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[ Abstract]  Objective To investigate the impact of probucol on hyperhomocysteinemia patients complicated with mild
cognitive impairment. Methods A total of 92 hyperhomocysteinemia patients complicated with mild cognitive impairment were
selected in the People’s Hospital of Tangshan from December 2011 to December 2013, and they were divided into control group
and observation group according to random number table, each of 46 cases. Patients of control group were given atorvastatin,
while patients of observation group were given atorvastatin combined with probucol, both groups continually treated for 1 year.
Blood lipids index (including TC, TG, LDL-C and HDL-C), Hcy, CRP, SI00B protein, NSE, BDNF, NIHSS score,
MMSE score, carotid artery IMT, IPA and unstable plaques detection rate before and after treatment were compared between the
two groups, and the incidence of adverse reactions during treatment was recorded. Results No statistically significant
differences of TC, TG, LDL-C, HDL-C, Hecy, CRP, S100B protein, NSE, BDNF, NIHSS score, MMSE score, carotid
artery IMT, IPA or unstable plaques detection rate was found between the two groups (P >0.05); after treatment, TC, TG,
LDL-C, Hey, CRP, S100B protein, NSE, NIHSS score and carotid artery unstable plaques detection rate of observation group
were statistically significantly lower than those of control group, HDL-C, BDNF and MMSE score of observation group were
statistically significantly higher than those of control group, while carotid artery IMT and IPA of observation group were
statistically significantly smaller than those of control group (P <0.05). No statistically significant differences of incidence of
nausea or vomiting, dizziness or headache, anaphylaxis, liver or kidney dysfunction, or gastrointestinal reaction was found

between the two groups during treatment (P >0.05). Conclusion Probucol has certain lipid — decreasing effect in treating
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hyperhomocysteinemia patients complicated with mild cognitive impairment, can effectively reduce the inflammatory cytokines

level, improve the cognitive function and neurological function, shrink the carotid artery plaques and enhance the stability of

plaques, and has relatively high safety.
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Table 3 Comparison of NIHSS score and MMSE score between the two

groups before and after treatment

NIHSS ¥4

MMSE $¥43

WO . e
ML 46 12.04£0.67  9.40+0.51*  22.08+0.53  24.78 +0.69°
Mg 46 11.98x0.72  8.07:0.42*  22.05x0.47  27.13£0.45°

1l 0.501 4.753 0.136 4.256

P 0.502 0.000 0.703 0.000
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Table 1 Comparison of blood lipids index between the two groups before and after treatment
" TC TG LDL-C HDL-C
il % P Py P2 Py Py FYAERy= PyERmy PSS
LA LIRS FEpARi ERARE] YT HI LR LA LIRS

X HRZH 46 6.02£0.57 4.41 £0.23* 2.15+0.23 1.56+0.14* 3.79£0.35 2.89+0.27* 0.93+0.07 1.08 £0.05"
WL 46 6.05+0.49 3.60+0.18" 2.13+0.19 1.21+0.17* 3.74£0.26 2.43 +£0.16* 0.95x0.08 1.30 +0.09*

t{H 0. 498 5.249 0.938 5.892 1. 124 5.306 1.243 5.157

P18 0.512 0. 000 0. 364 0. 000 0. 307 0. 000 0.275 0. 000
TE: SIBJTATILEL, P <0.05; TC = BHERE, TG = =/, LDL-C =R ENRE A HERE, HDL-C = 5% B A5 8 X H [

2 W4LEEIRITHIG Hey, CRP, SI00B # [, NSE, BDNF b4 (¥ +s)
Table 2 Comparison of Hey, CRP, S1008 protein, NSE and BDNF between the two groups before and after treatment

| o _ Hy( pmol/L?\ ‘ yf}RP(mg/L)‘ i} ‘ sgmﬁn( pe/l) _ M‘NSE(;Lg/L)‘ \ ‘ EDN%‘(pyL?

R e YTl e fERag] e Rl e YTl T
papie) 46 21.37£1.98  15.32:1.07°  17.40£1.55  6.93:1.02°  0.27£0.09  0.15:0.04*  18.67+2.04  8.31£1.26° 21.40£1.98 3241195
WEH 46 21.26+1.74  11.24£0.95% 17.32£1.43  4.05:0.88*  0.26£0.08  0.11£0.03* 18.59:1.73  6.24+1.05* 2138251 38.62+1.37"
1l 0.517 6.568 0.461 10.251 1.357 6.637 0.548 6.387 0.004 4.875
P 0.492 0.000 0. 546 0.000 0. 184 0.000 0.447 0.000 0.816 0.000

T SIJTRTELES, "P <0.05; Hey = [AB1IEBEZRR, CRP=C RNi#H, NSE =M i miiaiiiLn, BDNF = & 57N 1
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Table 4 Comparison of carotid artery IMT, IPA and unstable plaques detection rate between the two groups before and after treatment

IMT(% £s,mm)

IPA(T +s,cm?)

D BUREPLAE AR (n (% ) ]

An PR

IBITHI BITE JRITHI BITE VRITHT BITE
XIIR4] 46 1.59 +0. 41 1.28 +0.31° 1.00 0. 15 0.76 +0. 11° 44(95.7) 22(47.8)"
WEH 46 1. 60 +0. 35 1.03 +0. 26" 0.98 +0. 13 0.51 0. 08* 43(93.5) 12(26.1)°
() 0.628 5.427 1.204 7.901 0.211" 4. 665"
P 0. 405 0. 000 0.283 0. 000 0. 646 0.031
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Table 5

Comparison of incidence of adverse reactions during treatment

between the two groups

g G BomEnt kER SRRE FEDRERE HRE R
WHEE 46 5(10.9)  3(6.5) 1(2.2) 122) 4 (87)
WME4 46 7(15.2)  4(8.7) 2(4.3) 2(43)  6(13.0)
VI 0.383 0.155 0.345 0.345 0.449
Pl 0.536 0.694 0.557 0.557 0.503
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