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[ =] A& ZRME6-2FZLE I (6-hydroxydopamine ,6-OHDA ) 755 1114 %5 ( Parkinson”’ s disease, PD) /]y i,
BRI N7 FHSEBRZE B HE 1 43 (connexin 43, Cx43 ) SEFEPEMHIRIBAIK Gap27 BB M8 2 11 i 28 T FE 12 L) Kt
Cx43 KM . & 1 4 18 H CSTBL/6 /N 53 Ay %) B2 \6-OHDA 4155 6-OHDA + Gap27 41, #5541 6 H, i
A7 LA 2 5 ki <7 A 7 67 YA S o T R A YA T U I R 6 5 W, 6-OHDA 4] 7 4F 6-OHDA ¥, 6-OHDA + Gap27 #4113
5t 6-OHDA il Gap27 {R-G IR , T S G021k X 22 L I ot 28 O A 7 400 s 2 B 4 AL G ( tyrosine hydroxylase , TH )
Y {2 K 22 B AP 2 T B, SE B O R B R A sE X W ((quantitative real-time polymerase chain reaction, qRT-
PCR) K&l Cw43 {5{F AZ HiAZ IR ( messenger ribonucleic acid,mRNA) ik, S iEoe 6 YL @AM Cx43 & 144346 , Western
blot P& /)N BRI Cxd3 25 1 M Cxd3 ES 368 o 5 22 & Wi 2 1k ( Cxd3 phosphorylation at serine 368 , Cx43-ps368)
HEATH., # R 1 6-OHDA J5 /N R R 5T 2 Ul 22 T K B AE TS ,6-OHDA 41 TH [H 4 o 28 50 Kl ik b S X6F
MR 27.7% +£0.02% (P <0.01) , UK Gap27 Ay fii W T 2 EL e 42 J0AE T4 f , 6-OHDA + Gap27 24 TH
PR 28050y 6-OHDA 4111 (1.64 £0.16) £ (P <0.05) ; 1k 4h,6-OHDA 52 Cx43 2 [ & 141, Cx43-ps368
HITRFEK, Gap27 3855 1T 6-OHDA 5IEH) Cx43 #1115 Cxd43-ps368 & 17 f 721l ,6-OHDA 21 P fili & Cx43 &5
P4 6-OHDA + Gap27 4H119(1.44 £0.07) f% (P <0.05) , Fy%F FBZH % (1. 68 +0.07) f5(P <0.01) , H 6-OHDA
2H Cx43-ps368 & [ Fr i Mo i i Cxd3 B 1 L) 5 B T 6-OHDA + Gap27 ZH(P <0.05) . # i 4Lk Gap27 7E 6-
OHDA 1755 (1 /)N BRASE R v ] 9 2 B 2 [0 JHe b 28 0 A0 T AT R FE A 2842 4P 46 1 ,6-OHDA 511 Cx43 25 T3R5
Xf 22 L 22 70 ] REAFAE R 2 TR 1k , TR Cxd3 B FIUK-F Je ZEHF Cx43-ps368 2 1K Al fE /2 Gap27 KAFEMRY 1
JHEIHLH
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Inhibition connexin 43 by mimetic peptide Gap27 mediates protective effects on 6-
hydroxydopamine induced Parkinson’ s disease mouse model

QUAN Hui-hui, XU Wei-xing, QI Yu-ze, LI Qing-ru, ZHOU Hui, HUANG Jing®
( Department of Occupational and Environmental Health, Peking University School of Public Health, Beijing 100191, China)

