$43% H1H R % h E FH F T Vol. 43 No. 1
2025 %1 A CHINESE ARCHIVES OF TRADITIONAL CHINESE MEDICINE Jan. 2025

DOI:10. 13193/j. issn. 1673-7717.2025. 01. 010

m A7 S MFEEHE TR 2B
HUE A5 1 5 FAE A F IR 55 B AL &) ifF 32

KA R, oAk, R4, TRK 2 X k6 A= K4, A E, 7 4l
(YL EEZy K2, 7170 #55 330004)

HWE: B 6 AL RBRAER 69 HT22 mhe yiAv 5 R m fe A A i@ e Rk T B MM X EORBREHEEA IS5
(postsynaptic density protein —95,PSD —95) | A K 48 % % & 43 (growth associated protein — 43, GAP -43) [ JNK 48 Z 4 B %
¥ 3(c — Jun NH2 - terminal kinase — interacting protein — 3 ,JIP —3) | i 4% & 43 (connexin —43,Cx —-43) 6§ T4k, FMAF 2
TR T I ) AR T IR BEAEAY S B A S R AR o T AU Tk R RS R 4 481239 40.30.20 ¢/
kg AAn G AT 0.02 g/kg 20, &AM TR 5 AAFHH,1 k/d,7 d BB, 4 &6 3% mk, KA CCKS £k
X - R BT HT22 m e, 64 V8 JA 3R B Ao Bt 18] &5 04 10 mmol/L B R BRAEJA 24 h 64 HT22 m ek tm e A | 7 X, am i R e
MR A7 A2 dn i xF HT22 ta fu A o= & 64 % #h1; RT — qPCR 4| HT22 4@ ¥ Psd95 . Gap43 . Jip3 F= Cx43 mRNA £ ik ;
WB ¥ HT22 2@ fis ¥ PSD —95 GAP -43 JIP -3 Cx -43 B @k ik, %% HBFRERELS AR HT22 taf gt 2%
i hg 2 R % 10 mmol/L SR BRAE A HT22 st 24 h A e L34k, 5 EF s Barbis, SR BRAEA 28 HT22 e
B HREF LIt 3 PSD -95 GAP -43 JIP -3 Cx -43 mRNA e Z G A X L Z FH(P<0.01), 55 AMAELA 213k
B, 5R B + 3% 40.30.20 g/kg A2 iEen HT22 e 8 = %0 B F % 5 2 % £33 PSD - 95, GAP - 43 JIP -3
Cx —43 mRNA & G &L (P <0.05 %P <0.01), b BAA Ta 2B BEAKN 2 L@ E =, EAEPSD-95,
GAP -43 JIP -3 Cx —43 Ak R -T2 42 % Ak 7T Bk, VA K 2] 2B EH A0 o s A Jn B T4 69 B 49

