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Research progress of the dopamine system in neurological diseases
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School of Medicine, Henan University of Chinese Medicine, Zhengzhou 450046, China

Abstract: The etiology of nervous system diseases is complicated, posing significant harm to patients and often resulting in poor
prognoses. In recent years, the role of dopaminergic system in nervous system diseases has attracted much attention, and its complex
regulatory mechanism and therapeutic potential have been gradually revealed. This paper reviews the role of dopaminergic neurons,
the neurotransmitter dopamine, dopamine receptors and dopamine transporters in neurological diseases (including Alzheimer's dis-
ease, Parkinson's disease and schizophrenia), with a view to further elucidating the disease mechanism and providing new insights

and strategies for the treatment of neurological diseases.
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1 ZERERS
1.1 ZERRERGEME S

ZORARSFE R Z ELREME . MEd
i B, %2 B %2R (dopamine receptor, DR)F1 %

T 2 L e R A5 B R K BR 9% (Alzheimer's
disease, AD)~ MF4: %% (Parkinson's disease, PD). ##
il 43 240 (schizophrenia, SZ)A ¢ . AW R G454
AR 2 MU B RS /E X Lo R it Fi it g, N
EHANHRMAERGRBREELS . EHMEN
B,

[ 1% %% 12 & 1 (dopamine transporter, DAT)ZH %", £
2 Jie £E R T A 2208 0 AR 4 20 R R AR A .
(1) BB F-ZUIR AR IE S .  E ik R iR A 2
etz os, CEMSURIR(R5etx), TEA
TER AT Emizs), HRE 3 PD. (2)H K-
B J5E - S G 0 4% 5% X (ventral tegmental
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area, VTA), SCHCHTANM 7 X o X — 18 B J 2
SIFEHZ . Q) N-1A % RGIEH: N VTA #8552
R B #% (nucleus accumben, NAc). MR 45 5 Fl1 3 43 i1
G ARG, ZMESIMPATNE R, @ETIR}E
B M EE S50 SR B i A R S L R it

% R et 2 U RO M 2238 5T 2 T2 i i DR
A0 R A A A AE S 2 AR N G R
HAERRE, DR N D1 2524k (DRDI F1 DRDS5)
M D2 255 K(DRD2. DRD3 #1DRD4). DAT{EN%
E R RGN EEH Ry, 191 2 B R,
e 2 MG eI 28 N 28 JE e ) E BT & 2B
HE R GUIX LL L LR 7 ) DO RE AL T e S B & R S8
PR H R
12 DRASFHIESHES
1.2.1 DRAFEGERNTBHIESES

M # N A, D1 RS2 5 E0E R G H H Go,
B, O U 5B S 08 PR B R BRI (eyclic
adenosine monophosphate, cAMP) 142 i8; D2 ZE5Z {4
F B S5 HIHIE G 5 A Gy, #5EE,  H0H] cAMP JE R
cAMP = E i it B [ A (protein kinase A, PKA)
SR RN TR 2 AR R e o, T IR RN
F A 45 cAMP R M. oG 1 45 & B H (cCAMP-response
element binding protein, CREB). % & R 3% & .
DARPP-32 (dopamine- and cAMP-regulated phosphoprotein
Mr 32 kDa). y-Z 3 T R (gamma-aminobutyric acid,
GABA) ¥, Z I 5T UESE, CREB A 45 # 4 04y
TRHGHE . R T EEYE, PO, B Eds. K
WIHCIZIE R, /& cAMP-PKA {55 1 S A% O 430
FEAR A &R AR 5 R b A 3 AH SCMY, 2 il i
DRD1/DRD5 {5 5 5 75 PKA /1 3 ) 45 R IR A R
fi [ 5 fih 5 5 . DARPP-32 & £ 1 SUIR A4 F5 i e 42
o, Z580RIEE 543", DARPP-32 H] #11
B A BEEREE 1 (protein phosphatase 1, PP1), PP1 1 5%
M B LR, B2 a5 SR R A ) BERRAIRAS
Jf 34 58 cAMP-PKA I 15 5 1% 3. #F 5L K 3L,
DRD1. DRD2 W] DL id cAMP/PKA i % #7% Erk/
MAPK il %, Erk/MAPK {5 5 il i id 0 3 2 PD
18 B EhG A s B
122 DREFEA B B- R & BB A -3
(protein kinase B-glycogen synthase kinase-3, Akt-
GSK-3)[55&%