ABSTRACT Objective: To explore whether the using of mimetic peptide Gap27, a selective inhibitor of
connexin 43 (Cx43), could block the death of dopamine neurons and influence the expression of Cx43 in
6-hydroxydopamine ( 6-OHDA )-induced Parkinson’ s disease mouse models. Methods: FEighteen
C57BL/6 mice were randomly divided into control group, 6-OHDA group and 6-OHDA + Gap27 group,
with 6 mice in each group. Bilateral substantia nigra stereotactic injection was performed. The control
group was injected with ascorbate solution, 6-OHDA group was injected with 6-OHDA solution, and 6-
OHDA + Gap27 group was injected with 6-OHDA and Gap27 mixed solution. Immuno-histochemical stai-
ning was used to detect the number of dopamine neurons, quantitative real-time polymerase chain reaction
(qRT-PCR) was used to detect the expression of Cx43 messenger ribonucleic acid (mRNA ), immuno-
fluorescence staining was used to detect the distribution of Cx43 protein, the contents of Cx43 protein and
Cx43 phosphorylation at serine 368 ( Cx43-ps368) in mouse midbrain were detected by Western blot.
Results; After injection of 6-OHDA , numerous dopamine neurons in substantia nigra died as Cx43 con-
tent increased, Cx43-ps368 content decreased. Mixing Gap27 while injecting 6-OHDA could reduce the
number of death dopamine neurons and weaken the changes of Cx43 and Cx43-ps368 content caused by
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6-OHDA. The number of tyrosine hydroxylase (TH) immunoreactive positive neurons in 6-OHDA group
decreased 10 27.7% =+ 0.02% of the control group (P <0.01); The number of TH immunoreactive
positive neurons in 6-OHDA + Gap27 group was (1.64 £0.16) times higher than that in 6-OHDA group
(P <0.05) ; The content of total Cx43 protein in 6-OHDA group was (1.44 +£0.07) times higher than
that in 6-OHDA + Gap27 group (P <0.05) while (1.68 £0.07) times higher than that in control group
(P<0.01). In 6-OHDA group, the content of Cx43-ps368 protein and its proportion in total Cx43 pro-
tein were significantly lower than that in 6-OHDA + Gap27 group (P <0.05). Conclusion: In 6-OHDA
mouse models, mimetic peptide Gap27 played a protective role in reducing the damage to substantia nigra
dopamine neurons, which was induced by 6-OHDA. The overexpression of Cx43 protein might have neu-
rotoxicity to dopamine neuron. Meanwhile, decreasing Cx43 protein level and keeping Cx43-ps368 pro-

tein level may be the protective mechanisms of Gap27.
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M4 5% ( Parkinson’s disease , PD ) f&—F {1 42
IRTTEYN , i 3 R IA R, (R0, 12 208 57 %
PR, H PR AE 2 B BT £ % ( dopaminergic,
DA) W& e AT PE 22, UL ROE B 5 1 ( Lewy
body, LB) F1j#% 5 #1222 ( Lewy neurite, LN) " | 6-%%
F L M % (6-hydroxydopamine ,6-OHDA ) & —Fl £ %
PERY LS RE I 22 55 %, % I T PD S A 2 i
S HARSEEE RS 5 DA fi 28 AR BN, X DA §% 58 2
HBAE S EM S, 78 B 5 (substantia nigra, SN) #5417
5% 6-OHDA R 5 | ke M BT -SCHR 1A (% 1 LA T 1
At

FE T I J5T A L2 K o 22 R e b i R e
20, R IR I 5 200 B 0 248 7 ol 22 0B A s A8 v B
DA o AR I 5 B2 e R 4 L
LIRS FE A S OE RAS  (HH I REAAAE G+, 44l
AL 5 A2 BT A5 R i Jon 240 o ) Ik A 4% i 42
TRy R 2B TR Y . R R AN — A
MURFRAIE 2 B AT 1 % 3 8 1 (connexin, Cx) #E4T
20 B a) v KT T, e AR B B R ) 43 ((connexin
43, Cx43) Sk B IV 10 o 240 M 1) — oy 3 S 4 I o 2
HH, WP EEBIE L (gap junctions, GJs) SLVF4A i
[T a1 S5 A 5 4% 338 , 5O i 38 1 (hemichannels,
HCs) 097 240 M BEE 14 41 ) 28 6> Cx43 Gls 55
HCs 7EIATT A0 PSS &R (Ca® " ATP KV 25
HEEEYII6E, 5 &g AT LT % U]
FIE 78 PD BERR R A ] Z R

Cxd3 B F 4 AMEEIEIX LS 2 A sh 3
Gap27 J& Cx43 5 F 55 MMM, af LI
il Cx43 HCs WMk Kol Gls JEA ™ o HATE 23
Gap27 TEB I VERGR G A5 1 45y A
FHERT, HAE FHALH T RE W S 15 Cx43 Gls 1 il
25 AL, SOBEALLOC A% 4 M SR 81 5 R AR IR Y i
PR AR EAE R TR IR AN HCs 8068 42 LA Ys /b
Gls "™ . Al Gap27 AT 125 Gls MR
NSO 8 i i |45, sl 2 Cxd3 dE 5 HAb AR

