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Observation on the Effects of Folic Acid and Mecobalamin on Homocysteine
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ABSTRACT Objective: To study the curative effects of folic acid, mecobalamin on serum homocysteine levels and cognitive im-
pairment of cerebrovascular patients. Methods: A total of 112 patients with cerebrovascular disease in our hospital were randomly divided
into three groups, namely, folic acid group, mecobalamin group and combination group (folic acid + mecobalamin). Patients in folic acid
group had oral folic acid 5 mg once per day. Patients in mecobalamin group had mecobalamine orally 500 wg (3 times/day). Patients in
combination group had the combination of two. All had treatment for 6 consecutive months. The evaluation on serum homocysteine lev-
els and cognitive impairment scores were carried out before and after treatment. Results: After treatment, the serum homocysteine levels
had significant differences between the three groups (P<0.05). The serum homocysteine levels in combination group were significantly
lower than in the folic acid group and mecobalamin group (P<0.05). The cognitive impairment MMSE score also showed statistically sig-
nificant difference between three groups (P<0.05). The MMSE score had statistical differences between before and after treatment in
mecobalamin group and combination group (P<0.05), but no statistical difference in MMSE score was found between before and after
treatment in folic acid group (P>0.05). The cognitive impairment MMSE score in combination group was obviously higher than in folic
acid group and mecobalamin group (P<0.05). Conclusions: Folic acid combined with mecobalamin can reduce serum homocysteine levels,
and improve cognitive impairment score in patients with cerebrovascular disease. But folic acid had no obvious curative effects on cogni-
tive impairment.

Key words: Cerebrovascular disease; Folic acid; Mecobalamin; Cognitive impairment; Homocysteine

Chinese Library Classification(CLC): R743 Document code: A

Article ID:1673-6273(2017)17-3299-03

E I ik DAL TG 5 550 2 e 4 LB i DR AE 5 RS 1 — R S 22 T g
WEEEAE, 5 FEONFRS PR EERT , FE % Bk SET R
BEHE 3 BN H AR A A hnbR, AT K BB e IR e A AR A B0, )R 2 e 2 i R i 1075535 114 97 447
SER NSO, LIRS L R L LA A I LR AROEBA, ARKIFS S SRS R | YAl et A A G LA % [
RAFREEAT SO FEEREZF ST I EZRANZ 00 BB ERRICR , LR A0 A% A e s R
Jii 2 b R S SRR TP A A R B R L G & A
*EAIH O T A RHT R AT H (2012225021)
VEZ I  Z0F(1984-) , Lo, Wit , IR BRI, AFFE 77 10 < i 1l 579 -5 s PRATE 9T, E-mail : 2983588707@qq.com, HL 3 : 0411-62893015
& SEIAEE FMHT(1968-) , 2 i, AT BN, BFSE 7T < I M 4505 S At 5 1 PRI 5, L1 - 0411-62893015
(ks H 41:2016-08-30 5% H #1:2016-09-25)




- 3300 -

PREYES#HE www.shengwuyixue.com Progressin Modern Biomedicine Vol17 NO.17 JUN.2017

1 AR5 07

1.1 FEATE

2014 4% 1 H 3 2016 4F 4 H IR EEHI2 HMR 03 B 112
B, RFABEHLZREE BT AR 53 =AW, BIm-fee , o B
23 i, 2 17 9], 47 56.3+ 7.9 % WSR3 19 ), %
18 5], AF-1% 56.6% 8.2 % ;BEARYT (MR + AR , Hrh
20 161, 2 15 48], 474 56.8% 8.7 & (A AbRifE: 0 BRAAT MG I
BN, B E R P R AR BRIT L TR A B2 W
0 A —E BBV, {2 e kST R RIS =
24 4RI 50 HEBR S Ak AL iR 2E PR AR e
DI E B SMG RS TR o A B IR A R
12 BT AR

MR IR R 5 mg, 1 ¥R /R, PSRRI, T LAR A
IR 500 pg,3 K/ K. BRAIRITH, TLAMER 5mg, 1k /
K, FEEDR 500 png,3 R/ K. ELLAR6AH.
1.3 MmiEFFEiRa

T RAS IR 8 /NS B, SRARZ I A1 Sk L, B30 00
T, R IO A FH 0 5 I35 ) B0k e WA o SR
FREGEEAE 340 nm PR R ifn 75 [7) B e R K, SR A
RU e SURASIN R £ | 78 S UK & U B . il R
FAET B RRTINE — K, AR TH 6 A~ 7 5 PR i ]
RIS IR KT

L4 INFFERRKFIEE

INAIBERSACE P R H A 208 RS PR S A B3R %=
FIETF 1975 41 35 [ Folstein B H , J& H BT L0 11
INAID R AR T B i R A RAFAE B,
WAALFE LT 7 AU : H s 0] 7 (B )2 ) g RO
BRI ERRATR S BT RAEs | 7 AN, —3%
H 30 AN FERRE: ZHE TR <4 FH5I 2 4, ZBEF
RN 4~8 4R 0 1 43 INHIZHREIE 328 25~30 432 5 52 B A IR
824 21~24 43 U EEINHTBE RS S 14~20 43513 53 LATF R A
AT T AT TS BT T R AR 43, R R T3
6 G BRI TIN5
L5 Fit¥EFHE

B A # AR F SPSS 15.0 Seit k#7400, THEBokEER
BB prifE22(xt s), W 4250 P (HE/NT 0.05, NN E S

PES-S8
2 R

21 REAIEATT AR M FIR L B A T b

i 1 1, A7 RO AL RS AL R A 167 AL
SRR K P IEGEH 222 52 P>0.09). SR , 4L
TRV BT 22 AT S R X (P0.05), WA 741
L I R AP 5 T FRAL I 65 (P0.03).

| ZHENRTTRIE MiE E 24 B S ER K F Eb 8 (wmol/L)

Table 1 Comparison of serum homocysteine levels before and after treatment between three groups (umol/L)

Case number Before the treatment After treatment t P
Folic acid group 40 17.39% 3.56 16.22+ 4.13 2.29 0.01
mecobalamin group 37 18.16+ 3.63 15.09+ 3.37 4.23 0.00
Combination group 35 17.64+ 4.02 12.45+ 2.74 7.68 0.00
E 3.15 23.43
p 0.16 0.00

Note: Compared with the combination group, there was statistical difference, P<0.05.
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Table 2 Comparison of cognitive impairment MMSE score before and after treatment between the three groups

Case number Before the treatment After treatment t P
Folic acid group 40 14.23+ 5.16 14.52+ 4.62 1.29 0.11
mecobalamin group 37 15.05% 4.62 15.64% 4.17 1.93 0.01
Combination group 35 14.74+ 4.73 16.46x 4.37 3.82 0.00
E 2.15 13.27
p 0.37 0.00
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