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Effects of multi-vitamin supplement therapy on plasma homocysteine level
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[ Abstract ]Objective . To investigate the plasma homocysteine (Hcy) level in epilepsy patients with common antiepileptic drugs(AEDs)
therapy and the intervention effect of multi—vitamin supplement therapy on high homocysteine (HHey) and seizure status of patients
with epilepsy. Methods ; According to medication types, 105 epileptic patients taking single AEDs were divided into carbamazepine
group (CMZ group,n=25) ,valproate group (VPA group,n=23),phenytoin group (PHT group,n=30),topiramate group(TPM group,n=
12),lamotrigine group(LTG group,n=15) and 30 healthy people were selected as healthy control group while 30 epileptic patients not
taking AEDs as epileptic control group. The Hey,folacin(Fol),vitamin B12(VitB12) levels were measured. Comparison on indicators
was made among treatment group,healthy control group and epileptic control group. Thirty—two patients with HHey were randomly se—

lected for Fol and VitB12 replacement therapy and Hcy,Fol and VitB12 levels in patients among different time points before treat—

- ment,at 4 weeks after treatment and at 6 weeks after treatment
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2012 44 KA 755 T4 #8578 B (%5 121PLJRC536). gle AEDs therapy was compared. Results:Hcy levels were higher

were followed—up for 6 months and compared. Improvement be—

tween patients with multi-vitamin supplement therapy and sin—
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in CMZ group, PHT group, TPM group than in healthy control group and epileptic control group (Fy,=31.581,P<0.001). There were 2
cases of HHcy in epileptic control group, VPA group and LTG group respectively,accounting for 6.67%,8.70% and 13.33% respective—
ly, without differences(P<0.05). There were 20 cases(80.00%) of HHcy in CMZ group,20 cases(66.67%) in PHT group and 8 cases
(66.67% ) in TPM group, higher than those in epileptic control group (¥*=30.556,P=0.000). There were differences in Hey,Fol and
VitB12 levels of 30 HHey patients taking vitamin intervention treatment at different time points after the treatment(Fy,,=482.541, P=
0.000; Fy,=48.123, P=0.000; F\;5,=26.286, P=0.000) ; Hey levels were decreased and Fol and VitB12 levels were increased after the
treatment. Among 30 HHey patients receiving vitamin intervention, 12 patients completely controlled seizures, 13 patients improved
markedly, three patients were effective,with total effective rate of 93.33% ;one patient was invalid and one patient was deteriorated.
Among 22 patients only took AEDs treatment,seven patients completely controlled seizures,nine patients improved markedly,three
cases were effective with total efficiency of 84.34% ;two patients ineffective and one patient was deteriorated , with statistically signifi—

cant difference(Z=-4.426,P<0.01). Conclusions :Taking AEDs can cause HHcy while vitamin supplement therapy can be effective in

reducing Hey levels in patients with epilepsy and number of patients with seizures.
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F1 ERXRAE . FMITERAT AEDs 29 M E24H Hey Fol VitB12 K FEEEE (x5 )
Tab.1 Comparison of Hey,Fol and VitB12 levels among healthy control group, epilepsy control group and AEDs drug group ( x +s )

2 B (n) Hey ( pumol/L) Fol ( ng/ml ) VitB12 ( pg/ml )
feERRE X HE 21 30 10.47 +2.43 10.82 +2.56 617 + 109
SR o) B2 30 11.28 +2.57 9.82 +2.05 591 + 126
EL7puk -4

VPA 23 1227 £2.63 9.35 +2.54° 563 = 120

CMZ 25 20.77 + 5.23% 7.04 +1.88" 455 + 116®

PHT 30 21.39 +7.24% 6.83 + 176" 486 = 100®

TPM 12 19.53 +5.43 7.67+ 171" 501 +97*

LTG 15 11.52+2.51 10.05 £2.94 550 = 146

FiA 13.362 6.945

P{E 0.000 0.001

T a, S IERERT R 25 S ST X (P<0.05), b, S0 %) BR L 22 5 A S22 3L (P<0.05)

HeyfH : S8 REXT BEZH HE , Pypy=0.517 , Pryy=0.000), Pyy=0.000 , Pypy=0.000, Py =0.953 ; 5 555 Xt BE L Pypy=0.934, Py =0.000 , Pryyi=0.000 , Py =0.000,
Pie=1.000; Fol {H : 5 REXIHEZH H , Pypy=0.086 , Pyy=0.000, Poyz=0.000 , Pppni=0.000 , Pr1c=0.780 ; 5N % HE L , Pypy=0.950 , Pyy=0.000, Ppyz=0.000,
Pini=0.028, P11=0.999; VitB12 : S{dt B IR L , Pypy=0.371, Piy=0.000 , Pyp=0.000 , Pypyi=0.021 , Pyy=0.294 5 15 5595 % HR 1L , Pypy=0.905 , Pey=0.000),

Pon=0.003 , Pipy=0.118, Py4=0.774
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5384k
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SR, Kag K «=0.05,
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%2 I[E AEDs Zi¥ 2= 4E 5 it B 4H 18 HHey BE L B[R ( % )]
Tab.2 Proportion of patients with HHcy in different AEDs drug groups and epilepsy control group[n ( % )]

