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B Mg H &M E I KA (spontaneously hypertensive rat, SHR) F11E ¥ IfiL [ Wistar
K SR 250 ik 40 e i) 4 B B2 T RE FE R BR 11 (connexin, Cx) RKIAMARLL, BEMER
P i 2 Ik F G2 B3 12 1) Dl REFH 8 1A 15 vy I Hs 00 PRI AH S

ik N AN AR A B 8¢ SHR RN IE 3 1 . Wistar K BRI 31 KT8 JUL 4N B 1a) 48 B i
PEE NI RE AR 4k, N RT-PCR F1 Werstern blot 33 A LK 4 SHR A 1E ¥ Ifi. s Wistar K
FUBIBIIKH Cx37 Cx40. Cx43 F Cx45 [f) mRNA FI& (1R IA % 75 KB s
ELAR SHR HIEH Il s Wistar K Ui 3l 1Tk 4% BRI TE & 57 0028

GEEL. (1) YN AR S5 R R SHR TGS IR L AH B I H 258 0 i v, 5 8 4 25
T IEH IR Wistar KR (P < 0.05), #2715 SHR i 2 kT4 LA i [ 42 B #2208 TH g
1M

(2)ORT-PCR £l SHR 1 1F % Ifi . Wistar K B8/l Cx37.Cx40.Cx43 Hl Cx45 mRNA
ik 5 IE R R FRAH L, SHR isizhfik Cx37 F1 Cx40 mRNA [FRIEEZE TiH (P <
0.01); Cx43 mRNA &AL IEH LA KRAHN, LREFEZER (P>0.05); k4, SHR
Izl Ik Cx45 mRNA A B IEH i A K R 25 T s (P <0.01).

(3) Western blot 3 ll SHR Il 1E 3 Ifil [k Wistar K NS K Cx A FRIE, 4558 8 H
R T — B g5 8, B 5IEE K RARE, SHR sk Cx37 A Cx40 & A
2 IE I B BEE (P <0.05); SHR fiishfik Cx43 lRARE LG 2% (P>0.05), H
Cx43 BRI ACY W3 T IEF KR (P < 0.01); SHR sk Cx45 KRR
BERTIEWMERR (P<0.01).

(4)3% 5 FE BRI SHR AT IE 5 I Wistar K SUIN Sl KT LM i 18] 4% B4 B 1 H i
P, HIEW MR R GRS, SHR izl k-1 L A0 B ) 42 B4 4 10 00 W 1 e
G518 SHR iz kT LA o 9] PR 4% Bt e 208 TR e D) 1Y o . A2 B0 ) B ik 1 i i
BN Cx37 Fil Cx40 [ERIEFF FIFIEWLAN N Cx45 (121K K5 ik 0 Bk & 4 v, it

S s 1L PR A2 R e
KR BRMEEIIE KR, I, Wshik, 2ERER:, EREA
WA A CGERIT)



Abstract

Objective: To investigate the change of connexins (Cxs) in brain artery (BA) of
spontaneously hypertensive rats (SHR) and normotensive Wistar rats.

Methods: whole cell patch clamp investigate the electrophysiological properties of gap
junction in BA between the SHR and Wistar rats. RT-PCR and Western blot were used to
investigate the difference express of gap junction in BA between the SHR and Wistar rats.
Application of transmission electron microscopy to observation the morphological change of
gap junction between smooth muscle cells in BA.

Results: (1) Whole cell patch clamp technique found the membrane capacitance and
conductivity to artery smooth muscle cell in brain of SHR were obviously higher than normal
Wistar rats (P<0.05). Indicate that gap junctional intercellular communication capacity
enhancement between cerebral artery smooth muscle cell of SHR.