DR f 783 G 5 H 9 7 1) cAMP-PKA {5 5 1%
SRAEH AN, BT cAMP JE K #EHL I (B Akt-
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GSK-3)IBE RN KIEAEH « 2 Il DRD2 5
S R B~ 2% 4 (B-arrestin)/ 2% (B R 2A (protein
phosphatase 2A, PP2AYE &), HA# Akt LBERR1L K
i, AR GSK-3 1,

KT B-arrestin I & H i 5T R B~ , HETA P
Ff Barrestin (B-arrestinl 1 B-arrestin2), ¥4 B-arrestin
ANEABEME, EAIME—M DL & HMmEA
U, T Fh B-arrestin BL 3% B[] 5 5 R FI AL
N A BLAE A, AT R VR 2 A S
B BT I, PP2A Kk R 5 M IR AT MR
AR, GSK-3 & —Fh 2 AR/ A B, HA
P b b 4 A 7 A . GSK-300 AT GSK-3B U7, W ST AIE
S, GSK-3P 2 71 B-VE K #F H H (amyloid B-protein,
AB). Taut [, #AEE Tl n] BEYER CHE S 11,

1tE4h, DRIEZ: 5 3545 (Ca® ) A (K )i 1
W . AE SUIRAR 55 2 A 2 I (medium spiny
neurons, MSN) H', £ [0 JlZ ##(7% DRDI % 3 Ca* ¥
e TERRGUIRIAEMZ o, Ma P FH 44
SR B AR R B, 1 i IE UL (phosphatidylinositol,
PI)i% 4 () DRD1 3 % 7] SKF83959 1l il K fl UK 14
P TG IR H R B Ca™ FE VL. N DRDI #8540
7 SCH23390 JLF- 5¢ i Bk 1 Ca® Bt o FESL
AR Fi 2 B RE s & T+, DRD2 FHEEE AT LA
PR AP, R0, EEX DR FH
cAMP-PKA 1 Akt-GSK-3 {5 ‘51l ¢ 5 ¥ 22 R G5
HIFH R AT 258 (B 1)

2 ZERERGSHERGERR

2.1 ZBRRERSES AD
2.1.1 ZERREMZTS AD

AD & — M ZFEUR K RS 5 K LR AT %k
i, IEIRRIAHAT L2 ARG . ANAIDhRE T B DA
SABFNRESIIE T o TREFFAE EEN AB VIR &
Ao gish . MAIGRAE. I A MEDIRESZ N . KAk
Th e B g 020 Ko i S Ak o2t 10 12 T i ) O i &5
P, 2 BN R S IR ] SRR,
Hok B VTA 1) 22 [ e i 28 0 H 3 2R Y2,
VTA 1 2 B iz et 4 oo TG 1 PR K 5 AD B3 R0
FEfg A kP, w5 kL, AD PN XS R
Wy PEREA G, YIRS 2 H GABA RePRE R IE/NE
£ [ 1 [8] # 28 JC (parvalbumin interneurons, PV-INs)
BRI IES F= A 1, PV-INs 1 715 2% 7 o1 A0 ] 1 5
i A% 3% 2 [R] {1 ~F- 551272, AD B9 SIS T 5T R B
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AD:
DRD2 agonist (Bromocriptine) modulates
the B-arrestin2/PP2A signaling pathway.

PD:

m CAMP-PKA is a potential
therapeutic target for PD.

S SZ:
Blockade of DRD2 is a key mechanism of

action for antipsychotic drugs;

O

Agonists of the DRD2-mediated B-arrestin2
|e

pathway (Aripiprazole, UNC9994).

AD, PD: GSK-3B is a potential therapeutic
target.

AD:

DRD1 agonist (SKF38393) promotes
the phosphorylation of CREB;

DRD2 agonist (Sumanrole) increases
the phosphorylation level of CREB.

targets

targets
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Fig. 1. Dopamine receptors-mediated signaling pathways and related neurological disorders. Dopamine receptors are G-protein-

coupled receptors that are associated with different types of G proteins. D1-like (DRD1 and DRD5) receptors are associated with

Ga,, while D2-like (DRD2, DRD3 and DRD4) are associated with Ga,

affecting cAMP-PKA conduction. In addition, D2 receptors

i/0>

activate the Akt-GSK-3 pathway. These two dopamine signaling pathways are involved in the occurrence and development of AD,

PD and SZ, and the treatment of these pathways and their targets is helpful for the treatment of neurological diseases. AD: Al-

zheimer's disease; PD: Parkinson's disease; SZ: schizophrenia; PP2A: protein phosphatase 2A; CREB: cAMP-response element bind-

ing protein; DARPP-32: dopamine- and cAMP-regulated phosphoprotein Mr 32 kDa.