KRR BN A T o AR o B s HT22 Zm e % A 7T 3804

fiE 4y #E:R289.5 XERIREREG : A XERHE :1673-7717(2025)01-0055-06

Mechanism of Wendan Decoction( 5 /IH{%) — Containing Serum Regulating Neuronal
Synaptic Plasticity to Improve Cognitive Impairment in Schizophrenia
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Abstract ; Objective To explore the molecular mechanism of Wendan Decoction( {ilH{% ) improving cognitive impairment in
schizophrenia from the perspective of neuronal synaptic plasticity by using glutamate — induced HT22 cells as a cellular model of
schizophrenia and detecting synaptic plasticity related proteins, postsynaptic density protein — 95 (PSD - 95) , growth associated
protein —43 ( GAP —43) ,c¢ — Jun NH2 - terminal kinase — interacting protein —3 (JIP —3) and connexin —43(Cx —=43). Method
The SD rats were randomly divided into four groups: Wendan Decoction 40 g/kg,30 g/kg and 20 g/kg groups and clozapine 0. 02
g/kg group. Each drug group was given the corresponding dose of drug by gavage,once a day. After seven days,the rats were be
killed to collect blood and prepare the drug — containing serum. CCKS8 assay was used to determine the concentration and time
point of glutamate action on astrocytes. HT22 cells at 10 mmol/L glutamate for 24 h were used as a cell model to detect the effect
of Wendan Decoction — containing serum on the apoptosis rate of HT22 cells by flow cytometry. RT — qPCR was used to detect
the expressions of Psd95,Gap43,Jip3 and Cx43 mRNA in HT22 cells. The expressions of PSD —95,GAP —43,JIP -3 and Cx —
43 proteins in HT22 cells were detected by Western blot. Results According to the results of the effect of different concentrations
of glutamate on the proliferation rate of HT22 cells,10 mmol/L glutamate HT22 cells for 24 h were determined as the cell experi-
mental conditions. Compared with that of the normal control group,the apoptosis rate of HT22 cells in the glutamate model group
increased significantly. The mRNA and protein expressions of PSD — 95, GAP - 43 |JIP —3 and Cx —43 were also significantly
down — regulated( P <0.01). Compared with that of the glutamate model group,the apoptosis rate of HT22 cells in Wendan De-
coction — containing serum groups were significantly decreased and the expressions of PSD —95,GAP —43 JIP -3 ,Cx —43 mR-
NA and protein significantly up — regulated( P <0. 05 or P <0.01). Conclusion Wendan Decoction may be to reduce apoptosis
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in neurons and up — regulate the expressions of PSD — 95 ,GAP - 43 JIP -3 and Cx —43,and then regulate synaptic plasticity,in

order to effectively improve cognitive deficits in schizophrenia.

Keywords : Wendan Decoction( {&fJH{% ) — containing serum ;schizophrenia; HT22 cells ;synaptic plasticity

P53 BT S )™ AR Bl 2 — , FLRER 20T LAAY
S BAPEREAR | BAPERE AR FIA ) RE AT =R 28, R B2k
19% BN Z 1, e BBk E 2 —" 7 %
Joa PR 224 1 R WA, B2 R R N FE 3 18 , 76 IR 2 FYR T AT
B ANERMPRR . DI REBE AR R i 43 20T 1Y% O AE
RZ—, B RA TR 53 B AR AR 2 T e i R I A7
TE TR Z 0 5 24 B I RE , T HOAR B e
P RS O SR Th R4 SR — N EAYT HARY . KR SOk
FH RGP 24 DA T R A5 2 fk T BB Mk Z MIAE AR B
FOIBEZR 7 S Ml T B S e Tl 28 T 5 Mk R B 194 T
WREST, S o FHCAZ RO TE B L . e Al e B 1 2
ST B PR R A A, LA S b A5 A R BE AR E
HmMErER SEE, ARG IE R A BTIRE, S
MR e R

FPEE SRS P 0IE” IR SRR ZLE AL, MK
o A BE A3 ARG P DR BILJE: E T 2 R 2 5 L AL [ B
S IEMFEIRESRTE , IR KR AR ) e 2 AL
WL P R F OCE B A BUR BRI R B N AR B Ho A
SREE YA EAE SR ST £, IS RO i L A RE
AR VO AR EE SR ph A TR A XTI (R SR YT LATA R
HE RIBGREMAEIRZ T, HIROEHAE |, AR,
Mt AR 388 3t 3o YR N7 AT Ak 3 sl 6 5 T A oS s 25 03B 97
Kb 20 , ELIRAT T W1 AT T ROR 2 o AR IR AL T 1)
WFFE R BN, ThLIH 17 Re A W S5l 22 A A i 40 4 E A5 18 K BR 20 AR A 7
Ay s A RE T A R b R A 2R 58 b 56 B 28
]I A e R H 2 i J5 B0 B H 95 (postsynaptic density pro-
tein — 95, PSD - 95) . A= K #H 3¢ 45 [ 43 ( growth associated
protein —43 ,GAP -43) INK AH E/EF & H 3 (¢ — Jun NH2 -
terminal kinase — interacting protein — 3, JIP - 3) [ iE#:HE H 43
(connexin —43, Cx - 43 ) (YR IE 5, (HELARM 73 F HL 4 75 2
— W5 N, AT ST AR IR LU R T
PR TCAHNL , 38 o Y A Mk B Ay B 1 5, 7 At i K 1
SR E 75 245 MLV T 240 MR T ) S G U 5 A DG B
PSD -95 .GAP -43 JIP -3 Cx —43 [k, H— S H0HE M
R A o RS 5 i T 9 1 R ICSE R A 0 RAE IR T BE B AT
IRl Iz PR IB I Bl Ta RS 1 70 BL0E 32 B 22 1) S SR A 40
1 #HRFAE
L1 @tk

