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II. ASD @ genetics
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TOEBDOHEDNH 5, 15q11-13 DEHEH & Al
5N TE D, Nakatani & 1Z= 7 2 D[REA % BEE
S AR, HEEROIEIRZ 29 2
EERHE LTV, @1k, HERY 1B B Eo
RIFPEEZERL, > F 72ABEKNTTH B
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M. ASD O epigenetics
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IV. ASD @ proteomics
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V. ASD @ molecular neuroimaging
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VI. ASD @ induced pluripotent stem cells
(iPSCs) study
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VI. ASD @ microbiome study
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Vii. ASD @ novel molecular biology
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IX. ASD @ animal model

R B OEYIE T AMAICE W TIE, ZOE%
BOBETR R %22, ZoBEETZ2 X
BIELDHEFHFEISED L TET LI A%
8L, 2o frbins,. BE 7 ILIED
FlsiE, BoORNREZZEICHETTE 2 2 &, A%
oGz EOMBUE 2B S ICHERTE L 2 Lk E
MEFoNS, 7RI 25EH2D07?
T ZDLMEEIZED LI BRDDP? Lot
Wiz FICHICT 228, Loy T 7Vt
ZECiE, 252 5 ANHS oY “2 257 %
LoD E V) PWELEMENH Y, 7 ZBRM
ZHWLELTYH, BHHERCET280ET
WL H C FTHMMEDBRTL %0 & v ) Fife

ZENTIZWVIT R,

HIRD & 912 ASD @€ 7TV DRHEE, B b
DBIBT MR Z I E 2 TERIN T3,
GWAS it ko Tffonk ~HELME &0
ERIE, 204y ARSI 25, 1 DD#E{ET
DRI T 2B T RE 7 AEEICIZEH TR
W, RERENT, CNV fiElt, BlEmhrZ Lk -
THONEBTFOERE D S IfEEn s,
F0 75 JENEMEE ASD EF L E L TIE, Btk
15q11-13 #pfEE ~ 7 229 Neuroligin-3 KiE~
o 2Wa BT 5, fiEfErE ASD €7V E L
T, Ly MEfEE> Y 2 (MeCP2 R~
2)2 | REIVEREALRE = 7 A2 (Tscl/2 Rig= 7
2)10%3% 3.

IN6DTYRAIFASD ET NV E LTRAZI N
TWAA, BIRD X Hicdh < £TASD ICHPIL
TWVRBELDPVZRVEED, 1 DODETNLDARIR
5FEED ASD EF Ly A CHET 24
Honsk, FEEoD ASD HEKTMA4 L Tw»

865

D0 %9 HRRICES I £ 5, Isshiki 5
1%, LB 15q11-13 #hrE#E <~ 7 &, Neuroli-
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X. ASD & social experience-dependent
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Molecular Biology on the Mechanisms of Autism Spectrum Disorder for
Clinical Psychiatrists

Manabu MAKINODAN

Department of Psychiatry, Faculty of Medicine, Nara Medical University

While, in general, a certain number of clinical psychiatrists might not be familiar with
molecular biology, the mechanisms of mental illnesses have been uncovered by molecular biol-
ogy for decades.

Among mental illnesses, even biological psychiatrists and neuroscientists have paid less
attention to the biological treatment of autism spectrum disorder (ASD) than Alzheimer’s dis-
ease and schizophrenia since ASD has been regarded as a developmental disorder that was
seemingly untreatable. However, multifaceted methods of molecular biology have revealed the
mechanisms that would lead to the medication of ASD.

In this article, how molecular biology dissects the pathobiology of ASD is described in
order to announce the possibilities of biological treatment for clinical psychiatrists.

< Author’s abstract>

<Keywords : molecular biology, clinical psychiatry, autism spectrum disorder, mental illness >
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