(2) RT-PCR detected the expression of Cx37. Cx40. Cx43 and Cx45 mRNA to SHR and
normotensive Wistar rat in brain artery. Compared with that of the normotensive rats, the
level of Cx37 and Cx40 mRNA expression in MA from SHR was decreased by RT-PCR
technology (P<0.01); Cx45 mRNA expression in MA from SHR was significantly increased
compared with the normotensive rats (P<0.01), but no change in the expression of Cx43
mRNA (P>0.05).

(3) Western blot detected the protein expression of connexin in brain artery to SHR and
normotensive Wistar rat. The results show consistent with the transcript levels.Compared with
normotensive rats, the protein expression of Cx37 and Cx40 was significantly reduced in
brain artery of SHR (P<0.05); The protein expression of Cx43 in brain artery have no
statistical difference between two kinds of rat (P>0.05), but the phosphorylation level of
Cx43 was significantly higher than normotensive rats (P<0.01); The expression of Cx45 in
brain artery of SHR was significantly higher than normotensive rats (P<0.01).

(4) The number of gap junctions between smooth muscle cells was significantly higher to
SHR in brain artery than normotensive rats by transmission electron microscopy.

Conclusion: Through the experiment results indicate the gap junction communication
between SHR brain artery smooth muscle cells is enhancement. Gap junction may by
lowering the Cx37 and Cx40 on the vascular endothelial cells and elevating the expression of
Cx45 to regulation of smooth muscle cells in the brain artery diastolic activity that will affect
hypertension development and progression.

Key words: SHR; Hypertension ; Brain artery; Gap junction; Connexin

Type of Thesis: A (Basic Research)
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U]
(Preface)

rie L P 2 ol LA i R A BEL ) 8 0 3 B0l bk i s RF ST v O T SR L
PEDOW, H oD - LE R GO Ny ) AR BUNE R i 5 5 ik
L0 o L6 00 e A % LI SO s Ml ik e 2B R A i 7 . 14 24 ) ok I
P B2, ORI BRI ERA o AR B S4TSR B S R N AL I 1 A A
ABGET- AW 8w T O, FErP ik 2 v iR A A L A v o i 2 P A J 35 N A i A i
JREIR LML PN, T SR A T, 2 gl i s R A A el T 2, 33X
RBRGR I B, fe 2T BUIK AR L e I i o st ] 5 S el K e B A AR AR AT
SRPEN TR B BKIRE s I P RIS T iy, Al A 1) I A SRR BB HH L, AN 5 S v
JR o 471 ] BEL Ay L5 £ g 94 g A e LS P P 08 D R 22—, vl R 288 1 (o
iy B AR EIALE A D BERR G o ARBITEGI, IR AN BT At s R /Bl ik
(RIILIEAE 5K ) AT T s, 4 B U S8 KPS M 2 AL AR S (K0 A PR O, I X
S SE PR U3 MR A0 P R4S 5 0 i P A 3t B A I I 85 ~F- 4 JUL ) 8 35 s AR 1 o 4 i 1)
BERSUZE BEEAT BB R AS I 57 PF 50 5 L B 3 D) AT OGP,

ZE[IE R (gap junction, GI) &40 2 (8] HLREAT 5 S AT LS oA e i) 3= a4,
G2 FHAH AT 20 AR L 1) PR A 128 0 A T4 o 1T T2 8 T — P B 1) A BRI 5 4 o i
PR g 2amasE, 2 NS R AN [ (6 IV By A st fe 3 3R 11 (Connexin, Cx) 17 4.
FHAR 40 B 2 8] (R GTRE RS ZVFAH AT 43+ i /N T IKDII, e hliE ¥ 2R
HAHE S A5 (cAMP. IP;. Ca®") @ nEat, HAEMMMBE. M. ik
T BRI DL R ZH 25 B 1R B R A e sh 5 A B R b o 6 2 O EE T A .
HMUEREAMBIRZ, B, OEARKIL 21 FhexHER4L, KR &I 20 FCx
BRI, R0 S RS EEHIACK3T. Cx40. Cx43 LA Cxa5!, TR 1 P9 5 40 i
FEELRIECK3T. Cx40 LLMCx43, Cx37 KikFEHE™, P iR T RikCx43
PAKCx45, WK FEIECK37 MCxA0, 4347 2 S RN GITh RS ) o2 %o If 4 B 5k
PER A EEAEH . RSBSOS, GIS5 DRz 284, 24 1 A 40 o 1a)
[Fi) 5 et BB A0,