HT22 488 ( CL - 0595, Procell ) ,
1.2 zh4

SPF 25 SD K FL 40 H HEM: , i BTk (250 £20) g, 4575 A]
UES : SCXK (i) 2019 — 0004 , F it e 197 31 v s 35 52 30 2h A R
ol Bt . AT S 5L g B AR VLT P R 2 R SR S e
P 25 A7 5 (No. JZLLSC20230638) , K Rl 77 T it Ji BR 5%
MR 25 °C IR EE 50% 12 h BRCTTHE, OK FRL FE A , 3l
WYy SCIS R T AT HIE SRS : SYXK (#5%) 2022 - 0002,
1.3 K& #4y

AR ETT F R 6 g, K% 4.5 ¢, 1740 6 ¢, M9 6 g, RIZ
9 g, KHEH 3 g, 423 F a8 2 R, BRI & A2 38 ¢, WK T
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VLGP R R E B BE 245 5 o 4207 2R R VTP Hh BE 24 K
RIS R R PO BB E Gk, 22
YKL, — R RS, b iR B, 5 R RS 28 R Ak 46 2
YW R 2 g A= 25/mL (IR ARAZ R, T 4 CUKAR R-AT
# Mo

L4 #&A

B (L5 : G8415, Merck 2y 7)) , DMEM 25 #l 35 7% 3 |
CCK — 8 752t 3 78 46 3057 & (it 5 : KGM12800S \KGA317,
VLRI BE A Wy 4 R R 43 A BR 22\ ), FBS (4t & : 2600001 —
0500, BBI Life Sciences ), Annexin V — FITC/PI Apoptosis Kit
(AP101,56R} 4 4) , RNAiso Plus , PrimeScript™ RT reagent Kit
with gDNA Eraser ( Perfect Real Time) ,TB Green® Premix Ex
Taq™ II ( Tli RNaseH Plus) (#9109, RR047A . RR820A,
Takara 237 ) ,PSD —95 .GAP —43 Cx —43 .GAPDH — 3 (312
#3409 #8945 #3512 #3409, CST /v )) ,JIP -3 —Pr (5
sc —46663 ,SANTA CRUZ AH]),

1.5 fL#

BPN -80CW CO, $%53%4f (_Lilg—HRI 2B A RAR]) ,
MF53 {35 2 0 W il (M I 2L A R A H] ), 2060R
NovoCyte ™ #2041 M {X [ 3 R 9 (BN ) A5 BRZA 7] ], Power-
PacTW i i Bio — Rad 7Y 5, 3k 4% . /)N 78 3 B H, Kk % ( Bio — Rad
INE])  NPSO £ 483656 B {X ( Nano Photometer /3 &) ) , ND2000
KRR (=2 ( Thermo A H] ) , CFX Connect™ SZ A} %% 3% PCR
% .Chemi DocTM XRS + & i R 8 RE Ak 2 KO AR R 58 [ A 2k
AR o () ARRAF ] .

1.6 Ji&
1.6.1 &%Haik#l & 40 H SPF ¢ SD KRS N TERSR 5

dJG, B2 10 HEEHLAY Jy 4 4RI 40 o/kg 20 iR 30
g/kg 41 RN 20 o/kg 41 AT 0.02 g/kg 41, HAF0.02
o/ ke ZHE B ST 25 0. 02 g/kg, Wi HIZ 40 30 .20 g/kg 443
B HE SR AN 4 25 40 30 20 g/kg, 1 R/do 7 d JEARIRZZ2 h
BRI B, I SR L, 50 B3 , K3 , 3 0. 22 pum 5
BREA, 80 C# .

