NS

FTg A v /N —

- HM BN (EEEE, ER3 )

Wi RRHE (ERT, SERK 20 4245)

AR BERE (ER. FRk 21 F25)

AR (EAR, SR 22 FA)

CRES R GEE &), WEFN 55 4E50)

kel A GEEE). PRk 12 R, MBEBRA. FESEB) (CFRK 25410 H~)

R EERIHEE
34

H4 3k

- RSN (X013 AL ZEER)

c ISR (X113 A, HEBEUR)
- BAk (X3 AL RAEZ)
Ak (XA, IRET)



EINGES

R AR D ERTEL 43 A

/NREE R SN (OBIEFESE 2N
R IR DJEEEL 360 &

/NEBHFREENICU, _E—%<) Zx

NICU JiR %k JZx

FAE VIR RE(NICU % <) R

NICU & L CORE 2L

SERINREM SRS 72 AH

SEHIRE M R 1.1 A/H (NERERZZELEZLOTY)
FEABEEE 1,339 A4

FEH O SABEEE K 8.230 N/ (ABZEEH X AL B %)
RS AR RS B 222 N4

Aoy ik 558 ANJAE

AE R H ZE IR EE (2,500 i) 8K 52 N4

ARG HH 2B IR B V2. (1,500 AT ) 2K PN

A [ N A B R R 275 NAE




EINGES

mx - FEERE

1. U4 ZRD>: A Novel Deletion Mutation of SLC16A2 Encoding Monocarboxylate
Transporter (MCT) 8 in a 26—year—old Japanese Patient with Allan-Herndon-Dudley
Syndrome. Clinical Pediatric Endocrinology 22(4): 83-86, 2013

PRER
EEPR

L

i FR

L e KKE: FOSPEREALIEIE 22 A0 LB ERIBR O —F. B/ hNRRIES, #
JKHi, 2013/10/8

2. IIARERH: MCT8 {5 #4512 X % Allan-Herndon-Dudley JEBERED —B. RIS,
kLR, 2013/11/30

3. EAMEE: FUTWRAAICE D & EbnD DISH o—f#l. +/NERES, #IRi,
2014/1/27

4. Mo KKEE: BHEHAEMET LA —MERERO—F. % 26 BIHLUEE/NZ Y v~ F PR BT
geax. LTI, 2014/2/22

Z DHttE R &
Lo BB A NERCE. AbmE NERCEGEE =, PR, 2013/9/3
2. R LERBRZHIEE (FEBEA)