VTA £ ELI% e 48 028 P (22 T R 4l 48 T I B0 2
Wb M 2 R R AT 4R R S 8T
5 %2 B R AR SR D, 15 PV-INs il Ry
B, HIFHEARRZ TS, IRl B# (% DRD2 /r
3 () CREB i B WU% 75 515 Sid 2 X w5 E. DRD2
2N 71 Sumanrole AN {X AT LL$2 & PV-INs 1 CREB ]
PR A K7, 3B ] LU R /N R0y IR 67
AD P, Back %5 A\ K H 4 9% 35 14 35 BR B A (immuno-
active clearing technique, iACT) M %2 AD /s fR A5 4 rft
% B BE R 1 S5 A B, 45 SR B SXFAD /N B
VTA Z EZREMI A TGS K, 2 B RE a1 i N
R R P Y, DL BRI AR VTA 22 B AE
ZILnE2 5 7T ADIIR .
212 ZBE5AD

fEADH, ZEES AP Z MAFEZ V) REL. K
BHHRE TR, HHABE, KREMSCRAEF £
B P R TR B2 3, B AD 9K E SR RN B
i -4 B R 9K 5 G M ORE) AT ] AD 4 i A A o
AP RERMER, toh, ABREMSIE
PEE T R 2, 22 B T DLk /% 5 45 440 11 7
B @ B E R ¥RYT AD BT,

2.1.3 DAT 5AD

2 %5 5 £ EE DAT PR B E ) LA -O-
FH 3L 5 F% I (catechol-O-methyl transferase, COMT) %
fifp R 2 EPY, IX e 2 LA 5 2R R KO B
WA . Kurzina 25 \P% B15 %6 IR ZH K B
b, DAT FE PRI K BRE ) VB TSR IR oK 7 S vp T
PEIEAZRIE . Yin 5 N i 7 — 2857 24 DAT
Hil7(LH2-051), =56 45 5 & I LH2-051 R /b i
ABfutir, AR AD /N RS2 I En R pEe
2.1.4 DREEFISIEITIZEAD PRI

Kumar 5 38 o 4 5% 440 G2 R AD B35 KK
H1 DR W2 ) A8, R B AD K i K2 i DRDI
DRD3 [ 3R IE W R FEAC, K% i B2 )= DRD2 ik
I FE R, [FIR, T Meta 0T WT KB, S
FRXTRRAAARLL, AD 35 ¥) DRD1 1 DRD2 /K- i 2%
B, [Ht, DRABEIAAZIATT AD [ B ZLEE

Cheng 55 N S5 45 5 3% 8] 1% #: £ DRD1 ¥ 3)) 7
A-68930 REME AR AB, ,, 75 F I/ B 5 CAT X AT
B J Z A o g, BRI NLRP3 S5E /MR &
FKF, B AD /b BRI AR RSY . Zang 25 A LA
06 %5 PR AB, L, /N RO FE X 5, RILDRD1 ¥3h
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71 SKF38393 0 A2 i2E AD /s il iff T #4 CREB [ % 1%
1, H& &/ B 5 R EZ 2 ¥ BDNF /K-, FEAIS -z
FLUERT FERT AR SR A BY ) B-1 (B-site amyloid precursor
protein cleaving enzyme-1, BACE-1) fl A, ,, & 1& ,
T R /D BRI R PR AG, IX B 25 BT LA DRDI
FEPUF SCH23390 1 #41*Y, DRD2 #zh71 % & XyTnl
4N AD B8 K 2 0% A MR AR S L HORR JIE B R 11 A%
i, % AD B FE PR T Y. Liu % ANHFA
KB, JRF& S (Bromocriptine)i# i 7% DRD2, {2t
B-arrestin2/PP2A/INK AHEAEH, I INK /- F 14
P PR B SFORH 98 RE /MA NLRP3 [3E 4k, AT 22 il
T AP, B F /N B T A 4 28 98 EY). 7E 3% Tg-
AD /NI B SESe H,  2H 23 e e A G 10 B OR
28 DR I 77 B b i k6 977 3o 1) AD /)y BRI ZL 2L A
AB Fl p-Tau 7K ¥ FEA%, 1042 8k Ff o 7. DRD2/
DRD3 ¥ i FI b & #0(D-519. D-520) 1] $1 il {4 &1 T
R 3 Taudd1 FHERKEE, $275 DRD2/DRD3 A ¢
JEVRYT Tau 25 i (AD) T AR SRR