1.6.2 e H 54K IR A P ECE i 37 Tk
TP AL, B8 LA 10 mL BF SR B0 P, 1000 1/min
B0 S min, 3 EIE N1 mL R e S R, R R AR
DMEM 58 42 s 37 FE i B 3R sk b5 3R L, 37 °C .5 % CO, K&
I MUMIIEFRF] 80% ~90% %5 JE i T AL AR, Je Wk K IR A 5
FRFE, 1 < PBS ¥k 2 3, il AGE & 0. 25% JREFH 1k, 75 4t i A%
B f5 ARG S5 3626 BT AL, I W0 4 B T 250048, 1000 1/
min E5.0 5 min, 3R B, A FRIE IR ST 4 MR R % TR
122 B B A RS S i B SR sl 3R L, & T A M s 75 4
TR,

1.6.3 CCKS 53t R Fl 3R & 4 2B *T HT22 2m JoL 34 75 %
a3 o HT22 41 100 WL 2R 96 LAR b, A1ECH1 x
10* 4~4ilfiE/ 1,37 C 5% CO, #5724 ho ZULIRAS RATF, 4l
A 10 WL AN (A v BE A A R (4 Wk :0.1.2.5.10,20
mmol/L) i ] 24 h H1 48 h, #4H #% 6 & L, AL F A 10
pLCCKS i, A48 E 1 ~4 h J5, iR shdy LiRRRIRS
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1 min, {iff FIESFRALAE 450 nm ZEAM BAL A EROGIE . IR
SWo BAE M AMEAFTE AR (%) = [(As — Ab)/(Ac -
Ab) ] x 100 $P# ZE (%) = [ (Ac — As)/(Ac — Ab) ] x 100,
As = S FLIBOGIE (5 A 2L, 35 77 5k, CCK8 257 Fn 4 & IR 1Y
FLIBOGIE) (Ab = 25 L FLIROGIE (& A B F 52 A1 CCK8 X7
M ALY OGAE) | Ac = F256 L WROGAE (&8 4 55 75 B A
CCKS8 B LI OBAH) -
1.6.4 oA BT LRITHN 6 4, 5 BIEH X
TRA A AR G ACF 0. 02 g/kg 25 1ML 21 I AH Y 40
g/kg EL ML GRAEZ 30 g/kg E25MIE A GRIED 20 g/kg
B . KX RON A KR HT22 40 i3 51 B2 Fh T 1% 57
LA ARILANAE 1 x 10° A, il 55 3240 15 9%, 15 4 ¢ 42 W B
JERFATINZG AL B, BR IE F X BRAH A, He BROSCES A 4 A 10
mmol/ L {145 2 B X 107 14 25 247 INLTRF (45 255 245 45 I ARE I K R
SEGINGG , & 25 MG R SIEFRIE RN 10% ) 451 24 h J5 , 0k
AR AN RS 252
1.6.5 AKX A% HT22 e =5 SCUe 4021 A 40 i
HibR FEFER] 1.6.4 T, SCus B4R 44 4 B8 Annexin V — FITC/
PI Apoptosis Kit I35k, Il 1 x10° ~3 x 10° 4~4 e,
PBS 1500 r/min .0 3 min, PR, BT A 1 x Binding
Buffer R M, 4 MA S5 wl Annexin V - FITC F1 10 pL
PLROR )5 , 2 B EFE & 10 min, £ [0 498 oI A TR /Y
1 x Binding Buffer, &5 J5 _F =AM,
1.6.6 RT - qPCR #m| HT22 #m fe Psd95. Gap43 . Jip3 . Cx43
mRNA 69 &K KF SLH 50 4R B s AR 5 FR 1A 1. 6. 4 T,
WA A5 LR AN il 4 RNA 4 U (P fifca 5% A0 43 5601 B A3
AE RNA B K A0 8 5 5 BB R R L DROR A 7€ RNAL 5T E 15§
Mo i ] PrimeScript™ RT reagent Kit with gDNA Eraser ( Per-
fect Real Time) J2 4% 551857 &5 8 ¢DNA, L) ¢cDNA iR , 78
Y6 T PCRAY B @ R P #EAT 4 5 4 . w525 PCR 4"
ORRMERRF U 95 °C 5 min FEFREL 1,25 95 °C 10 s iR
JKNFEAH 60 °C 30 s FEIREL 40, HRHEHI & R 2722 5, D
B actin NS T F U Psd95  Gap43  Jip3 F1 Cxd3 [ FHXT
Fikht, A HETAEY R (LB A RA G . T
&1,
£ 1 PCR5IWITH
sk K BAGR

