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Neurobiological mechanisms of autistic savant and acquired savant

ZHANG Yu', Victor Z Han'*"
'Department of Physiology, Shanxi Medical University, Taiyuan 030001, China; *Center for Integrative Brain Research, Seattle Chil-
dren’s Research Institute, Seattle, WA 98101, USA

Abstract: The autism spectrum is a pervasive developmental disorder characterized by profound social and verbal communication defi-
cits, stereotypical motor behaviors, restricted interests, and cognitive abnormalities. It affects approximately 1% of children in most of
the reported nations and regions. One of the most fascinating and mysterious features of autism, however, is the remarkable talent
frequently found in people affected by it, namely autistic savant. A parallel and equally mysterious phenomenon is that some otherwise
normal and ordinary individuals develop similarly remarkable talent after brain injuries, a disorder known as acquired savant. After
decades of intensive investigation, significant progress has been made in these fields. Current studies indicate that autistic savant and
acquired savant are neuropathologically related, and these disorders share many neurobiological mechanisms. This review summarizes

current knowledge of autism and both two savant types, and how it may aid our understanding of higher brain functionalities.

Key words: autistic spectrum disorder; autistic savant; acquired savant; neurobiological mechanisms

B W, HIRREER, ImRAERZ R, Bz s R

W5 [H E A4 Down T 1887 4E 563k 4 T 10 4 B JRE 1 2 A5 (autistic spectrum disorders, ASD)!"
B — 5 R0 R B B 4% SR A s ASD ERRIUNIA SRILIAG, ALACRE)%, Nl
B, FRoxEemHH U847 (idiot savant), Kanner T- A2 01 Je PR LA K o 52 4 fif £ 2 1 S8 DO v 20 D e i
1943 4E B RIS T 11 GIAIMUE (autism) JLER ). SVA REUREIR, 7™ EERZMA & MO A 90 A AR B
EEEE (WA) (1988) MM IZRERM B, e o SUFRRRY, AAEZEE AR #ERLE
BT RSN TR EN. R, AmsE  ASD BRI RIA 1% b . IBEERE R, R
S REMEE L REEM G PR L RSk ASD BE T 10% F1if 5 AR kERG, 90% JoikIEH
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TAE, FHLEEE LA EENREN Y. HhTR
R 2%, JWEMATEE, 2 HAT NiE ASD L fh
BB TRBT AGE ST T, ORI R 5 27 A A = 2
FT AR A I R e —
HilB &, #5 ASD B A M 14
ReEk R Ty, RIEE R, AR, FHMEBICIZRE
25T, BDFTIE AR A" (autistic savant) B % 1,
AR BN, AN KA S S .
H AR i A AR I H 27 H R Rh 2 Ji SR i
R B A B, A SR oA — AT R AR
e, RIFTIE II3R15 W 74 (acquired savant) L5 7,
I AR W 5% 0 L AN SE I i 7 25 SRR BH, IR A~ RT3
A R AR Y R AV 2 R R 2 A
ASCRATE A IX P S A 0 G S He ] e I s & AR )
JEEE, FEE— DA A AR A AR IX — 7 TR 72
BIAS s A6 CABE B NAT TR R v 2 D R 2 Jir B ) 3 A

2 MMiRAREE & KR

/DR ASD FR 3E 3R I H B ol g A 1 S 48] i o
Z U, FEEE (WA) 3 A2 KA Kim Peek
(1951~2009) LA p# izt (BN —A4S ) Fiid B
AN H A Y B Z AR K Stephen Wiltshire (1974-)
()R AL — & & 7 HEEE 44 L. Temple Grandin
(1947-) 7E A R 22 ko BB+, HZRIB %,
B ARES J1 R — 60 B BB AT NS 8%
b I AN T8 4% ) ML B % E JF ASD IOt S, 5
#2740, i E (Thinking in Pictures) (1996)
— 5 H IR U R 1e A2 DA A SR R R DA E AR NI
WG B R, b2 B R R E T,
R BB RS . IR AT — M N 1 SE 4 B 5 1
TR B G CMEET BAAAE ,

