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Abstract  Objective: To assess the effect and safety evolocumab for dyslipimia. Method: The databases of
Medline, Pubmed, Embase, Cochrane Library, CNKI, WangFang, VIP database were retrieved with computers
for searching randomized controlled trials comparing evolocumab and placebo or ezetimibe for dyslipidemia. Meta-
analysis of the datas were performed by RevMan 5. 3 and Stata 13 software. Result: Included 11 RCTs with a total
of 4955 patients, comparing with placebo and ezetimibe, evolocumab decreased the percent of LDL-C levels signifi-
cantly [ placebo: —60.87%, 95%CI(—64. 23, —57.50), P=0.000; ezetimibe: —38.37%, 95%CI(—40. 12,
—36.63), P=0.000]; improved the percent of HDL-C levels significantly [ placebo: 6.79%, 95% CI (5. 84,
7.74), P=0.000; ezetimibe: 6.79% , 95%CI(5. 24, 8.34), P=0.000], and reduced the percent of TC and TG
levels. The rates of total adverse events between the two groups showed no significant differencel RR=1. 01, 95%
CI (0.92, 1.10), P=0.91]. Conclusion: The present evidences showed evolocumab was the most effective in re-
ducing LDL-C, TG and TC levels and improved HDL-C levels in dyslipidemia patients.
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Figure 1 Literature screening process and results
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Table 1 General data
BN NCT %i % Ja & U it Bi%  LDL-C %% R shlksm
RUTHERFOR-2 2015 NCT01763918 12 AMGI145 Q2W 110 4.2(1.3) 35%
PBO Q2W 54 3.900.9) 16%
AMG145 QM 110 4.0(1. 1) 39%
PBO QM 55 3.9(1. 1) 10%
TESLA Part B NCT01588496 12 AMGI145 QM 33 9.2(3.5) NA
2015 PBO QM 16 8.7(3.8)
GAUSS-2 2014 NCT01763905 12 AMGI145 Q2W 103 4.9(1.4) NA
Ezetimibe QD 51 5.0(1.6)
AMG145 QM 102 4.9(1.6)
Ezetimibe QD 51 5.0(1.3)
MENDEL-2 2014 NCT01763827 12 AMGI145 Q2W 153 3.6(0.5) NA
Ezetimibe QD 77 3.7(0.6)
PBO Q2W 76 3.600.5)
AMG145 QM 153 3.700.6)
EZE QD 77 3.700.6)
PBO QM 78 3.700.6)
LAPLACE-TIMI57
2012017 NCT01380730 12 AMGI145 Q2W 78 3.1€0.6) 40%
PBO Q2W 78 3.200.7) 28%
AMG145 QM 80 3.1€0.7) 35%
PBO QM 79 3.200.8) 25%
RUTHERFORD 2012 NCT01375751 12 AMGI145 QM 56 3.900.9 25%
PBO QM 56 4.2(1. 1D 17.9%
YUKAWA 2014 NCT01652703 12 AMGI145 Q2W 52 3. 6(0.6) 25%
PBO Q2W 52 3.7(0.5) 28. 8%
AMG145 QM 53 3.7€0.5) 24.5%
PBO QM 50 3.700.6) 30%
Blom 2014 NCT01516879 52 AMGI145 QM 599 NA NA
PBO QM 302
LAPLACE-2 2014 NCT01763866 12 AMGI145 1117 NA NA
EZE 221
PBO 558
MENDEL 20120 NCT01375777 12 AMGI145 Q2W 45 3.6(0.5) NA
EZE QD 45 3.7€0.7)
PBO Q2W 45 3.8(0.5)
AMG145 QM 45 3. 60.6)
PBO QM 45 3.700.6)
GAUSS 2012 NCT01375764. 12 AMGI145 QM 30 5.001.5) NA
PBO QM 32 4.7€0.9)

AMG 145=evolocumab; PBO="% &7 ; EZE= K37 % 4ii s NA=Not application; QQW=%J& 2 %; QM=% H 1 &k

P=0.000), 3 f§ &R T 5K A LK
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=—238.18%, 95% CI(—40.13, —36.22), P=
0.000],

XF ApoB K52 . 11 f SCHk i T iR IT
J& ApoB /KB AR b, &R L, 4 05T LA
R G5 S Bk (P=0.000, °=82.7%) , % H
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Table 2 Quality evaluation
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YUKAWA 201411 310 Ryt N ¥ WE 2 2 7w Ea 5
LAPLACE-2 2014L7] 1896 AVE#E Ny WHE 2 P ih i 5
MENDEL 201213 411 R BEHLAY TR PR R S ZHA WHE 2 2 2 [ 7
RUTHERFORD 201214] 168 i geBHL A BC I S BRAE R 5 2 HA WE 2 2 7w w 7
GAUSS 2012013 160 JeB ML A BC IR & BRAE R 5 ZHRK MH 2 2 7w 7w 7
GAUSS-2 201418 206 PORBENLS IR ERE RS ZHI MH 2 2 7w 7w 7
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Expression of NOD1 and NOD2 mRNA in peripheral dendritic

cell in patients with acute coronary syndrome
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Abstract Objective: To explore the level of NOD1 and NOD2 mRNA expression in peripheral dendritic cell
(DC) in patients with acute coronary syndrome(ACS). Method: The 58 patients, consisted of 16 patients with ST-
segment elevation myocardial infarction(STEMI), 20 patients with unstable angina pectoris(UAP), 12 patients
with stable angina pectoris(SAP) and 10 control(CTRL) healthy subjects were admitted. DCs derived from pe-
ripheral blood monocytes were isolated and cultured in vitro with rhGM-CSF and rh 11.-4. RT-PCR was used to
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