1) MR Y Gls Thg' "o Cxd3 BRI
FEA w2 B IR AL AR FH 0 X3, B 32 B EE G A
(protein kinase A ,PKA) % i B ( protein kinase
B,PKB) . ZE 1% C(protein kinase C,PKC) 258 fiff
I T, Horh PKC 4519 Cx43 5 368 i 22 24 MR
2 1k, ( Cx43 phosphorylation at serine 368, Cx43-
ps368) 7RI Y Gls liE DR B FH 2L
TYEA, Cx43-ps368 T 15 Cx43 Gls W4 25 /97H)
LIS RRAR Gls 3 BV 25 0ok A s AR OG220, R
RIWFSR TAEW 23], Gap27 TE 8 £ (lipopolysaccha-
rides , LPS) 75 T ARSI S5 A b 28 50- Je B 40 i 482 8 vh
Xt DA 2 SuAEE R . AT T — 2
WM5E Gap27 1 6-OHDA /)N USRS i g 7 T, I WL%¢
Gap27 Xt Cx43 4 Ji Cx43-ps368 7K [ % ik Y 5
M

1 #RERZE

1.1 S35

K 8 JE ok W I A (specific pathogen free,
SPF) i 85 A= %1 C57BL/6 /NER ST 6-OHDA F
AN B bR A A S R S R A, 3 ~4 B
—J8, A I EFYOK, AT B 12 h/12 h §§
WO (23 1) C M S50% £5% . AHt5RC#E
AU R Y R BT RS WA (S
LA2018282) , £ & shRAMEIIEK
1.2 JlSr e A e S

XN ERGHEA T XU P 5 3 5 6-OHDA #57. PD 3y
YR st AR S MR AR ST T L 18 HUN
SUBEHLA %) R4 . 6-OHDA 415 6-OHDA + Gap27
M, 6 Ho BN EURRIR S, ik 7 B 5 32 [ 22 1Y
SEMGENE SO XRRALIE S 0. 1 g/ L BYPLIR IR
7K 1 uL; 6-OHDA Z 7 4f 1 pL %) 6-OHDA (6-
OHDA 2.5 g/L,JuIf I iR £k /K 0.1 g/L) ; 6-
OHDA + Gap27 414+ 1 wl. 6-OHDA + Gap27 R4
VW (6-OHDA 3k 2.5 o/L, Gap27 i 4 o/L, HrIf i
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FREh KA 0.1 ¢/L) o 24 1) 1 AU R 5T, DA
X g I, ) ZE 8 ) 47 1.5 mm, 5] K 3.0 mm, R
4.5 mm, & A7 2 BRC/N BRI S 488 7 ) (58 =
RO G2 ER DL 1S mm/min (R R,
PLT pl/min SBEZR 2, 45 2 R HHE S min K55 3L LA
1.5 mm/min (3 BEHN ], 2 J6] J5 R 470 I 7 daE L
Afivi, PR N 3 /N RUNAH 2 TS e 1 4k
YL SISO G R, 53 Ah 3 H /N BB R i
L, —2f i I T Western blot #5300, 8] 4 v i
T ¢ 2 5 B A W% 2 2 IV ( quantitative real-
time polymerase chain reaction,qRT-PCR) &l ,
1.3 FREA MR AL (tyrosine hydroxylase, TH) 4745
ML o i

HUMZHZUE T 4% (AFRGME0) 2258 WP v W I
SE 24 h,30% (J53 5 H0) BERE LK, 22 16 2H 2T IR
JE AT ORVR U A B IR R 35 um 4 CARTF . X
55 1.5.10,15 .20 .25 .30 Jy 2R &R MG itk A7 2 L i
METThREY) TH Gt Rk i & T 6 fLikh, & 4L
JA 500 wL 3% ({&F73%0) H,0, , )i 10 min J5 %
Ve, BEALFE A 500 wL B W E A 1 h, A 300
pL TH —HiHii (1 2 1.000) ,4 Cid, HEikE
LI 300 L %R —HiHifR (1 2 1000) , 2 i E
1 h, BPEEIA 500 WL SRR A RMEE G
(avidin biotinylated enzyme complex, ABC) , &5 i i
A 1 hy EEEE A Z BRI ( diaminobenzidine
DAB) 2% 2 min, Z J5 #EATEB K, BE/K 5 15 H —
HAGE ], rp A e 8 Jr o i ] Pannoramic SCAN
Il 471 I8 & 4t (3DHSITECH 723 7], 49 %F # ) I Case-
viewer (- (3DHISTECH 23 ], &4 2F F1] ) W< I w47
A5k, Al 2 2 AN A L Tmage T 5
Zhi T SN TH P41 1 Bt
1.4 GO el C43 B

