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Abstract Objective Due to the complexity of the etiology and pathogenesis, there is still no effective
therapeutic strategies for diseases of the central nervous system (CNS). GABAB receptors are widely distributed
in neurons and glial cells, and play important roles in the regulation of neurotransmitter release and neuronal
excitability. It has been proven that GABAB receptors are involved in the development of a variety of CNS
diseases, including epilepsy, depression, stroke, Alzheimer's disease, and autoimmune encephalitis. Therefore,
clarifying the roles of GABAB receptors in the pathology of CNS diseases is essential for the development and
clinical application of GABAB receptor-related drugs. In this paper, the specific mechanisms of GABAB

receptors involved in various CNS diseases are reviewed based on the structures and functions of BABAB

receptors.
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v-2 TR (y-aminobutyric acid, GABA) &HX
P2 245 (central nervous system, CNS) H == 5L (4111
P2 A 22320 I, A T R 22 0T T By v R DGR E
GABA MR A2 ARV E T ISR R 2 14 .
GABALZ M H GABA, SZ A4, % 1 2278 ¢ F4 i
Mo GABA U Z A —RhECIAT 145 5088 71l H %
M S il R A A SR 5 5 i
I GABAsZ AT G 3 RIS 504 2808 H AR
LLINTHIE T GABARZIRN T2 Ml L 12 EnT
SRR AR SR , AL FEI (epilepsy)
HHB (depression) #HAE (cerebral ischemic stroke)
B JR Px T 2R 95 (Alzheimer's disease, AD) #1 [ £ %t
PEPE N %% (autoimmune encephalitis, AE) , [K I, I
ABFFE GABA, Z R ) S5 FNTh fig , A7 B T I B 4%
25 CNS BRI R IR AL, I A G2 8 5 R 42
P LS

1 CNS HH) GABA:Z K
1.1 GABAs% k%5

GABA,3Z 142 FH GAB A Fll GABA, W 34
B G 1 il Bk 3Z 1K (G-protein-coupled receptor,

y-aminobutyric acid; GABA; receptor; central nervous system diseases; pharmaceutical

GPCR) . GABAsZZ At = AN [ 1) 25 1 4R 2 1 -
— B AR R A S 45 44 38} (venus flytrap domain,
VFT) ) N i i i AN AG S, — A~ 7 YR e 5 B2
15k (heptahelical domain ) F1— -~ 4 Hd 5 P ] J2 3 4%
F4 IX 3, ( C-tail domain) o SZ ARG 2546 dok 4y ¢
PASE IR — SR BIF A8, Horh GABA W& VFT 2
5B, 11 GABAw W VFT ARG & ik
{HHAZAE TT LA GABAG W HE VET SECA )£ A
71, 3 $2 % GABAs Z K 5 G 8 A B R RCRD,
GABAs W54 GABAG A GAB A, FIFIIE AL, AT
fie B B X & GABAG. [ N S 47 76— XF ERIE Y
Al L 4025 K 35, FR A 77 ) 45 44 35 (sushi domains) .
X LGSR IR PR I B R A S 00, 2 5N
A HAE R, O FLAT BE 2R A [ 37 2 1Y) S P — 5%
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GABAs, IEHf 532 T AL 75 1), GABAw WAHEIA 1 57
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cyclase, AC) . PN [n] #& it K il i (G protein-coupled
inward-rectifying potassium channels, GIRKs) Fl Hi
H 1] #% Ca’ il i (voltage-sensitive Ca®” channels,
VSCCs)P,



MU SIRETEEE - 20234E9 ] - 4518545 - 45 91h]

1.2 GABAg AR89 T4k

GABAZARTE PRI 2 R G T Iz 3k, EEAM TR
AN T AN S S A U E U2 vis el L S B
BT R ST AN L B RS T A Fh A A 23K, SR AN ) 4
i GABALSZ AR T BE AT X A1, L K53 B4 23 2o e
AR 9 GABASSZ AR LI EE
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MEZAE.