gt Y, fEREMM RS . EIEEY Banga-
lore ( ENE RIS ) S8 UGS B N A RE 2 H,
2SS ) LE ASD R SRR IR X H 10 £
5 [ BR 48 BE T2 B[R] 2 23 i 01 1 7 Zc ASD () K
AR HA AT 221 10 £5 5 9 [H 81| My K505
bz ASD YRR e AR NI L F A 1 9
% T AT IR SR ) ASD R A 2 X HEZEL 11T 5 %5
fif 2 [#) Eindhoven 5 K %) 1/3 155 8 I N FHi 15 B
Pk, MHbERE ) LEE ASD (1) R0 2 Ak i 2
WLER 3 £ ARk ISR M, 7E 2000 > &0
A ASD JLEMFEFEEF, ASD JLHEMR
W 12.5% & TARIM, AT TR AL A () A% i bl 2 Uik
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21.2% ; TRl —H X TG ASD JL 38 1A S MR A & T
PRI R L 2 0 50l 2 5% A1 2.5%. A4 ASD #E A4
[ HR Y B e 5 e v 52 3004 0kt Sk 285 1K) AN 3 4 90 A7 2
Baron-Cohen H [F] R FC X v 30 AT i BE o AtiA o AAT]
TEFMAERER, FRREERINHERME D
AL R, HREHR R R, Fi. Smsh,
FAFEAT . B A AN #RrE4E, Baron-Cohen
BHEMN, ASD FH < K A AR % 77 (technical mind)
BT R A RS XFESWAEE M, LR
SV IHE A BEN T, fEEA - )14 6
e N — MR, ok B 53 hn 35 A RE &
ASD ffyJ1.2 ",

Baron-Cohen H 5256 % /& 1 J6 1 SE ASD (O 5 Hi
# (theory of mind) AN IEH FJsst =2 — Mo M H
LS B6 % HUFE I S 50 M %€, Baron-Cohen 3 — 2 H
1% iy 55 4 i (extreme male brain) #% B i i& ASD =
BRI SRR s U MR AR, &
P B 5 A [ F0 (empathizing, E),  BIAS At A 0o B
EAN IR M SRS s AR KRG
(systemizing, S), BEPKIERFE RS (FEnl ZERF.
FOR L TRRAE A0 ) B RUAER 3 A A 1 DR 2R
K F LA B 2 ) R 58 R AT 55 I RE ST o X Fil
AN TR ) 2 [ o BEARFPE AT 1 B R OR O : BPES > E,
2 E > S. AT KW, ASD HEME
KFIER A S #MmTIEW AN, XM B mHE
LR AR s R E B “ B, TR
T R 55 g B, B S >> E.

ToBE, X BB 0 (7 DR v 2% D e B
AR 5, —AMBER 30 RAEMIAEIR S Eon,
319 AVEMEIRA H 90% MK, 10% NIRIGHE
(WJE), Bt 4 1M, BEG L,
KL 10% 11 ASD 38 R &R BRI mA . W
MIR IR, XA LR AR R (1Q) 1@ H Ak
XA R E R B M, 1 HREEA A AR
FEE PR 3 A/ B H R AR R RS . 38R BT IE IR A
(genius) 1 #ifl B (prodigy) W % A X L [E A%, H 1Q
WA IR N . X2 X AR A AR A i 5 2
ez —. HEZ, MNIREAMRTE, WA 3RS
& LA 2R R Mo - 28 w5 R D e v sl AR i, B RE
FFLFK (ability and disability) 45 & 045 % . S5 AR
B2, Power 55 F 2 5 A XU Tl (polygenic
risk score) VEBEAT RBEAFAT I A0 M R BL ™, K
il 43 SR AN XA 175 124 B A5 (bipolar disorder) £ 3% /£
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SR AT M P Bl B 2 TR
N# . Kapur W32 — 25 F 7 J& ¥4 D e 4 3% (paradoxical
functional facilitation) £ i Reix — L % 'Y,