Peik DA M eEUR 2 R 2 Fr BB A
HEAT R IG5 20 R AR 75 0 0 o 21 A e 1k 2 1 ( glial
fibrillary acidic protein, GFAP) F1 Cx43 & [ 5 o¢
g AL 500 pl B 5% (T %)
AMIEHEHERBEE 1 h EAHER RS E,
SRJG A 500 wL GFAP (1 : 800) il Cx43 — ¥
(1:150)IREW,4 CHK. EEBEE, A 500 pl
FOLFRCHRL(L = 500) FZEEARICHL A (1 + 500)
T EREE L b R R TR A
F4 47, 6- bk F2-78 H mg| W (47, 6-diamidino-2-
phenylindole , DAPT) B 5 GV K G B Fr, Pk R BOL 3
AR (Leica 207, T8 ) WL HA4E, Image ]
AR IOLIRE

1.5 Western blot #&10] Cx43 & [ Fik

i FHZH 2L 24 p B b i A U T, TR
FEVN IR TE T g ( bicinchoninic acid , BCA ) 3257 46 1
HIREE 20 pg SR BAE, ] 10% (KA
KO W5 B 4% (RFRSX 880 1R 4 e R AT 59
965 B i 2 i FL 9Kk ( sodium dodecyl sulfate-polyacryla-
mide gel electrophoresis, SDS-PAGE) ., H3 ¥k Ji , i F
120 mA {5 i % B W — % £ s ( polyvinylidene fluo-
ride, PVDF) BRAE 1 2 h, 54 PVDF T )
VIO, 2 iR FERENA 1 b, BHE 4 CF s
Cx43 —H1(1:1000) ,Cx43-ps368 —Fi (1 : 1 000)
A GAPDH —# (1 : 2 000) s . #RULJR , 4% i —
HURA A B L AL PR IC PSR (1 2 1 000) —
PR AR bR c H B BT (1 : 1 .000) , 2
IR 1 he MRS OO0 B A, B, Image J 4K
o B A .
1.6 qRT-PCR ¥l Cx43 {5 fii 1% 4% 2 ( messenger
ribonucleic acid, mRNA) 3k

P RNA il 2 2070 i b i 2H 2160 RNA | 4%
VR A5 ic B 30 5% SR R HEAT I SR S #E 4T gRT-
PCR. L GAPDH J3 N 2 R, f& 27 ikt 55 6-
OHDA 4 5 6-OHDA + Gap27 #1 H #5 5& P AH X T %t
HRE A4

Cx43 LN IE S )3 51 (5 ~3") g CTGAGT-
GCGGTCTACACCTG; JZ 51 Wy ¢ %) (5" ~ 3') H:
GAGCGAGAGACACCAAGGAC,
1.7 geitssortr

SEYS N A 3 R LA b ] SPSS 22,0 B
XPEIRIATGET 3T, SR A R LAE = bR (v +
s) 227, AR A LB AR 3R 07 22504, Tukey £ 55
AT LA, P <0. 05 Sh 22 A Geit2r i 3o

2 #R

2.1 JEJT TH fHMEMZ T L

6-OHDA 2 &5t TH [H M4 i 28 50 B0 T BR 2t
AR, FAT AR g 7 Y 7E T 5 6-OHDA
J& , AR E ] Cx43 S0 R T DA #2802 LAt
T2 AR B SE A THE TH M p 28 0 i B 3R
7~ DA oA sET R . R 495 6-OHDA 2 J& )5,
55X BRI AH H ,6-OHDA 41/ FRR R TH FHME#h 28
TEECE I T 72.3% +0.02% (P <0.01), 6-
OHDA + Gap27 4 %%t 18 20 /N fL 2 i b TH BH 1 4
ZICER /D T 54.6% +0.04% (P <0.01), 6-
OHDA + Gap27 41 TH AR 2 T4 5 6-OHDA 41
FHE, WIS (1.64 £0.16) £ (P <0.05, /& 1),
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neurons num] er

(normalized to control)

TH immunoreactive

>

A 1500 pm : B 500 pm. C
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Group

%

A, TH immunoreactive neurons of control group ( DAB staining, n =3) ; B, TH immunoreactive neurons of 6-OHDA group ( DAB staining, n=3) ; C,
TH immunoreactive neurons of 6-OHDA + Gap27 group ( DAB staining, n=3) ; D, relative number of TH positive neurons in substantia nigra. * P <
0.05, # P <0.01. TH, tyrosine hydroxylase; 6-OHDA , 6-hydroxydopamine.