ELL/Ei Elt7l2] Bty i/ (bp) JE/(C)
Psd95 F TCCGGGAGGTGACCCATTC 19 83 60.9
Psd95 R TTTCCGGCGCATGACGTAG 19
Gap43 ¥ AAGGCAGGGGAAGATACCAC 20 87 59.1
Gap43 R TTGTTCAATCTTTTGGTCCTCAT 23
Jip3 F GCGTCCCACCTCTCTGAATG 20 129 60.5
Jip3 R CTGGAGCTGGACTGTAGCTG 20
Cxd3 F CTGAGTGCGGTCTACACCTG 20 127 60.1
Cd3 R GAGCGAGAGACACCAAGGAC 20
B actin ¥ AGCCATGTACGTAGCCATCC 20 227 59.6
B actin R TCTCAGCTGTGGTGGTGAAG 20

1.6.7 WB #m HT22 Zm ¢, PSD — 95 .GAP —43 JIP -3 . Cx —
43 Fa ey AR RT SRS RN EE AR KGR IR 1. 6.4 T,
SRR IR LA A, A 20 I 2R R, T oK 24 f% 30 min, 7
12 000 r/min B.0> 10 min, B F 5, BCA IEE AW E ., &
AR RIS e R DK R R, B RE A 5P 1 b, —H0 (1
1000)4 Cb& , RIS Y, —Ht (1 :2000) = 2 h, P 5 Ik,

S ECL BESGIEEGHA R . T Quantity one” 343 B 4 P4 5%
HIRKEH

1.6.8 %itF 44 SR SPSS 19.0 B xf sL 56 B 148
AT, AR + A2 (x £ 5) R BN, LI HLECR A A
FEHZ5HT(One — way ANOVA) 20 ] P W4 Lb 45 B LSD #6555
PIP <0.05 FRZEFAGHHE L,

2 #R

2.1 TEKEA AR HT22 40 H 38 75 2 19 %

FIIH CCK8 7:7E 24 h 48 h B[] i Al HT22 41 fifg 384 5
L. N 2 FoR 2 AN 1A] S A0 M 36 5 A T BE % 5 R BRI T
FBEANT IS /L, 25 4 Bof T AT AR AS A 00, 25 A 1 4% 10
mmol/mL 73 Z R M EVE ] 24 h 1 T/5 425156

£2  REWESETN HT22 4IRS (v £ 5)

e JE/ ( mmol/L) n 24 h 48 h
0 5 100.0 +2.2 100.0 £4.1
1 5 99.2 +4.7 79.4+£2.2""
2 5 95.0 4.4~ 72.2+4.3""
5 5 83.5+2.8"" 59.8+5.5""
10 5 69.5+2.5%* 54.6+3.4""
20 5 55.1+2.9** 46.1 +3.0" "

e o 50 mmol/L A& R E LA, P <0.05; # * 50 mmol/L %
ERRE LA, P <0. 01,
2.2 R A Y E T A A B AR A T HT22 40 A = %

Zom AN AR, 5 1E B % IR ZH F AR, A A R AR T 4
HT22 4 T3 2 EFH(P <0.01) s SR F BRI A LK,
1A 40 30 20 o/kg A MIEH SRR 0.02 o/kg & 2510
YE 2 HT22 AR TR B B T R (P <0.01) ; 5155 X R 2t
LR 40 30 20 g/kg MG A S AR 0.02 g/kg %
ZMIEAL HT22 40 R TR i B TR (P <0.05), WL# 3,

HITX 1,
3 IR E LM E S JREA T HT22 408 TR 520 (x £ 5)
45 n FlE/(g/kg) HMIAT R/ (%)