3 REMRA REIGKRRE

A2, A8 AN NE =SRG2 5 2
RIS AE T, RN RS e T T T R A
R By 1 1 3k 45 1% f A4 £5% & AiE (acquired savant syn-
drome)®”, 40, 4MRHEE Tony Cicoria (1952-) i
2 OBk EREE, MR R e A AR E
YE, JFRARN L SRR A TR IE R . At H R
LB, o — AR E R EARK. B
*F>F-1] Ireneo Funes 7£%5 54547 o A1 44514 H AN,
B G2 ¥R | 2 EiE 5 . Daniel Tammet (1979-)
2 G WA — ™ B R KA, EBE S A AR I
A2 T, ARk kR T A B A& B EE VA
HOMOHEIS, HRMNF B2 N7 a S E
B TR RGOS K, AN A2 a7 55 () B 1
FFg . XV RARILAZ 1 N B R R T AE

I R 75 10, Miller 55 K B, Bt 45 05 1% 1) K JE,
CERREEEET . BOREEETEE T RS L
HILRERG, (HI A — 2 B3 215 T B AR B 1R
WRA R, g ERIEZE SR AR5, AKX 8 A AR R
iE 2B BT MR U & sk & 118 U7 AT
B PR AAIX RIS (4 I G, Miller 5256 % %}
AT R 5 06 SR P i A L 2[R B 33E 4T 1 fMIRT
KAy, RILFH M AT 7 )2 (anterior temporary
lobe, ATL) #BZ& 3 H BH 2 09 AU 35 sh B A i im), 1
A RAT I I 4 I G 1) 2 A o S5 A IR )
AR . X—4 /K], AR A R 00
P A i B AR BE R A SR A 2 Ak, RIASE 0 DR i e,
W /e ATL Dygefats, {84 ] 65 28R A4 K4 .
Miller %556 f5 38 1 11 X FERRG] 5 RLRIE R
WS SLI o H gk — 3B U, Je ) ATL GBAT 1
T3 78 JIT R I ) 22 1 AR o ) L [R) R R ISR 32 LR
WIR, BI7l 7 B ARG T = 4 R Ae

N1 BAEX — {5 i, Snyder 5% g5 Al N AT
T—RAVE 1M, bz — 2k R ARk
— NG TS ——9 sl MRS 3 i HE
HIEESE, ER—ZE VY S ELARNG 9 D i A E AR,
AMREHAREE ., A NREMIOX —XE# . 2Rk
AR S N AL,  — 22 T B M P L R
H B

(transcranial direct current stimulation, tDCS),
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M LR Ao ) ATL,  BHAR F ALY A Al ATL 5 55
— A2 FIFE R AE %, EA KRS L. 4R
Sor, BEZEIRAEAHAE 40% KN RIRE T 9
SR, TR — AT — N Y, Rk
X MR 55 [ ] 2 T 2 2 B A WAR KA AE T 32
W OB “THE” Z4h, BIFTIE M 77 HEAM B 4
(thinking outside the box). A # 2, 75— 9
I BY, AR N e AR X, (I
Ik W 7R 2 W] DASE AR 2 7 AE LA S, RIS i A Al Tk
T HEANEYE, 45 RMA 40% 324038 B D Hh fif 2
TR, XA, O RS N AT B 8 1A XU
ATL [B2% e /KB 1 5238 A e S5 A v 5L 1Y) e
J1o BB K ELIRIRE 2R, KHFFER DCS
ol 5 55 R 5 PG I B (repettitive transcranial magnetic
stimulation, rTMS) 25 TGN FE AP 57 XU ATL 2 A5 7K
B ] DA 2 AL AL R TR %)
(insight). B2z 415, P> E IR IC1Z BL RS &
TR Rt KP4 B2,