Bl SR TH PR 2ot 21k

Figure 1 Variation of DA neuron number in substantia nigra

2.2 Cx43 M Cod3 SRR H X, qRT-PCR Z5 5L /R, =41 Cx43 mRNA £k
oMY Gap27 Xt Cx43 FIRRYSZM, Xl EERIGEIHHE N (E2),
U Cx43 3 K Cx43 mRNA 3%k &b 47 46 I XY e LA RS A AR 1 GFAP Al Cx43 2R 1

Western blot £ I45 5 /R 6-OHDA 20 Cx43 fE % 7R sond e o, 25 R WoR B k7 Cx43 &
R T X B4 F1 6-OHDA + Gap27 4 (&l 2), 4 A8 fk 55 Western blot 455 — (& 2) ., 6-
Xt FB AL (1.68 +0.07) f% (P <0.01), & 6-  OHDA AbFHJS Cx43 % [ & i 10 i, 6-OHDA 4175
OHDA + Gap27 #1(#)(1.44 +0.07) f% (P <0.05), A X B4k (1.41 £0.08) £ (P <0.01),
6-OHDA + Gap27 #H Cx43 H [ & 08 & TXF M4 & 6-OHDA + Gap27 419 (1.22 £0.07) f% (P <
(E2), XA (1. 17 0. 17) %, 22 7 81t 0.05,2),

A A A
3 3 3 .
A & & & B . c
s > o m Control
o“o\o‘z@o‘z@ o“o\o‘z@o‘z‘g o“&o‘z‘\\o@ = O-OHDA
Foe FToe Fe =04 # « ™ 6OHDA+Gap27 £ 15
30 000-44 000 it s s S e e s e (x43 = £ % 1o
Q o S
< g < 2
42/ 000-46 000 - < - - Cx43-ps368S 7 2% os
=N a5 Ul
g 5 Ehe
——y— L3 EE
40 220 e s s s e s s e GAPDH £ £ =
) SR
40220 wn wen o= wm— = aum s am s GAPDH
& Grnup ‘0,0 (;rnllp

D Astrocytes Cx43 DAPI Merge  Enlarged view .

b
=

Control

_
n

50 Hm

o

6-OHDA

e
n

(normalized to control)

(=]

(x43 protein fluorescence intensity

6-OHDA+Gap27

Group

A, the differences of Cx43 and Cx43-ps368 protein content among groups (n =3); B, relative expression of Cx43 protein, Cx43-ps368 protein, and
Cx43-ps368/Cx43; C, relative expression of Cx43 mRNA (n=3); D, immunofluorescence co-staining of astrocytes (green) and Cx43 protein (red)
in substantia nigra (n=3) ; E, relative expression of Cx43 protein fluorescence intensity. * P <0.05, # P <0.01. 6-OHDA, 6-hydroxydopamine;
DAPI, 4',6-diamidino-2-phenylindole.

B2 Cx43 HEEa JRE KRR

Figure 2 Changes of Cx43 protein content, gene expression and distribution
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2.3 Cx43-ps368 HEH & =AML

AR B Cx43-ps368 S H/KETHE S Cx43
Gls K B AR AR 1 . W BESE Gap27 2755
e Cx43-ps368 4 [ & & 2451k, {#i ] Western blot %
Cx43-ps368 & [ HE 17 AL, 45 R & 7R : 6-OHDA 4
Cx43-ps368 i [ % m B 4 R4 55 6-OHDA + Gap27
YRR, % BREH 14 37. 5% +0.09% (P <0.05) ,6-
OHDA + Gap27 4111 40.6% +0.10% (& 2) ;7% Cx43-
ps368 & 1 5 & Cx43 & [ LK {H Jr 1, 6-OHDA 24
Cx43-ps368 2 [ i [b i I T X A 2H 55 6-OHDA +
Gap27 41 2) , 43 5~ Xt B4 0 22. 6% +0.06%
(P <0.01) ,6-OHDA + Gap27 4111 28.8% =0.08%
(P<0.05),