AL A5 BE 23 A R DL ST LA B, GIAT 311 L DL S A 22 A5 5 A8 5 e £ 7 T N
AL ) ~F-TE VLA M 18] A N B2 A0 LR~ LAR D2 TR), GIR] ORI R F i ) S5 L
PR Bh B — S, AR Sk G I ShAE AL P 41 o1 LA i 1R G
WAL N 2% #: (myoendothelial junction, MEGD), & 5IE 4G50, A
AU Sy M A PR 5 40 S5/ 5 P B 3l PR e A A RT3 I L B e Rk Al 245 o A%
126 - LA MR D ey P S AR A M SOV Y B8 — BN, DA T ORARF I A 15 A B
Be AR M A — ),


http://baike.baidu.com/view/43241.htm
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AT W 24 5% U B I B TN S e 5 28 I i o e e ot LR U™, fgidn, o 3
PRI R B AR CE S /DS B L Cx 55 ML Hs 22 TAIAEAE AR OGS R S PR Rl B I PN 2 Cx43 A
Cx40 FE[H, /R i b Ao LR T, HR, CxfE B & P i s oK B
(spontaneously hypertensive rat, SHR) HJZZL LA 2%, Kansuifs K ILCx37 FICx40 7k
SHR I Py 17 4N B AT FRAR  ELE T I LA I Cxd3 k48>, 7ESHR B AR5
kCx40 FICx43 FIRBA AT, HCx37 Kk, Lidhe A A& BLAESHR AN 3] ik
ISP 4 LA A Cx45 IR I HLGIE iR 3>, by b v WL CxfE oo I s FR R 2B K
Jeh B4 R B EmIER , XA ERAT 75 BTG S CxAE i Hs g ask A2 HH 1) 503 AR
— IR, R A B T FRATD AR A i B A R I 1, RS R Y Cx
AR I R . FHANEL, ALk — AN B B L R

GIPAFAEXS TR B /R AU el [ — S A B AN [ 28 20 40 i i 0% AH LA UL
M T B 56 HE (A WK I A HH — 8 B A2 D) RE o ISP UL TR PRI GIRf £ 17 I 5 52 o
SR 30 I RE I, 1T PN 7 A0 T (1) GI DU SZ A 1 R84, PN R 4 RT3 LA e A7 A
PIL B S BUEFE S T W 2 5 U2 PR, SE A §75k . P2 A0 PR AH
SO, MAHERP R S B AT TR AR RS A8 ORIV A% o A ST B vy I DA KT e 1L 254
REfE L KBk s BRALL AN _ECx IR . (H5E, VEBH M 5. /sl k4l
M G Rk LR D RE, 7E iy i 3o 2 2 A A A e, DA R v I B 47 vy 1L 2454 3
HOXIFRIBLAE, 154 M B L I &P 48 hBERRIEAN T 4. Y. BlfE, B
WA TRIE BE 0 W A A2 X s ik L 2RIk W —FhCx, () A G AN Y7 4 7 15 I ) v 25 ik 1fi % Cx
AR 1E

BRI, 6 T F08 BECIRAS IS MK I GI &5 M RN Th g 1) 2 S Pk 16 EL T 90 4+ 4
R FUAEL) . AR N 4l i R Ed sk iR . RT-PCR. Werstern blot A1 5t H,
BEROR LR SHR FNEH Ifi e Wistar KM sh ik L GI /& 5 AF7E 2 S AT REN AR 4L, #120
fifttfT SHR Xzl ik Cx37. Cx40. Cx43 F1 Cx45 78 i ML 305 o BT 9 (0 FA €0, A< S5 AT
R Ak GI B 25 & il R R AR
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RS WPy
(Materials and Methods)
1 w8
1.1 L1