R B SR A5 == ) POk Snyder 254 H P,
Fe il ATL () Dy gz — & 5 b i 45 N5 B b 47 i i
FFE ST N0 (perception) A5 570 F 5 15 (mindset),
DME AT 2 B YE B b . X — e K
T, 1 R SRR, Y E R
EIRATREE B “ —BREEAR I 7, T A 2 50 H AR
SRR A MR KN B JZE Dy RN 1 A4 SR B
HATL B2 5 alE D aeiEs), a4 Lk
SRR A T, IEE SO, 22 ATL X
AUl ATL A3 B AR o W 2R 72Ul ATL 52453,
Fod gL “sp1]” Thegkk, wOKHIAMNEE BRe
FRal bl PRI 22 R G0, R R ) = R 13 )
FEA B S RS, i A ATL F 20 3 AC BEGE 5 T
A ILBENS , FFx5 A ATL (o408 FH s 558 8l 2%,
MR “OTHEANEYE” AR kA, EIERIA Bk
()i A I G DA B %5 o LV P BRI 75 i R R
HUE N, B TR B R R AL, el ATL i3, X
AN ATL (1) 400 A B, A6 5 & 1 613 M Th Re 75 LA
RIFBAFE DI RETE BN Y58, A Eak op & YD) s s
SR N, TR, SRR B IE
S REN “Hrt”, 55l e s, B
PERBAETOVE R S AT o AMIAR A FE o, 3 BL R« k7
M — A E R — MR E, £2— M
BERMA R — B AL — TR E B WA RS
A AE T FH 3 A A7 i i 2 28 B — R AR 2 R K
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WEH—FEENE R, e IR &
H, BRE B E R, HOR A .

HEl, #ieie ki R\EIT, HER7ER
e 3 DA N SR il 32 A I A N 5 (long term potentia-
tion, LTP) A4 K F2 401 (long term depression, LTD)
& 5 21 C G AE A K I B AR K I 7 L. LTP
LTD #{EskZ 5V 2 % ) RNAAZ &3, Rl /N
iz st o) B2 (B EIRIOMAERAS w4 B R 3%
B, S0 A LU S LTP Al LTD [ 2 42 % 5[] )
B EE Sd e b ® . M, AR I 1)
T NACZ 7T UL SGER B B e AL 1, AR R A 1)
L) IR T DAARRE

4 WA NHEEPERRER

R BRILL K ASD o 10% SRS 4 ) 5 52
FW, fmA R ASD HREFNERR ™. Hik, x
ASD 8 B A W & L, — 72X ASD A 5 [ 8
filg, NFAZWIARTT SR AL B 1 B A
SRR, ORI T g D ReE Bl LA R B R AT
RO, . = +Fk, E0F=KKI15
PhEE Ul g A 4R 52 . FH U ASD Il R R AL K
A a rmA IR P B—J7m, %Lk ASD
BE A AR RS EIR, HE b D4R
HIARIE LK, ASD ECRAEAM ASD i, A
ARG R ARE A E, KRR — PN, T
FRANELB UL EEG f & 45 R Bon, ASD ¥
K Ty BE77% 20 S 5 LB A HH B PR 3 A5 A K B 2
BRI, ANRRSOR S P S R
— B R e i DX A KT () 38 TR B S s A T
X Jr 8 Ty e B 28 3G 5 11 428 PR B Mg X 2 (] f T e Ik
FIES P, LU K AN T 2% (resting-state
network) iz 3 PN, HE 2, BORSCEHER
TOWL A5 (microanatomy) 22K _EA AL 48, HHTIE
A ASD S Ho A A4 AN A4 B 3 1) K 485 74 2032 1)
I PR AR 25 A1 S B UE MR o B — A A ASD K H A
A G IR RK IR D Re IS B 7 8 B e, AR R ix
J7 LA U3 5200 X5 A4 — € R R I 3%
FLAH IR B S B IEE o
4.1 FBMLZ 5T (mirror neuron) RL{EEY

BUR P& Tu i R I B )21 3 X R
PLPY, XS U A G AT — AN EAT BN
YEFIE D258 N SR PAT [ — AT A BN A I 0 & A T
R JE RIS ME TR ER ™, AERAT—A
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AEFIE WL H At N 58 BCIR] — Bl AR B, T - i )
fMRI B GAREARTE], B2 AR B B A5 40 42 00 &
Gi. BJE, AN FYHMC SR AR N 1S Bl B
B AN DS A S BRI B R & B B
BHATRMERFHERNRIL —, EARSE
T AP M EE . R HA AMA AT AL S
H O & BT ARSI UAR I 2 0 R4 73