R, AR TR, REE S BARE MBS
DRD2 8 g I8 08 A B0, AH H: 22 4 M 7] 3 L
7w R 22 4 by, AT PR 1 JEAE Il PR B
B, Ak, BT S mg/kg BTN HEEVR ST, 15
mg/kg 1 20 mg/kg [ 4 1 Ml 5 %5 AD /) iR 20
TCDIRERCR A ZE , XA T ik A FH B 1 P v ] i
S FEEMRNY . Hitk, FER P REIEH
SR DR BN, RN AR E S
JTROR AR &, BLAE & AD [RVR JT ORI %2
P
2.2 ZERERGSPD
2.2.1 ZERRREHEZTTSPD

PD & — Bl AT PE AR 2 IRAT IR, TR BRIk
MR 2 R 2 o i) B R AARYE L - A
& F (a-synuclein, o-syn) TR AL 5 /MAETE 5. I
KRB NIZE D) REFERG (B 3 2212 . LA E AT 72
BO)MARZ S RFIE, BN D RERRAT . 1 BRI AT
(FEEA % BIAFARED) . B B AT Re R G (AR 5
R AR RS, (L) PRI RERREAGS, HE T
BER ST PD AR I Parkin i 3 K]/ il 45 @ 1k
B2 ERZRe AR 22 IO I R R Qi %E
NWFFERIL, R FGE AL A EOR G 98 2 L ZRE 22
JCi X v, A BT 22k PD & 2 118 ) R AT,
BT, *h782 EIZReH 4 o 40 B B AR T 2 16T
PDWGEI T, BSR4, Mis+4uf. 5%
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FMETETZHTHRBERITY. NKLZ Rk
g0 A N RE G 4 i T B o 2 R RE AR 2
I, ERHEI|EYIENESE T AR INIE
K7 R DN KRN =Y 3 cql il )
(astrocytes, AS)AeE TG IGsH, JHHZ L b hZ e
e 4 It, #h78 R BTN 2 R R 2T,
AS B N2 DR 2 o] - TRJT PD B 4R
M, BRI T R B, 5 25 2 At
FOARVEAG K I 22 e VEFIAT R0

Chen % N KL, 7EPDIIAFEM B, Bzl
i e A 22 o R] R L IS () PR T R T 2 (A T R A R e
fIGs BRARTBCEIE ), XL G35 PD A A
FAY R BN PR B - 30 A I 1 B AH R TR
RIT 2 W B 28 JO TR LT 1% W 35 B 1 PD 5
HABHLE, JF O8I KA K PD IR YT J7 R ARt
LR
222 ZEESPD

PDEFHEM AN ES 2 EKF
H 2%, PD & WL T BE PR AS < t BLAR M A T
(electroretinogram, ERG). i %t i &K HL £ (visual
evoked potential, VEP) AL ZH (1) 7 H, AT 2E
JZR 2GS HSEED . —TNTRRT PR,
3 PD & 3 IfLiE 2 g K- 2 KT R
PD 3 70 WG, i 2 K-~ BIK . Sackner-
Bernstein Y5 A THH L il O BB AN B I R i
12 #H 2 (vesicular monoamine transporter 2, VMAT?2)
KPR B AR T S N 2 T T R 45 R O
HIEH NAHEL, B PD &3 R 8i5e 4% Hh (1) 48
M 2 B KR TR XRS5 iR ZE R REs
W FEXF R AR B B AN R (P8 vs. B 380) DL R AT 9T
T3k (I35 22 BRI vs. 40 G Y 2 B R ) (1) 22 5
Ko
2.2.3 DAT5PD