2 GABAZEFEFRME RGHERFFRIER RIS
2.1 GABAs AR5 HiJR

UM 2 Pl 28 TC 58 1 BN 51 R I — i R A M I ) R B A
TR LT 5352 2% o B0 A 0 BRIl 2 — 2 T A
PR RG24 GG R AT . GABA JE RN K BT iy 32722
P PE R e 5, WP A 2T R A AT . Z AT E
ZLUEBH T GABAGSZ IR S50 1) & A5G . B (temporal
lobe epilepsy, TLE ) j&—F i UL A G EB /336U L o5 3600 & A
(160%. A 5% & BUMEAPE TLE B8 1 b GABA 3Z (4R R
EAFE TR, It H 5 GABARSZ IR T 0 2815 328 SR A
B A OCP XA T JC AR TLE B84 1 7 ke 45 2 %
GABASZ AT RERRLAT S ™ 5, S5 0 IRZL AR L , GABAG A 314
F kil P 28 fnh 5 H3 47 (inhibitory postsynaptic potentials, IPSCs ) B
/N, AT RESE f1 T 2 Al A2 fi )5 GABAGSZ RS FEFRAR™ . 71t
FHBAE IR R BUIMNAS N GABA, Z KT REREAR™Y, T
I AR FP AR 2 | B —Fh R AT — LER 2 A REAR , BBtk GABAS
ZARLETTIR T 0 ELARAE ARG . EUR AT AR 6 A0 2 A0
BT, GABAS SZARAFLE DI RE RS , 33X W] BE 2 W00 1% s A RE 1
it
22 GABAuZ AR5 #p AR

FARARE JZ — T i U0 08 BB A R , FER AL 5 20
AR ICIE R Z A G, HUTPUImARZG it o8 2 A h 74t
S fl BB KT I SR T IX AL GE i) 25 I AE ARV 2 TR BR-PE 481l
00T 2k T 2 DR AR SO AT BRAE . B X AR SE
BT RRRA L FFE N T 46 6 5 X GABA BE R AR fiE R
SERBTINAR 2 . SRR B HTHT R B A BARUR B
ABZ , T LIS T GABA BE P R FP 2870 I 1) N-FF 3E-D- R4 &/
(N-methyl-D-aspartate, NMDA ) 3Z 1A , S5 FHE AR 2801 2%
AT A DR A HCARYE R, A 2 AR L GABASZ K
FEPUR TN A 2 R R % s TR S R I, #2010
HF9E 2 IH NMDA 32 (5 5150 7T LU /> GABAL 52 & 5 GIRK i
2 A AR 515 S, BRI GIRK G i i 26 15 1> =B A fe A
SE AL T R FEHCMARE ™ . B 1 58 R W iR &
JE I JBE A At o GABARSZ A8, /1N BRUIN P i 5 ol 288 35 PR 7
(brain-derived neurotrophic factor, BDNF ) it 7K “F- 38 fiii - H. 2 ¥
HBTIMAREEAT M RiR R I AES T IR E 24 T —Fh A Hi &
WIHTIT . A BRI JE , GABAR. AT GAB A, P11 0 FE £ I8 5 1
BBAT R RAEE AR RIVER, = GAB AR, WL /N FR R I
JE S URK 76 R T R T 25 2 B PR B SE AR R AT N
1M GAB A, w5 /1N BRI SR I H 1tk , A 2 3R AR 7
0, PRI SR N B R T B R GABA SZAREEN A
e AP L AR IR AT
2.3 GABAs %5 it st