B g4 o B IR SR AP A R N IE ) R
G B HAD KN THAE R GE. FRIGFISLIE TRl A4
N, BRIZEDIEESN, VF 2 HAL KN D) RETE S, R
BE RISV ERERESE, T LhdEd g gL
ARAG B NKIW B B AR & i+ 4z,
TX e 22 50 REHE 52 Fr i RN AR N S5 R, B
P52 Je SR i m) 45 4 DX A H % DL (efferent copy),
PR (G AR 2 TE L R R D BRI AT A 360 P R
MERRAE, BABIEBIRNMA, R R4 L ] A
LS B OCH B, AR A 1 B3 b A
A, ATIAE H 3R AR BA SO B A Y B R
HEER . M AT A OIX — BB AR AL T SR -
ik ASD 2 FIE & 6 4 )L #E AT H —shE, —
R EEG 1 5 p i (8~13 Hz) #RZ E KA 5 ik
XA LB R [F] — B s R AR FIRE IS w8
JE30, B ASD JLEE T AR5 A KA p i R P,
AT N RGN D SR A 5 LA B i A B,
R IEH JLE R ASD JLEMFINEY, WED
JULFEL A AR B RO 5 T Rk TR ) LB WA
FHN Py FULH B AR AR L 20, T ASD
JLEE G DN 58 B A — B A B L B 50 3 A A8 4k
XL TR R B ASD JLEE (M50 18 R SIS IE
AHEAR G, BEGHLE T H v DL SR R EOCT
B RS AR T . Al e, Zik#E
SE AN IR BT AEBE K IMRI 5245 25028 AL gL A A
LA N 58 AR — B E B 1) fMRI 5245 208 140 4
Al B2, AT LB A T0 AT D I R — B E AT N
(AR E R, TR BITEA SR LT MBI S .
4.2 KEThaeEENAE BRHE (minicolumn)Zii

KM 57 2 A Th 6 s fr & f: ), HEAAY
50 pm, HEH T FREANLE, oo R AR A T,
JE FEL 11 55 200 o [X 58 4 28 8 (newropil), 7 HUE 1)
GABA REH [ 48 SO RN 3= 5 (1) R Mk, e il 2 ot 2
Rfut. MRS KL 100 NIRIZ T, F B A B S
B ep, M3 SR FH (1 SR AT T SR T VAR M ] B XA —
NEZ AR E TE M PGSR, TG H A
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R0 53 B IR IR A BIFAE K, W N LG
B E AT B, R ASD [ EEHLA] M.
I3 B &5 AN AP ZE 7T X 45 o [ 3R AU A A ik i 2
B R 1) B2 J2 BB AL AR NS 5 I BORAS, H A0
SRR — PR 2 5 R R A AL B AR, R L
I, BEEPAERBAIRE, Am5IEEEE S AR
PLENFN D e R i . IX 282510 F ASD 1)1 AR IR
—E, WMCAPREAEERMET S, XEAMHE
JCIIZ B R E k. B N RIE Y, ASD Hi
Wr 5 A7) 2% HH X FIEER 5 B2 J2 IR BORE ELAR 1R M bEoxf B2
K, T M R R 3 B b [ 4 0 e R | 1 R fk o £
PP, ATrh e HEARGE B TG OG5 $ER T
2% 1) E/I (excitation/inhibition) 8 7] fEJL /N, A1 _EiR
THRENUBA 5 R — 3.