1N R ZH 3 4.01 +0.16* "
B AR 3 13.74 £3.48
FHEF0.02 o/kg HEGIMTEH 3 0.02 0.92+0.06**
W 40 o/keg S IMIEH 3 40 0.94 £0.31**
MY 30 o/kg & 25 LTH2H 3 30 0.88 +0.08 "~
IR 20 g/kg & 2524 3 20 0.77 +0.17**

W o« SR A4 AL, P <0.01,
2.3 R A E AR BRAIER T HI22 49 j Psd95 .
Gap43 . Jip3 .Cx43 mRNA % 3k ty % i

22 RT - qPCR K0, 5 1E % B8 20 b &, 45 S0 R 5 7R 4
HT22 4l ffl Psd95 . Gap43 . Jip3 . Cx43 mRNA 1323k B ZE T ¥
(P<0.01) ; 5SHAMRBRIL bAr, /AR 40 .30 .20 g/kg & 24
M 5EET0.02 g/kg B2y IlLyE 414 RERH B 1R HT22 41
i Psd95 . Gap43 . Jip3 . Cx43 mRNA [ 31k (P < 0.05 5K P <
0.01), WLk 4,
2.4 CRFE AP o E AT A FBR 1 B T HT22 40 jn PSD - 95,
GAP -43 JIP -3 Cx-43 B Hk kg

HIEHE XTI i, A @M 4] HT22 41 Jfd PSD - 95,
GAP -43 JIP-3 Cx -43 BHE BB E TR (P<0.01); 54
FAPRIERIL LA, I 40 .30 .20 g/kg & 245 10035 41 5 A A
0.02 g/kg FZjIMLiE 4L HT22 Zififl PSD - 95 .GAP -43 JIP -3,

57
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F4  IRNEAE TG NS BN T I A2 AN Psd95 Gap43 Jip3 .Cx43 mRNA FiE0T0H (x £5)

415 no e/ (g/ke) Psd95/2 ~ 444 Gapd3/2 ~44¢ Jip3/2 ~aAc Cxd3/2 -84
IEH X B AL 3 1.000 +0.000 * * 1.000 +0.000 * * 1.000 £0.000 * * 1.000 £0.000 * *
Ea ANy SIVE 3 0.443 +0. 085 0.473 +0. 025 0.420 +0. 040 0.537 +0.076
AAF0.02 g/kg HEHMELL 3 0.02 0.570 0. 066 * 0.730 +0.040 * * 0.767 +0.025* * 0.683 +0.085 *
B 40 o/ke F 2513 20 3 40 0.633 +0.091 * * 0.887 +0.012* * 0.813 +0.045* * 0.750 0. 050 * *
BB 30 g/ke & 25 M5 21 3 30 0.667 £0.057 * * 0.623 £0.050 " * 0.780 +0.082* * 0.763 +0.076 * *
TR 20 ¢/ke S 25 M35 4 3 20 0.593 +0.080 * 0.570 +0.010 * * 0.537 £0.087 * 0.660 0. 080 *

s SEAMARTIA L P <0.05; » » SAMMRABIA L, P <0.01,

5 WEIHGE ML ERAEH T HT22 4 PSD - 95 (GAP -43 JIP -3 Cx —43 FE AR IR (v +5)

21 5] n FE/(g/kg)  PSD -95/GAPDH GAP - 43/GAPDH JIP -3/GAPDH Cx —43/GAPDH
1E X R 3 1.31+0.17"* 0.98+0.15"* 1.46 +0.26 " * 1.13+0.22**
HRFRBIRIL 3 0.64 +0.06 0.37 +0.04 0.47 £0.13 0.43 £0.09
FAHAF0.02 g/kg FHMIBH 3 0.02 1.26 £0.15** 0.71 £0.08 * * 0.98+0.35" " 0.97 £0.20" *
TRNHY 40 o/ kg & 245 M54 3 40 1.06 £0.05* * 0.75+0.05** 1.05+0.31%" 0.81+0.07*
TRNHY7 30 o/ke & 24 105 40 3 30 0.87 +0.06 * 0.65+0.07*" 1.21 £0.11** 0.90 +0.30
IRNHZ 20 o/ke & 245135 40 3 20 0.95+0.07** 0.72+0.21** 1.42 £0.06* * 0.97 £0.27 " *

T« SREARRABIIA L, P <0.05; + « SRR LE, P <0.01,

B - — - 7,

|mr-Naree
- -
CErTrT

e S e -
A B C D E F

JIP-3

PSD-95 95 KDa

Cx-43 43 KDa

GAPDH 37 KDa

HAL IERAHRLLB. RAEBRBEAIALC. AT 0.02 g/kg
THMFEALD. BG40 o/kg SEGMIELLE. IR 30 o/ke 7
ML F. ARG 20 o/ kg 2554 .