JEAE A 2 BT Ak g 1) R EE R AL H H Rl v Sy
AR HE WA Y S5 DI RE R o 2 A 45 AE AT 1 R M IX s, BV AE
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HU & Bl X 38k, T 2 e E B, R Ry R v R A 22 ]
IPE, GABA MG ITX4 AT PR AR AL, , X AEAR AR AT ][]
IR D REIR . TP O E T . BF9E & B, GABA 1) 1E 244
5 ) W k2 T DR S I GABA {55, AR HE IR e 15 Dh Rk
P, GABA, ZEAE N GABA f— 24K, 7 I AE P i 32 2]
KT WA 2T T RIS , GABARSZ AR &
Az 2 SRR YT, 40 K T A GABAG, I K Y 2 15 18 i,
GABA WA IR/ GABA, Z A h 7] 0 & 25 B 2 AR I
PRI IR A E R ZE ) i — 2 9 & 3, 7R Mk ik
ML S5 , GABAR Z 4Bl 771 4 25 R B H B B b g 1
FH B, 7 SRR 2R A0 B (97 S 90 R OO SR N AT DL
A3 AR 3 R, DT il 24t M e st . A8/ N BRIl o
AT (] GABAL 37 (A 371 B S 25 4 il il 2800 H g 4
FERPLARAE I, X3 EL SIS AE I R 4 B A A8 JB 3 R R T
FFEZERRYT rTRBE WA R R A . LR iitoe sk
W, GABA SZ A i B A B h & #EE AR, KR R ilf— 25
PRGT AR WA HE A B 1 FAML , LA Sk BB 58 (4 116 PR IA T 7 H 43t
B
24 GABAs% 45 AD

AD JE—Fh i1 T [ 5 P o2 22 Ge A e Fr s 8 e ph 218
TP , 2 T EOR R 0 B2 . AD LAY I PRAEIR 25 22
AL ST R 8 5 Bl P02 R BERs AT s AR | £
ARG HEIREY . AD BRF AR X 25 % 2 GABAWZ K3
RIS . GABAGZZ IR E R BY 2119 4F 4 5 RNA 7£ AD
KRG T R B B b A 3 bk 45 0 i e 22 0 i
B %, T3 GABASZ RN FIME 544 Tk E , DORBE i T Bl
#yFEEE H (amyloid-beta peptides, AB) 43, AD HE AL IE 5
AP FFAE L CA4 T CA3/2 T IX GABAG Z AR ZE (1 #3538,
T 5% W) P 20 2T 2 9 28 BRI E ™ 1E— 2 I F o & B A
AT DARRAIRIE S5 CA3 X HER £ 00 1% GIRK I GirK2 . GirK3 Fll
GirK4 V3 mRNA B IE 7K, AT 228 28 fi J5 I 5 GABAL 32
PR IE Y GIRK 3 18 A it e & 3 800 T3 s 7w . s,
AD RN B By TR T A B2 U/ i T 55 2 N0 RS %
(medial septum) (Y472 GABA fig i [l # 28 Jo 4l , T 520
Lok 55, 2 GABA RE1R 5 9 BTN , 23 o8 1 b 5 B0
40 GABAsZARSEPIH CGP36742 T 43 AIG9T AD 1)
TGRSR, SRR, B T T ARCIZ B,
TR REHEA =G R EE™, X 47K, L GABASSZ AR A HE 55 1)
2T K, ST TR K — 2 AR AR A DX N ) £ 6
2.5 GABA, %45 AE

AE B—J5H & B A A 28 2R 40 [ B e vE e, O L
B AP N 2 — . AR B SR R 4 T
SRR H B PUR , 3 ST A E Ao B ) 58 il R S O 4 T
M, AERXFMEOL R PR B i R E L B e
SR HARMUR . GABAZIABLIR T &4k NS 5 AE 1 —
KHUGE S ARPUE, TEHT GABARZ A [ B G i PE I 48 i35
1, GABAG I BT I R Bi2E 40 i 2 17 5 2 ik 1) GABAL %2

PR BT BR 1 SR 2T %A PRI AT, 1X 1 ]
GABA,SZARYUR AT RE ELAEFHIT 52 R i D BE™ . [N Il GABAGR 52
PRBUIRTE AB (B35 vh BA SRR I, AR IR BE 50X Tt
AR 14 2 A i R0 S il 5 84007, A B 753 2308 GABAG ZAATE K
MR GEER

3 B

=]

i LTk TE PR 2 R ST, GABAG ZARTEM 2T HIZ
TR AR M P 0K, O U 2 A1 e 2 18 R AR A 8 T A
PEo X GABASSZ AR 14 A= SRR B 547 (B AR AR SR Y L 0 AR
[l X GABA, Z AR RETF A —E, A [F]2E 5 GABA BEFH £ T0H)
GABASZ R F 0 DX 1 AN, GABASSZ MR ) M Sl R B 113
ASTR B VR P o AR e OIS 17 B 22 3 S T A A [] i X
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