I IEH AN FEALB T B s ASD
R B 2 (i A e ss Y, o DL AR A i
B 5 W e RORE IR . Casanova 5256 % X ASD ¥ 2
RS EEAT T — RAVME A1 ), Rl
ASD 535 Bz J2 B A R AR B HR i 2H ]
N, HANWRI T HAHX . e ERA/N
REWRAAMAEIRRTS, BRI PR B ) B/ 3K 47,
Casanova %5 "R R B, =7 5 o ) £ JE R 2 5K 1)
K6 K JZ AT A R T A S0, BRI AR T
[ % X B8 ZH B B ) . AR R X 28 B KL, Casanova
S VR, X R B RO A S AR BT B 1
J= E/NAE G I ae {30 B vh 5 5 S e LR &, AT
Rem MR R T HERE ), AR T ER IR A
BEAT NENE, RIFER AT e IR —2 A,
B J2 JR AR B M A MR T K 5 AR B 17K (R
A G ) A K T3 N RAE 8 A A J =
DX B P AT 404 B RIS 2 (BA22
X)) AR iR R, BRI EAR OO A B Rod s, IF
PEE S Z LR, T H X L83 A0 75 R A AR
H AR REBEASFERE,  BIRR AR i L1

N FH AR e (magnetic resonance spectroscopy,
MRS) J5 %W K L ASD K Jiii i |2 % A X 35 GABA
i PEAK P 5 GABA Rt o E b P B
T 9 B AR AL 2 — 2 AH 5K B2 = GABA 11l 7 H
IG5+ IXFN ASD [ S A A0 151 1) — 3 ——ASD
(VTN I R R IE 22% (F2XTHRAL 25 75 ), 1A
I B i FELVE 31 (interictal spikes) {H TG R & S
W A 2 R L B D R AT NTE ASD g it
AT RUHR 3% 4+ 256 (binocular rivalry 1) X R ] e
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BARANEEIE, Z2iXE g B2 A BUR 22
MAZRAN BB ES — X — IR R
AR 5 B 2 A0 EF 2 18] 1Y) GABA 8 # £8 u 28 B4 il
1K), BRI BUAR FME 5% 4 1 8 26 B 2 1 7,
KL K Z 1) GABA REM & LU REVEBNIRES .« 3l
vscse ., HZYEG AN TF BN H GABA
REHH 22 0 s B AN S D I & SR A, B
o3 H ASD FEAT A RAE LA AN AT RESE BV, i
LIRS DR SR —BOR W, RO 4 I
GABA 5% 35581 E/TE XS AT ASD & 4% A
Ky JRE—PHRIR, KR R T B/ S ]
AR R A 0 T 28 ) S S A D ReTE B (Wi A )
BRI, TR AR 2 2 — A I X — T fig
R bR, Sz, IO WA B8 S R )
RETE B JE VAR AL, B JELE D e R AG A o) — 45 T)
ResRAL RN AEAE . PRI, R RS A A BE S50
AR E A — B A E R, RERXESH KA
AR AT Fe I T RE DL A i B TG SRS . X Lk
I R it — VT

4.3 PIETTEBMEAREE! (network plasticity model)

o 3T HE H T R 5% T IR P AR R S AR I 2% 7K
AR R ALK, B A RAE R =R Dhe
WA, N AT YN AR ASD KA
I PO IR R R, R RN IR A — (Bl
TERIX — W R IR R 2, 5 ASD KA KK
FERUR 2 MR fl v BBYEA 0 (W5 ). M8 m] 284k
RN, X AhFA5 B I e sk B 1T -5 B0 A0 A1 5t
55 I R UBCIRES 2 ASD 2 AR B ARAL . 3 K
Tk YRR B 1 BB SR DRI AT e A A 0K B2 J2 JR) A it B
A A AP BRI A IS S R A . FE S DR
(high-functioning) ASD 3 ( k4 ), X—48
AT RE LSRR, A ) e % i T 2 e ) e ) 2
L1 AL R 22 X 4% Ty e 7% 20 IR AR AR A+ 17 I 5 1Y) A%
1k, I GABA fE# 2 o B0t Jo L b R 26 OR R fndi 8
ML, Mgl — R ASD 4T NERAE, BRI
THA T REREAG A ASD. 31X — W mi 3 5] EEG M58 %%
B SCRE, FEFN ASD 5835 (1) ey A6 Iv) P 41 T
g o1

