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Effect of B vitamins on cognitive function of cerebral infarction patients with
hyperhomocysteinemia

ZHANG Jing, ZHANG Zhe-cheng, ZHU Ju, WANG Su-hong, TIAN Li, CUI Lei
Department of Neurology, Tianjin Third Central Hospital, Tianjin 300170, China

Abstract: Objective To assess the effect of B vitamins on cognitive function of cerebral infarction patients with hyperhomocy-
steinemia (Hhcy). Methods A prospective, open, case-controlled clinical trial was used. Cerebral infarction patients (1 000 cases)
with Hhey were randomly divided into treatment and control groups (500 cases in each group). The patients in the control group were
given conventional therapy. On the basis of conventional therapy, the patients in the treatment group were given a daily dose of B
vitamins (folic acid 2.5 mg, By, 500 pg, and Bs 25 mg) for two years. The patients were followed up for two years. The total
homocysteine (tHcy) level was recorded before treatment, 3, 12, and 24 months after treatment. MMSE scores were recorded before
treatment, 0.5, 3, 6, 12, 18, and 24 months after followed up. The number and incidence of patients whose MMSE level reduced > 2
scores were marked. Results After 3, 12, and 24 months of treatment, the tHcy levels in the treatment group reduced significantly
compared to those in the control group (P < 0.01). After followed up for 0.5, 3, 6, 12, and 18 months, MMSE scores in the treatment
group were higher than those in the control group, and there was significant differences between the two groups (P < 0.05). After
followed up for 24 months, there was no significant difference between two groups. During the whole course of followed up, MMSE
level in the treatment group ever reduced >2 scores, and there was no significant difference between two groups. After followed up
for 24 months, there was no significant difference between two groups in the number of patients whose MMSE level reduced > 2
scores. After followed up for 3 months, the number of new patients whose MMSE level reduced > 2 scores was lower than that in

the control group, with significant difference (P < 0.05). During the other time of following up, there was no significant difference
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between two groups. Conclusion B vitamins supplementation is likely to avail to alleviate the recession of recent cognitive

function of cerebral infarction patients, while the long term intervention effect is to be further observed.
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Table 1 Comparison on tHcy level between two groups ( X£s, n=500)

5 YBITHT WITE 31 H WIrlE 124 A BT 24 M A
HIT 19.58+5.52 16.70+4.19" 15.95+3.33" 15.82+3.68""
paylst 19.46+4.89 19.36+4.43 19.15+4.20 18.47+4.39

5 A B 4L A T P<<0.01

P <0.01 vs control group at the same time

=2 AN MMSE TS ( x*s)
Table 2 Comparison on MMSE scores between two groups ( X+s )
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X 26.04+231 25.84+279 25631312 25.50%3.30 25414344  2525+3.66 25.12+3.85
SR B AL LR TP<<0.05 TP<<0.01
"P<0.05 "P<0.01 vs control group at the same time
%3 A MMSE TF=>2 28915 5R LR
Table 3 Comparison on patients whose MMSE level reduced > 2 scores
B 4 FE BET 24 ™ H
4151
1511 %/451 RAZI Y% 15155/ RAH%
Epid 104 20.8 86 19.9
pagict 110 22.0 95 22.1
k4 WEHFHALE MMSE TFE=2 SR L
Table 4 Comparison on new patients whose MMSE level reduced > 2 scores
“ B 0.5 ™~ H ka3 M H Kais 6 A H BV 12 4~ A BV 18 4~ A b5 24 4~ A
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L5 B BN AL L TP<0.05

*P < 0.05 vs control group at the same time
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