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Therapeutic efficiency of probucol combined with atorvastatin and aspirin in
treatment of carotid atherosclerosis
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[ Abstract] Objective To investigate the effects of combined therapy of probucol, atorvastatin, and aspirin (PAS) on carotid
atherosclerosis. Methods A total of 73 ultrasonograhy-identified carotid atherosclerosis patients who admitted in our hospital from
January 2011 to January 2012 were enrolled in this study. They were prospectively and randomly divided into 2 matched groups: PAS
treatment group (n=37) and atorvastatin plus aspirin (AS) control group (n=36). The patients from PAS treatment group received a
treatment of probucol 0.375g/times, twice daily, atorvastatin 10mg/d, and aspirin 100mg/d for 6 months, and those of AS control
group were treated with atorvastatin 10mg/d, and aspirin 100mg/d for same duration. Before and after treatment, the serum levels of
lipids, including total cholesterol (TC), triglyceride (TG), low-density lipoprotein cholesterol (LDL-C) and high-density lipoprotein
cholesterol (HDL-C), oxidized low-density lipoproteins (ox-LDL) and C-reactive protein (CRP) were detected. Carotid intima media
thickness (IMT) and plaque thickness were examined by ultrasonography. Results There was no significant difference in the serum
levels of lipids, ox-LDL and CRP, and IMT and plaque thickness in PAS treatment group and the AS control group before treatment
(P> 0.05). But after treatment, all above indicators were significantly decreased than those before treatment (P < 0.05). Except TG
and HDL-C, PAS treatment group had more significant decrease in these indicators compared with AS control group (P < 0.05).
Conclusion PAS combination therapy decreases the serum lipids, and simultaneously reduces the serum levels of ox-LDL and CRP
significantly, with better effects than the AS combination. This treatment evidently attenuates IMT and total scores of plague. But its
effect on carotid atherosclerotic plaque needs long-term intervention and follow-up.
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Table 1 Indices of lipd metabolism in two groups before and after treatment

(mmol/L, X+s)

151 . TG TC LDL-C HDL-C
v agil] T MEvigii] RITIE v agil] RITIE MEvigii] AT
PASZH 37 2.69 +1.87 217+162 489+132 365+117% 3.01+081 226+072%  114+026 1.11+025
ASH 36 2.29+0.92 1.79+0.80 441+075 424+064 278+073  2.28+0.68 1.18+034 1.16+031

H: TG Hih =&, TC: SRR, LDL-C: K% 8 Js 8 IR, HDL-C: maf I E A IEERE . S5 RIZ0AY7 e, "P < 0.05; 5AS

41 L4, *P < 0.05

+z2 WHAERHARTHIFox-LDL. CRPKI LLER

Table 2 ox-LDL and CRP in two groups before and after treatment (Xts)
4151 N ox-LDL(mmol/L) CRP(mg/L)
T TR T IR
PAS4] 37 2157 +1.83 17.91+1.60™ 358 +1.75 2.68 +1.64™
ASZH 36 21.09 +1.56 19.12 + 1.46" 3.35+1.85 2.75+1.75"

i ox-LDL: S LB ENEE ; CRP: C- M E ., HRMIRITATILES, "P < 0.05; SASH 4L, P < 0.05

#*3 WMHEBFBTARMIEREEMNSHTH
Table 3 Intima media thickness of carotid artery and total plaque score in two groups before and after treatment (mm, X+s)

o IMT BEHLA S
Eipl n s = YA o
JRITHI GITIE JRITHI I A
PASZH 37 1.17 £0.17 0.95+0.10" 4.70 +6.35 4.08 +6.01™
ASZ 36 1.16 +0.17 1.01 £0.13" 5.40 + 4.47 5.07 +4.29"

HIMT: Bk -R R . 5 R4IAITRTELE, "P < 0.05; S ASHH#, *P < 0.05
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