Markram 5256 % R IE, 7E K BRUEGRIA — R
S PU R 25 T TR 1S BT A2 4l B — & 81 ASD FEAT
NRAE . AR AR TR, X EEEh Y 1 Rk
SRR R AR B2 J2 UL R A AT AR IR M P TR A B
RS S N AN 5E, A LTP 398 5 B[R]
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TX G DI PR A 1 HL TS B EN B B AR . TR
B[] LTP fnss K A AEAT I AR o2 18], Heks AR
AR A B AR A O, 5T, Sk ] Y Ik B
f5mtk (LTP M1 LTD) (1, &H RGEM%KH
Fads—m, BPPTiE B A& T 2% (homeostatic plas-
ticity) m 78 fih FE A% IF (synaptic scaling), 7 3% [6] ¥
Vi, AHEEAR R, A RGBE T U E DI RETE B, X
i HH B A 4R — M AR e B AR EE . [
BEA S NN B8 g R 2 i ASD & 3=
B —, RINVFZ KN B DR sh 4E 712
— A E AT CEFE R A ), 85 RAE SR TE VR R I
S B PR S (R AR A B AT PR RE RN TG B, 3 Rl AR AR 5
k.

W 28 AT BRPE RS AL ID A T AT B B, 3K 7 THI Y 5K
55 R AR Fe i R AT+ A PR . (EAR AT REACER T b
R RENBCHIE, BIONshE AL T
EARET, MK B2 o8& TS 3)
DA K R 8 1 55 Vit 1 P 2 il 2 [ B 0 222 045 R B
ThE KW oh e s sh i g e . AR, e
HHIRES T 2 LU 407K T 1 BRI A 21 4
Mz, iDL T R 2 E SR 4L E S
Ho TEMIEE K0 R R J2 D REVsG 3 AT B 7T
F X 3 A 5 T v
4.4 HERTHBETHIEB

GILKE BRSNS WIRTT R 0EE,
IR 55 AR i i 2 S B R PRI ER AT ASD KR K
AU R, B ) LA P RS2 R K Lo R
JLEY 2 5 LA E, T ASD B35, ANE R Bk 2 ik,
FL SRR 7K S #0 bL R P 0 BEL2H 6 2B sy, SRR SE R AT
ez 5 ASD K‘E, FFrIREM ASD A 2 PR 2
B K. BERKER, ASD B IR
FACFI AR, A A Fe i = A e R 1 R
PG CEIEMIRE R X - R 2 18 2 B i 2
5AFEAT R, FERHAAT AR EEIER,
YERRE IEHAEFIVEE U R B I R RS
5 MR A AT NGBS 2 Ah, EXTIX— 2 B
BT IR, RS A S SIALAIAT . AN
BELWT R 7~ R BRI R IA 5B M ok . RWH L AL
F Bz iR % . BOR shse st — 5 Bor Y,
P B RAZ N B = ZK e AN S-HT Re 443t [F4E A,
S I DX B 1 R Sl K AT S, T i U 4 i X -
%% C s )5S, IR S 42 B L
FIRIEAEAZAT N
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B ) S 56 30 3R W R N IR IR A v A DR E
AV G RE I, XA 4 R G0 R LIS B R R AR
B IAAFE, CLFRD EARAS P B E . H
JR DR 2 BRI () GABA RE #il 28 70 1 43 24 B2 BE #H 42 TT
R DA e, PIAnTEdG S, HEAA M F )
Na-K-Cl #iz & (NKCC1) fEH b K& Cl A
JIP 5 SR SRk e 4 i 5 1Y) GABAa 244 5),
g1 CU Ahat,  RIAH A A58 H A7 2 B 4 1 3R Tk %
ko fR )L AR B BRI B 5 | A = 2R K&
JE A AR NKCC 2R3, HHEAR4iap [CL] &
K. ShBT GABAa AR B, 51 CI Al
I P A7 A T S AT 2 o e 7™ 3R X PR 17T
A R GABA [1)0% 7y P I B 56 e i 1, R
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