R NFEWT 5T, PD EFHWISsIELE. #ik
PER . NJH RS 5 SO 1A DAT 25 & /b 2% AT
K%, Hinkle 8¢ NCVE L, B i H EMHALThe
PR (fA) 5 #E A B PD & & SUIR4H DAT (1) 7] H
PEFRARAROC . SR R R FE R I, A 52
EL i Re MR A AR DG, 5 DAT o B2 J5 561, i)
LA FE M HEFRAEA — B L RER B2
FAIREE SEAFS RN E R . RARFEHITES
I PR AT 5T, PARE— 5 38 1R M AfBE PD JiEIR 15 DAT
PALIINER
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TEPD &, DAT W a4 52 H 6 R 1) 52
i, FZE. BRI DAT o] itEE s, JF
5 BH S IR S v S AE AR I, B X DAT #F 78 1R
W R N BA LI PR 2 1B PD IR HEPE, DAT #1452 44
SRR E T2 P . DAT-SPECT % AT A
o K P MUK 5 fid T b 4558 471 PD 5 At I R 29
X o Fk, Flanfe kR A gk 2 P PD, i if 4
PEL DR ZG 1 PD 49, 2 [ A L 24 L R
P J& (Food and Drug Administration, FDA) F1 KX | 24 /i
‘& P J5) (European Medicines Agency, EMA) ¥ #t# T
DAT #1248 FAR A48 25 76 A [R) 77 T R A FDA it
#E DAT S5 2446 2 H T BhiZ Widb 4k, 35 Bh X 4
KM R AN & AR EE A AE SR FE S 1 EMA N
HLE DAT 845 440 25 F TP SO oh e 2 B2
Jii e 2 TL R RS I T2 25 . DAT B A5 B AE N B 10
PD I PR IS8 (1 5 AR hm &4
2.2.4 DRAFFIHFEMFIEPD PRINMA

Halfft#E T PD 2 BEe 25y, FEAEZ
EXL % Rl 44 2 e %2 B DR B Eh A (e s . BT e
%', Tavapadon. v oe R4E). KA e
BTG, BE RIS E SR AT AR 3
1Z3) . WK g B hs) AUk # 3 RO S | S, K%
# DR #1573 # 4+ % DRD2/DRD3, DRD2/DRD3
W sh 700 1 A B AR A e 2 IR A RR
N, HEMAT U T A2 B, HfEf R E T
A RFEMFRRERER. KKV TEEW, DRDI/
DRDS5 i #5853 80771 Tavapadon Y AT DAFFAK 22
2 B S iEgh g, 1 H A8 % 5 DRD2/
DRD3 # 2 1F F A 2% 1A R R B, 7 PD #i 2
P2B001 (0.6 mg &7 5w R A1 0.75 mg HIPH EME S
HF70) B S IR 561, P2BO0T BE A FH 24 EE 3 47
R F W EH LA T AELF . P2B001 5 b4y 5
RERET(1.5~4.5 mg)IT BARBIRIE LT, Al b rg
HEAN 2 EL RS R S 1F

PD & —HH ZFiaITIEBE IR 800, FEE
JT TSR AIIRRE IR YT, XAk 2 HEER T
DR, X} DRASFHIME 515 SRR, Im4 )
W5 H, DR A5 /) cAMP/PKA il 27 DL & Akt-
GSK-3 il 4 P 1750 5 GSK-3p %1, AT i il NG T PD
(B LENLER, R 7R 22 58 35 I PR 0 IIE SEIX — W Ao
23 ZEERERESSZ
23.1 $BREEGEWHET. ZER5SZ

SZ J& —Fh H B HRE IR (A = R AL 0E) B 1 E
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R (L5 A% B R BT R = B ) AL B 05 2H B ) 25
HAETY . 2 AR A SZ W R 2 1 S B . &
3122 T AR U DA N BRI 1) 25 2 i D e BRI S B SZ
BRI AR, T H G 2 5 0 % 1Y) 22 B Dl e T gt )
FEPHMESEIR .