B2 RIR A 2 3 X4 B e HT22 41
PSD -95 GAP —-43 JIP -3 .Cx —43 T HF B A2

Cx-43 HAMFEYWWHE LI (P<0.05 8P <0.01), Wk
5. &2,
3 itig

P43 S0 e — 28 ™ T e AR i (RN R I E A 4 £
FHARS PR P0 , BB 2 B4 I IR 212 AT R O
HISEH PEEEESHREE AR . AERIRUE B AT
H A3 ZUE (A T80, 18 2 F S e S T 4 S R T BE 1 2% 7
FERS A SURE R B B AR O . RE R 2 T
HPRK R 2 R GE ) — A A s B, YA IR R 2
A R Z AT BV A SRS R A 45, akini = A 4As w1
WO I B BN G T HIBE T L R I R A 0 BT
AR DA BREAE T, SCRF AT vh 8 T4 I ok 2 S 4t i 45495
B, R W DA R AR S HiCIC L E S R rh A HE DGR
FH A T S X, 7R Sh R i 28 1] 6 ot 2 B0 T 22 5 ik T o
PERISEE™ > TUZ B KR 2 A% 5 T 5T 2 W38 T i
R o1 43 R0 g AR B A v ) SRR AN, o A 2 B IS R U
OB R T T R BN LR 45 T A0 i . 0
B AR AT T R S S5 A R T R B (1918 Th b oo 20 M 2 AT
RFHERATITHER . AT LA ERRE R Tl S Lo,
22 AN BRSBTSy 4 22 e AR TR B B T, S5

58

IRSCHERIRIE — B, MERNIA & 250035 T WU & BM TR 5
25T R, U BRI 1T RE X 4E R 2T AN I AEN IR 4
&5 A —EMPEA

PSD - 95 2 —Fi ) Z A TR ANGBEUR IX N L2 E A, H
WIS ARSI S 22k RN MO 74845 635
PR S M5 5 A (AR 5% il RS A P e M DA B T 5
fil PR B30 R R B A RV A T A 38 VR SR S s AT
PERIARETER Y L DR R B, TERS P4 BU0E B T T
FIETER N 2 2 S 5 58l vl YR PR S B 1 PSD - 95 kiR
W SRR 7200 . GAP — 43 A5 fl 5 A o 112 Mk BT JEE 126 1 3k
RN AE AR TR DA B S i B 5 T AR i AR DA OG0T
FMERGAERET R N5 fil vT 58P 9 b 2805 5 1
BT A M R4 0 K 1R C (protein kinase
C,PKC) iy RS , HB R AL RS T LU i 28 AL i 0% | I
BB SR TIRE R ¥ FUNG S T 25000 % JiokS i 43 24
I FB A S M AR v P 28 A ) AR AV EL ARG 00 28] 5 fh P B A 7
GAP -43 fF KX FIEH Ao JIP -3 & INK Ml EAEFAEH
(JNK - interacting proteins , JIPs) i) it il bt Z — , 7TEAR N £ Ff
AP ek  BAEMALS P & RE MR R E AT
ZFICY L JIP -3 N LR E AR S 2R E AN
HhoEEE I HORE TRIBR MR E R A K> . 7
P AR AN ST I IE ST JIP — 3 EAS AT 1V L s 22 T 1 Sl
RAERK, AN, A WF5E R BURER JIP — 3 JE K A4/ BR7E A s
FET-FHAERERE KN & & R BEE ™ . Cx - 43 E4EpiE P
TEEY AT, RE A JR I S BT 2 Pl A 1 TR L, 2 5 AR AN
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