3 itig

AWF5E B R VIEAIK Gap27 M| Cx43 1
£ 6-OHDA 5311y PD /)RS AL X DA #4805t
T2k Cx43 ik iysgm . HAEAE PD h Cx43 M
ORIFSS 22 A EEMERF ST ) JF HLisk = X% DA #i
TOIRS R MEE , Cx43 HHTE PD g E A RE A,
PRt , A B 53 38 2o 0 AR Gap27 Sk Wi HLAE 6-
OHDA #5311 PD /NERAL R (g VE T . AR 9T 25 251
7R, TES 6-OHDA J5/NEL DA B 28 ST HU R F0O0) IR
2 WL, Gap27 WIFEAR T M5 DA fi &2k,
XHER Gap27 7 BTN DA # & A7 AE AR R
o 64N, Gap27 1 3530 %% T 6-OHDA 521 Cx43
HE RIS Cx43-ps368 M % i FEAK, HAR K
I Gap27 X} Cx43 mRNA 7KF-F1 Cx43 & (25 [A] 53 A
ip= A1

ARBFFELE A 6-OHDA 4Pl Cx43 H & 2
s, 5 Z HiE 6-OHDA [ 1-H 34851 ,2,3 ,6-]Y
S BE (1-methyl4-phenyl-1, 2, 3, 6-tetrapyridine,
MPTP) | £ iR 25 Pt 28 15 P 40 S35 3 1) 30 ) SOIR AR
K RIC B rh % 3 Cx43 H5 1 & s i &5
— R AR B ST IR Gap27 W] 4% 6-
OHDA 5[ Cx43 A S &g hn, Jfu > DA fjiz
JTUEURAI  $27R Cx43 B i Rk T e A e 475
P, ARBFSE IR K IR 6-OHDA 5|2 1 fif§ Cx43-ps368
AT RFEAR, Gap27 WIWEES T X —48 1k, HEiE
Cx43-ps368 75 [ 1] [k Cx43 Gls A= ¥ 24 36 1k,
Gap27 4§ Cx43-ps368 [ 7K V- FI BE A& H A # #f
ZIu B 2 — . ABF5Ef gRT-PCR
S50 YL 0 45 B B R Ce43 mRNA JKFFI Cx43
HHB AR Z F) Gap27 2, 78 HAl Cx43
HACETHE G PD sl RUE 5 Hh -t 08 22 30 A [F] 119

ZERLEY XA Cx43 AL E MR (1, <
2 h), BEREBIRAETRERREMRD Cx43 5
$) 0 3 — A At 5 Gap27 AT R A VR
BT Cx43 mRNA 7KV A7 248, 6-OHDA 2 Cx43
BRI Al BB 5 Cx43-ps368 £ 1 AR
R AE R OG . T3 A, e e g 0. 45 St 7 JR i
BRI DX 38 A R A I A8 DX 3, Cxd3 25 1 8 P %
JERA BTSN, LT Charron 25 % B 6-OHDA /b
PG R RSO HO S 2 1f 45 8] ] Cx43 G
P SN, (AT IS DX, Cx43 AR 2 1 lah
RAF AR ATREA : (1) WLE ik XA [R], A< AF 580
FEMGIX Ry R 0T, SCHR 24 T TR BOIRR s (2) ARF5E S
SCiHk [ 24 ] v fifi % 6-OHDA 5 &2 A ], 30 Cx43
BB BAE s 54 A [l

Cx43 GJs 5 HCs T RE M & 1y B A AT By 1k 2
S E W T 28k BTV I o A ) 286 A 3, 2 17T 9
DR TTAR , SRR AN GT 45 L ,6-OHDA B2 T %
Ji DA #1220 KR AE TS, Cx43 2K 113 fin Al Cx43-
ps368 F [ R AR, BEAUAK Gap27 NIk 55 T 6-OHDA
SR iR, #E75 6-OHDA 5]i2hY Cx43 S
FIETIREXT DA M8 TUAETE PR 8 PR . Gap27 [EAIX
Cx43 S s Al ReAl 2 | Cx43 GJs 5 HCs 1)
ALY B, Cx43-ps368 F [ 7K F- Ft = AT F#AIK Cx43
GJs I 1%, Gap27 By 1E T g HREAL Cx43 &1
TR 4Ry Cx43-ps368 1K FAHOC, £ L Frik,
ARG 8 1L B Gap27 KL T Cx43 1K
Cx43-ps368 T H1E PD Ji5 BEHLHI ob (0 B B AR, Ny
B PD f) 4 FHLHIHR AL T 5050 1k 40
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