lipid levels (years)
B AN F
i e IR DY 431 5L P
Q1 Q2 Q3 Q4
TG 59.23+9.71 59.27+10.25 58.27+10.12 55.34+9.32 <0.001
TC 57.61+10.38 58.49+9.90 58.65+9.73 57.37+9.86 0.358
HDLC 56.38+10.53 56.80+9.30 57.88+9.87 61.17+9.44 <0.001
LDLC 57.67+9.81 58.36+10.56 59.14+9.49 56.93+9.93 0.069
ApoAl 56.58+10.61 56.68+9.66 58.89+9.91 60.00+9.28 <0.001
ApoB 58.49+10.01 58.30+9.69 58.32+10.24 57.00£9.98 0.286
e (a) 57.79£10.10 57.56+10.06 58.79+9.88 58.02+9.91 0.521
4k HDLC 58.91+9.92 57.70£10.22 58.94+9.93 56.56+9.67 0.016
el 4 L 7 59.49+9.92 59.07+9.98 57.46+10.23 56.15+9.46 <0.001
LDLC/HDLC 59.61+9.26 59.33+10.48 57.27+9.45 55.94+10.25 <0.001
4E HDLC/HDLC 60.26+9.77 58.56+10.16 57.61£9.28 55.74+10.17 <0.001
ApoB/ApoAl 59.4419.75 59.20+10.20 57.539.51 55.91+10.11 <0.001
AIP 59.49+9.50 59.41+10.19 57.96+10.33 55.31+9.32 <0.001
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Figure 1. Age distribution of blood lipid levels in men and women patients with CAD
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