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Efficacy and safety of probusco combined with atovastatin in treatment of carotid

atherosclerotic plaque in very old patients
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[ Abstract] Objective To investigate the clinical efficacy and safety of probucol combined with atorvastatin in treatment of carotid
atherosclerotic plaque in very old patients. Methods Sixty very old patients ( =80 years old) with carotid atherosclerotic plaques
identified by ultrasonography admitted in our department from January 2017 to December 2017 were recruited in this study, and then
randomly divided into control group (n=30) and combined treatment group (n =30). Both groups of patients were given oral
administration of atorvastatin, while those from the combined treatment group were treated with combination of probucol. The related
clinical indices were recorded before and after 36 weeks’ treatment. SPSS statistics 19. 0 was used to perform the statistical analysis.
Chi-square test or Student’s ¢ test was employed for comparison between the 2 groups based on different data types. Results The
combined treatment group had significantly lower serum total cholesterol [ (3.42+1.63) vs (3.83+1.34) mmol/L], triglycerides
[(1.80+1.37) vs (1.95+1.65) mmol/L], low-density lipoprotein cholesterol [ (2.13+1.32) vs (2.63 £1.64) mmol/L ],
neuronal specific enolase [ (9.48+6.78) wvs (12.31+9.78) mmol/L] and high-sensitivity C-reactive protein [ (3.42+1.36) wvs
(4.56+3.36) mmol/L], but obviously higher high-density lipoprotein cholesterol [ (1.64+1.01) wvs (1.43+1.12) mmol/L] when
compared with the control group (all P<0.05). There was no significant differences in all indices concerning safety before and after
treatment in the both groups (P>0.05). Conclusion Probucol combined with atorvastatin effectively improves the resistance indices
of carotid artery in very old patients, and shows obvious protective effects on oxidation damage and nerve damage with good
clinical safety.
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Table 1

Comparison of baseline data between two groups

(n=30)

Oral drug type [n(%) ]

Group Age Hypertension CHD Diabetes mellitus i o
(years, x+s) [n(%) ] [n(%) ] [n(%)] Hypertension CHD
aggregation mellitus
Control 82.3x1.4 22(73.3)  24(80.0) 17(56.7) 24(80.0) 21(70.0)  24(80.0) 17(56.7)
Combined treatment 82.9+1.3 23(76.7)  22(73.3) 16(53.3) 23(76.7) 22(73.3)  22(73.3) 16(53.3)
xX? 0.90 0.90 0. 81 0.59 0.97 0.76 0.98 0.59
P value 0.62 0.77 0. 54 0.79 0.75 0.77 0. 54 0.79

CHD: coronary heart disease.
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Table 2 Comparison of treatment effect between two groups

(n=30, x+s)

Combined treatment group

Control group

Index
Before treatment

After treatment

Before treatment After treatment

TC( mmol/L) 4.77£1.37 3.42+1.63**
TG ( mmol/L) 2.39+1.30 1.80£1.37**
HDL-C ( mmol/L) 0.89x0. 35 1.64=1.01"*
LDL-C ( mmol/L) 2.98+1.14 2.13+1.32"*
NSE ( mmol/L) 15.48+10. 88 9.48+6.78**
hs-CRP ( mmol/L) 7.40+3.42 3.42+1.36""
Plaque area(cm®) 0.39+0. 19 0.34+0.20"
RI 0. 650. 06 0. 62+0. 06

4.65+1.28 3.83+1.34"
2.54+1.35 1.95+1.65"
0.92+0. 40 1.43£1.12°
3.01+1.23 2.63+1.64"
16.31x11.53 12.31+9.78*
7.32+3.26 4.56+3.36"
0.370. 20 0.34+0.25"
0. 63+0. 06 0. 62+0. 05

TC: total cholesterol; TG triglycerides; HDL-C: high-density lipoprotein cholesterol; LDL-C; low-density lipoprotein cholesterol; NSE: neuronal specific

enolase; hs-CRP; high-sensitivity C-reactive protein; RI: flow resistance index. Compared with before treatment, * P<0.05; compared with control

group, *P<0. 05.
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Table 3 Comparison of safety indices before and after treatment between two groups (n=30, x+s)
Combined treatment group Control group
Index

Before treatment After treatment Before treatment After treatment
WBC(x10°/L) 6.63+1.50 6.87+1.61 6.48+1.43 6.78+1.62
PLT(x10°/L) 226.12+63.55 237.34+67. 82 262.46+62. 65 253.45+66. 88
ALT(U/L) 21.04+11.32 23.59+11.94 26.94+10. 32 26.59+11.94
Cr( pmol/L) 69.45+21.58 73.32+19. 46 63.42+23.56 70.31+18. 46
CK(U/L) 19.48+8. 36 21.36+7. 89 22.42+8.38 24.34+8.87
QT-time(s) 0.38+0.02 0.39+0. 02 0.39+0.02 0.38+0. 03

WBC . white blood cell; PLT: platelet; ALT: alanine aminotransferase; Cr: creatinine; CK: creatine kinase.
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