#&3L C-19

MEHREGHEMRARBEE

Rk 2 34 5 H 10 HME
H4EIES : 1310 1
MEER : EFHE (B)
FFZTHARS - 2009~2010
HEES 21791115

FRIRRYIC =2 —0O4 A= ZRAVEERAERARY S LEED
NFECHE

Relationships between polymorphisms of candidate gene for autism
spectrum disorder and neuroimaging phenotypes.

RRER (F130)
MRBER (EX)

MEREKE
=@k NEF (ENDO TARO)
FRXE - EWER - B
HEEXES: 70515759

WFFERROBEE (Fn30) : HEIE A F 7 AREE (ASD) 1%, FLShIRMICBEL 3 D AR D%
EREETHDIN, TOEYWFRZK ~— I —IZOWTIERZMEIH I LTV, Fexlid, ASD
OHIEBA L LT, WMEG (MR, NIRRT SCERIER 2 AV, AR S
L LTHESNTWD R b= BEEE L OFEEZFE L7, TORE,. OASDFH T
WA NRIMEEEE BB -RPHAER) fEIRIZ W TR R EERR E 2500, Z OREOFREL X ASD &
THEA TN E S THERRY  ASD OFEEIZFLG L TCWDA[EEMN & 5, OASD F TIIHK D
HE 2R, T OZFEMEIL ASD OEFRIER DO —> T AL DOFfR] IZBHE L TW\W5, @5-HTTLPR Efx
F S-L A & 5-HTR1A E{x+ C(-1019) G 25 1% ASD Dk » 7R ERRSEIRICE 5 L TV 5 JTREME N
H 5. @5-HTTLPR #&fx -2 4%, ASD & D45 WIFTEEFTEF OIS R = IO R LY 5.2 T\ D
HREMENH D ZEEZWALNI L, INODOBIATFICE D EEE ST 5P RFREAIL ASD D4
MW~ — =122 0B b0 EE LT,

WFZER R OMEEE (JE3C) : Autism Spectrum Disorder (ASD) is a neurodevelopmental disorder
the diagnostic biological markers for ASD have not been established. We examined the
relationships between the serotoninrelated genes and the intermediate phenotypesof ASD
(brain morphology, chemical metabolites, and clinical symptoms). Our findings revealed
that follows; 1) Individuals with ASD had neurodevelopmental disturbance in the medial
temporal lobes, and the degree of this disturbance varies between ASD subtypes and
contributes to the severity; 2) Individuals with ASD have smaller thalamusand the small
thalamus is related tothe clinical symptoms of Relating to People; 3) The polymorphisms
of 5-HTTLPR and 5-HTR1A gene are related to a number of clinical symptoms of ASD; The
polymorphism of 5-HTTLPR gene influences the neural development of the medial prefrontal
cortex among individuals with ASD. These intermediate phenotypes affected by
serotonin-related genes are considered a potential biological marker for ASD.
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