ZH 5 BIEL(n) Hey<15(pmol/L) Hey>15( pumol/L) OR(95%CI) Y1 P
SR X B2 30 28(93.33) 2(6.67)
ESL7/puEz<i|
VPA 23 21(91.30) 2(8.70) 1.333(0.173 ~ 10.254 ) 0.077 0.782
CMZ 25 5(20.00) 20(80.00) 56.000 (9.855 ~ 318.198 ) 30.556 0.000
PHT 30 10(33.33) 20(66.67) 28.000(5.525 ~ 141.912) 23.254 0.000
TPM 12 4(33.33) 8(66.67) 28.000 (4.314 ~ 181.749 ) 17.010 0.000
LTG 15 13 (86.67) 2(1333) 2.154(0.272 ~ 17.025) 0.549 0.459
23 R AL g TR 4L HHey &3 o) toix
S XS B2 % F HHey AR AT 2 (1 6.67%) , VPA N
41 HHey S 2 ()15 8.70%) , S AL o i 2% 2 T
5(P=0.782) ;TG 41 HHey 0 2 Bl(1 13.33%) , S xS . =
R[] o451 12495 5 (P=0.459) ; CMZ 41 PHT 41 TPM £ HHey R 6.04
FH 53 20 1117 80.00%) 20 191( 1 66.67% ) .8 1 (11 z
66.67) , KA LA 45 Tl T BRZH (P=0.000) . i
24 HHey % 5 44 F Ak 75 5 T4 75 A
BEALLEHL 30 #4452 AEDs 259497 () HHey #1552 0 WENT TR 4 HITIG 6 A
Fol J VitB12 T HUiGy7 , BUIFI L1 Fol 5 mg VitB12 500 pg, SLE
BEH 1R ISET 6 1. IRZ 6 IR A F MK Hey Folfl 4 HHoy B&RTAIEARIRAR Fol KF
VitB12 7K , 25T 5 I VOBl 7 22400 , 45 5 B, IR I 2 Fig.4 Fol levels in patients with HHcy before and
F BRI TR AL, Hey Fol F1 VitB12 /K47 2 5 (Fy= after the treatment
482.541,P=0.000; F;,=48.123, P=0.000; Fy;3,,=26.286 , P=0.000) , . 0o
IR#5 4 JAJG , 3% Hey BH TR, Fol A1 VitB12 I BH & T & 5 7001 i
1BIT)E 6 MK Hey ZKF-aE—2L F B, M3 Fol \VitB12 7K°F g 282 436
2 BT ARV 3, 4~6, §;100-
%3 HHoy % 54 EFHITFAHE Hoy Fol, VitB12 z |
KL (x£5) 100
Tab.3 Comparison of Hey, Fol and VitB12 levels of patients with 0 — .
HHcy before and after multi-vitamin supplement (x +s ) HITH ‘ﬁgﬁ ?f] IR 6 A

i) Hey ( pmol/L ) Fol (ng/ml)  VitB12 ( pg/ml )
YRYTET 23.83+4.32 6.04+1.23  436.00 +73.00
TR 4 8 1331 £ 1.76 822+1.67 528.00 +87.00
TR 6 A 9.60 +1.48 10.67 £2.31  609.00 + 117.00
FAii 482.541 48.123 26.286
P{E 0.000 0.000 0.000
307 23.83
25
3 204
2
15
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5 4
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3 HHcy EEAIFEIEARERTE S Hoy 7K F
Fig.3 Hecy levels in patients with HHcy before and

after the treatment
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Fig.5 VitB12 levels in patients with HHcy before and

after the treatment
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Wit FIHENTE Fol \VitB12 45 Hey fRi s B A
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MURE A 73 1 TR AL 22 IR 3510 % BN i e ik o i
TN, R A AN TE AT AT S RAR Hey ZKSF0e AT
FEAMAESE , FEANFE Fol \VitB12 69T 6 J1 )5, Hey /K-
B

HHey IfUAERR 512 22 22 G0 AR #4 FH Bc 2
B IFRESN , A AT I E AR B & AR, S S 5 E L
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IV Hey AT A B J22 i PR R 52 | 28 S 304
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BN R 7E IR AEDs 2595 3L HHey J2& 75
I 7R R A AR B AR A SRR W] T
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AT ST B T2 K AEDs 1357
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Meta analysis on the relationship between 5-hydroxytryptamine 2A receptor

gene polymorphism T102C and depression

Zhou Chanjuan ,Zhong Jigju,Li Dan, Fang Liang,Y ang Liuw,Xie Peng
(Department of Neurology ,The First Affiliated Hospital of Chongqing Medical University)
[ Abstract]Objective ; To assess the association of 5—hydroxytryptamine (5—-HT)2A receptor gene polymorphism with depression by Meta
analysis. Methods ; Literatures on the relationship between 5S—HT2A receptor gene polymorphism T102C and depression in CBMdisc
and PubMed from January 2000 to December 2012 were taken as research objects. Software of RevMan 5.0 was employed to do Meta
analysis. Results:Nine literatures were included,enrolling 1 717 for depression and 2 037 for healthy controls. The results showed
that there was no significant association between 5—HT2A receptor gene polymorphism and depression including the allele contrast
model, homozygote model and heterozygotes genotypes. Conclusions ; There is no significant association between 5-HT2A receptor
gene polymorphism and depression, 5-HT2A receptor single nucleotide polymorphism T102C may not confer the risk of depression as
an independent risk factor.
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