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Antioxidant and inflammatory aspects of
lipoprotein-associated phospholipase A2 (Lp-PLA2 ): 2011
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Baseline , Follow-up

Vessel area C Vesselarea
N -

X

Baseline Followup
Plaque volume (mm?) 100.1 89.2
Lp-LPA2 (IU/L) 502 237
LDL-C (mg/dL) 118.1 ‘7532
HDL-C (mg/dL) 48.1 47.8
LDL-C/HDL-C ratio 2.46 1.11

Fig. 1. Example of baseline and 6-month follow-up IWUS images and biomarkers. Eccentric plague is observed at mon-PCl proximal site in left anterior descending artery.
Lumen is significantly enlarged whereas plague and circulating Lp-PLAZ levels are reduced in patients treated with statins for six months.
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Fig. 2. Correlation between % change in plague volume (PY) and in levels of various biomarkers in patients with ACS. Correlations were significant between % change in PV F
and levels of Lp-PLAZ (A) and LDL-C (B} and % change in LDL-C{HDL-C ratio {C), but not between % change in PV and HDL-C levels (D).
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Ezetimibe jn=50 Rosuvastatin {n=50] Fenofibrate (n=50)

Baseling Posttreatment Baseline Posttreatment Baseline Posttreatment—

574105 S07+B8  G60-154 MGGt HRei3g —demeTrdE

Plasma Lp-PLA; mass, ng/mL 97+ 72 J2a+68* 449+ 59 320743 45673 104277 2%

\\ /

Plasma Lp-PLA: specific activity, nmoling/min 015004 0.16+0.06 015003  0.14+:0.04 0.13+0.035 0.17+0.06f
Non-HDL-Lp-PLA; activity, nmol'mL/min H67+103 48188 B3st214 £22+167F 5572140 44 9-12.8¢
Mon-HDL-Lp-FLA; mass, ng/mL J24+71 264 £ 54* 386 =77 260+52.04 411+65 2H XT3
Non-HDL-Lp-FLA; specific actvity, nmol/ng/min - 0172005  0.18+0.08 016004 016+005 0.13+0.06 017+0.08°
HOL-Lp-PLA; activity, nmol'mL/min 295+082 257064 241:072 240:061 2.10=0.80 3.23+:0.74f
HDL-Lp-PLA; mass, ng/ml R2i+215 6l1+198* 630+x43 572+198 49.5+16.5 76.4+ 30.67
HOL-Lp-PLA; specific activity, nmol/ng/min 0.04 £0.01 0.04 £0.02 004+001  0.04+001 0.04+0.02 0.04+0.01

Data represent the mean+S0. *P<20.05, +P<0.01, and $P</0.001 compared with baseline values.
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Figure 1. Darapladib significantly inhibits serum lp-PLAZ adivity in ApoE-deficient mice. (4] Fwe apoEddidem mice were

adminisrated with dwapladib (50 mg'eg po) and serum p-PLAZ activity befome ar 1, 3, &, 12, 34 howrs after administration was measred. (81
Serum fip- PLAZ ac ity wias meas wed wsing specimmetry bedare and a1 the end of drug adminsteton. *p<001 v vehide 218 weeks. and "p<005%
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Figure 3. Inhibition of lp-PLAZ decreases the atherosclerotic
area. [A). Representative en face atherosclerotic aorta preparations
stained with Sudan . [BL. Comparison of plaque sizes between the
vehide and darapladib groups (N=13 per groupl. The area stained with
dye is expressed as a percentage of the total sudface area. The mean is
depicted as a single horizontal line.
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