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Fig. 1
A; FLAIR imaging shows high intensity signal lesions surrounding with low intensity signal lesion (arrows). 1.5 T, axial

Brain MRI.

view, TR 9,000 ms, TE 89 ms. B; T,* weighted image shows hemorrhagic lesions in right frontal lobe (arrow head) and

cerebral sulci and subarachnoid space (arrows). 1.5 T, axial view, TR 660 ms, TE 24 ms. C; T,* weighted image shows

low intensity signal in superior sagittal sinus (arrow). 1.5 T, axial view, TR 660 ms, TE 24 ms. D; The flow void in the

anterior part of superior sagittal sinus (arrows) could not be imaged on MR venography. 1.5 T, TR 81 ms, TE 13 ms.

(180~914) DR Z % B 7=. AFL 7 b Ik FOIERET
B3 (MTHRF) #5748 C677T OFE T/THTH - 72,
RIR AR« A BERSUEEE 2 35 5. L, CVT OB MEE,» S
NS UEE AT o 7o A REGEIE R, ERREEIEG L
7275, BeH NS EIREM TH - 72 O 225 HIZ WF (28]
DEZ, 26 HICTREAEZ BB L7z, #8RT WE 25 % fik
ft L, k& VBI2 Ok To72. 9%k (74
73IY10mg H) WIkREATV, 2 7 Ht4121335.6, 3 7 Hik
(2 22.6 nmol/ml ¥ CIKTF L7z, D% VBI2 (X F I/3— )b
1,500 pg/ H) #Bin#%5-L, 4 » Ht4121312.3, 5 7 HikIC
1% 11.1 nmol/m! & IEF L L 72 (Fig. 2).

£ =
PR L7ERI O fEfRRF & LT, & Hey MUEEAHI S H &

o7, SMFEWERZEMHEY 2 L7729, Hey RIER
MTHFR K3BREZ: EREREFRE DI EZ Nz Ll

TN T 7 ARG, IR, P &
ROT, TEREL VB12 ORZIKEESHO LR D, 4 7 H
DY I UHFTBETIEFIL L2, SERRETT COWEIEN
T, Hey ¥4I53 D9 86% 5ei i L 72235, IKREEH D720,
VB12 ZBMATe LIE#HAL L7z, BEBAZHAETH L HLHE
RRL72S, ¥4 2 yRZ% EHRIERT L Hey 13 3H7 <
FCERFWEINT LI EPWL NI 72 ERBAENTH 5.
Hey (&2 F4 = YRt pHR#ED O T I VBT, 20
&% T VB12, VB6 IXHilEECH D, TEfEd VB12 L 3% L C
Hey 75 A FF =0 ~ADAF MEOBEZUSIZH . o T
ERE VB12, VB6 KZ T Hey MENAEL L. &612, £
< OFERNTILA Hey 1338001, ERFAY (FFi, A, #bfs
I (B9, MTHFR Ce77T M{Z% M), KMy (B,
A, A BIRE, BAR%), i (RS,
LT AN ASEAED, HUHEH) % EAHET B Y. FAEHIL,
DDA RE YA L, BRI SR iEBICdH 2 27,
JUG, BRI RSB IR LARAE & AR A R T, S



56 : 118 BaRRMIRE 56425 (2016 :2)

1,500pg/day
2

10mg/day
A
HCY 1500< FA B12
nmol/m/ 20 ng/m/ | pg/ml
100 935 10 |- 1000
50 —| —5 — 500
- 11.1
220
152 170 ——O
T T T T T
201X/Jul Sep Oct Nov Dec

Fig. 2 The change of serum homocysteine by the supplement of folic acid and vitamin B12.
The patient received a supplement therapy of vitamins. First, he was administered folate orally. After 3 months, the
serum level of homocysteine decreased to 22.6 nmol/m/ (an 86% reduction), but was still above the normal level. Next,
an additional supplement therapy of vitamin B12 lowered the homocysteine level to normal (12.3 nmol/m/) after 4 months.
Hcy @ ; homocysteine (normal value O , 3.7~13.5 nmol/mJ), FA A ; folic acid (normal 2 , 3.6~12.9 ng/m/), B12 l ;

vitamin B12 (normal [], 180~914 pg/mi).
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Abstract

Cerebral venous sinus thrombosis associated with hyperhomocysteinemia due to
combined deficiencies of folate and vitamin B12

Yuhei Kanaya, M.D.", Shuichiro Neshige, M.D."”, Makoto Takemaru, M.D., Ph.D."”,
Yuji Shiga, M.D.", Shinichi Takeshima, M.D." and Masaru Kuriyama, M.D., Ph.D.”

YDepartment of Neurology, and Department of Radiology, Brain Attack Center Ota Memorial Hospital

A 63-year-old man was admitted to our hospital because of convulsive seizures. Radiological examinations revealed
cerebral venous sinus thrombosis in the anterior part of the superior sagittal sinus. He had marked
hyperhomocysteinemia (93.5 nmol/m/) due to combined deficiencies of folate and vitamin B12. He was T/T homozygous
for methylene tetrahydrofolate reductase C677T polymorphism. He received a supplement therapy of vitamins. First, he
was administered folate orally. After 3 months, the serum level of homocysteine decreased to 22.6 nmol/m/ (an 86%
reduction), but was still above the normal level. Next, an additional supplement therapy of vitamin B12 lowered the
homocysteine level to normal (12.3 nmol/m/) after 4 months. These results showed that the increase of homocysteine
levels in this patient was mainly caused by the deficiency of folate. Additionally, acquired risk factors like vitamin
deficiencies increased the level of serum homocysteine to almost 100 nmol/m/.

(Rinsho Shinkeigaku (Clin Neurol) 2016;56:116-119)
Key words: cerebral vinous sinus thrombosis, hyperhomocystinemia, folate, vitamins B12, methylene tetrahydrofolate
reductase