SZWEN I IR 45 S . A K E R
DL S g AR 22 94 B (amphetamine, AMPH)
K& SZ EN IR R N I 2580, AMPH 53 1)
Z C GRS SZ & 3 1 BH 14 iE IR 30 B3 A0 A
KM, b AMPHIRNBE TR KB, ] AMPH 25
RENIAT RF RN, AT N RIE S
R, A TAR LIRS, R TG,
WAEM R BRI SE, Ml 2B HE S U SUIR 40
NACRITH 2 ESE I, DL R ETEA SR,
TESZ AN, B/ —F oy TR AP INiAL % 2
Czre & oiG s @ e kK AL, AR
VRS S A A8 250 FF B (methylazoxymethanol, MAM).
MAM 7] L3 K B VTA 2 B i g #f 48 o0 1 PR 1
mvele SZH R RHLHIAMN S Z gt R A K, &
HLOLE, MR MBS BB SORTA
SRR N A, HACTR . R EEFMENSCR
2 O g R 2 T KRR SRS &, FELCR
2 g G 0, AT 3E N SZ B RS . ELSRE
WA T TG I 56 A AN SZ B A IORG #R R G BRI 3R
HETIRE T SZ M EZE T R FRATN 4 H] H 3)
VIR RUR i it 1 fif 2 C 324k, DMEF K E
BT XT 2 T e I 25 T P i
2.3.2 DAT5SZ

SZ #1437 ML i 78 7~ Brodmann 10 [X #1755
7KV 1 DAT A B B firh J 1 22 T il FEBRAIG, 17
BURIKF- () DAT 1] fig 80 M SCIR A 1) & 2 ke
RE, xEL&uMZ B REAHE -, i,
DAT % [} SLC6A43 HEESE 5 SZ f) T ZAEAR A K7
DAT = K| B3 R 4 e W] RE 2> S E 10 DAT J [A]
I HEVR T T R, B IR MEA BT
L.
2.3.3 DRAFNFISFEHUTAE SZ FHIR A

HATHURS MR 259 70 N 25— AUk v
24 ) (first-generation antipsychotics, FGAs) LA }2 5 —
R UK 1 9 24 W) (second-generation antipsychotics,
SGAs). DRD2 (1] BH Wr 72 $70 kg #95 25 40 1 5 B A H
FLAIEY RS B 1 DRD2 ¥ B vl i 22 2D 307H
BRBATEREAR ,  AF B AT B R AT A 0 B 5 197 R%
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ABREY, WFFL K, B DRD2/DRD3 B £ Hh 2 5
SZ FBH AN F T RE™,  XFiX P Ff DR JE 2 1) 356 4
A AT A o 2 B 1 RE PR RN A R B 1 1 3 AR
B,

1625 # 2% b, Bl 37 0k k2 DRD2 v 5 1 B-
arrestin2 JH & B BN 7. JE TR ORME, fiTA T —
Fi T HAL &Y UNC9994. Urs %5 N & BL, UNC9994
] ALE TR 57 2 78 24 DRD2-B-arrestin2 #8071 ,
{HTESCIR A& DRD2 MSN 1 78 24 DRD2-B-arrestin2 §;
PUifl, T AT LA B R SZ H i R A 2 B
IfiL%iE (DRD2-B-arrestin2 ¥ 3/ 771) A SUR A4 51 22 T i o
JiE (DRD2-B-arrestin2 551 71), KA N A & —Fp
R PRS0 25, 1% L ) L3R B B-arrestin2 fi
7] (¥ DRD2 i f4 1] B8 2 — 8T RS 0 2540 «

3 4k

Z EEREM A U408 R 2 G E M A R 4L
I I RS R R EEEH . fEADH, £
E Ji e A 48 0 AN A 1 A2 S A R A 48 T 2R B,
{2 Z ELRZRE A2 0o PR PR 5 AD B3 A J Th B
FEAR. HAT, S 2 BG4 it
BRI T PD Al SZ 1% Be 5 IHFAE . BREAE A 7R
B, VTIA Z BKReEM AT A NS5 T AD K, i
Het i i 2 EE 5 AD R HE(AR RE) <. Bk,
FIF 2 B LR RS A Bh T £ 57 AD [ i

ITAEK, DAT #4218 % ARA/E PD K2 |
WA T BEMLRE. AR, RN RHBIFEST DAT 3
R B AT WD FE, LR U e ik R B 5 0 K i
W2 185 5. HET, PDAISZ LS i)y £
L 42 DRRGEMEIR, HHFDNRER A R R
KIAIRAT M S 1 1) 8. AR AH G STk B 45 R IR,
Ak PEVER DR BN . DAT 0075 DL K G 2 B %
REH 28 T0IE B N 22 TS 51 30 8 O B 8 R P 1
TR N HIRIT A RGER I 11 MR YT
FEREIRTT KRG ] e SO AR KIK FE T, AR
BRI IT IR R

SEH
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