SHR () [ 4k 52 430 R A S 56 S A BR 53T A ], VFaliE4s 5 SCXK 5 2007-0001);
Wistar A W FUBT SR B 22 S5 B0 0y, VFRTIESR % SCXK #r 2003- 0001), % 6
W, SPIPRTEN 250 g, SONIENE, SRR TT & —HbatE. & RFRIEEA [ IFE R,
FI S REHIE 20 CHIS0% A4y, B H 77 E 8RR B HPOKERIE Y .

1.2 FERXF
D ARJNEEM. 43 A& e KGR T A, HEPES. Na-HEPES

)0y B 35 [E Sigma 23 v
2) NaCl, CaCl,. KCl. MgCl,. %5 20 [ = 43 Hr
3) PBSZM % 5 3 [ Hyclone 2 ]

4) TR (SDS). Mg A (BSA). WWHIIEZ =% (TEMED). Tris.
B OSOGUN IR BE NG . NG e % . 0 B 24 A RIPA. (R0

I H b 5T Solarbio 2 7]

5) MR (AP). HE R W4 H Amresco A
6) Tween 20 W E RHE T RIS AL RS 44 1)
7D Cx37 RPN W e B TR T 195 [H Santa /A ]
8) Cx40 /MR HTK L2 e DA It 5 3£ [ abcam A ]
9) Cx43 /NPUK B e FEHTIA I 1F 51 abcam A ]
10) Cx45 /N RHUN B e BEHTIR J& 1 55 [ Santa 2 ]
11) B-actin/MRPUN B —Pi. BRI LYIEE (Horseradish peroxide) HIECIT) LL=EHT/) i
R 1gG— W E AL P A S A EARA B A v
12) s Rl 16 H 3 [ Thermo /A ]
13) PVDF J}(0.45 um) It B Millipore 2 #]
14) B A AR R CIpEN/AT]

15) SRk R ¥
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16) TRIzol It 1 2% [E Invitrogen 22 ]
17) cDNA Jx 5 6 4 H & E Thermo A ]
18) PCR Jx WA 7 W 1 9% [ Thermo 24 ]
19) BCA i [ Sl s il 6 JaJ S-SRy N/ |

1.3 FELINE

1) AXON multicalmp 700B i Jy 48K #%: Axon Aw], 3 [H
2) Digidata 1440A Eififiids: Axon A, KH

3) BIEAHZ BIUEE: Olympus, E[H

4) P-97 fuiilfX: sutter A F, FE[EH

5) WSS KRBT RS Axoscopel0.2 i, Axon AF], FE[H
6) THEL/KHHHE: HSS-1B, HHB(AR)

7) A RMEE: ZEGEAE

8) WL RY: Sartorius, [

9) B sutter A7, FEH

10) Z.00Hl: TDL-60B, g2 eRl2giuge)

1D ZE#ERFARS: Al

12) BP-6 LB A A BB 2 B RHE A7 PR 7]

13) ARIOKAR:  FRE /R A ]

14) HARRIS-80°CUK4fi:  Asheville Aw], SE[H

15) mEZVCKR S =VF AR ML-S-3020 24, A

16) W JPiHEas: PRI HIHAS B )

17) ARHER AR B O ISR A

18) ANSA1Y R HLAEMR TR . RITHEBEHE AR

20) Milli-Q Acdemic #4i/K{%: Milliplore A w], 3EH

21) R E0HL: Sigma A H], FE[E

22) NanoDrop 2000c: Thermo 2\, 3 [H

23) HEUMAAEYERS: SRR AR A T

24) Western-Blot FLUKAE. 4L, HEkAX. BB, bR B B B e 3 55
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BIO-RAD A,

25) HilUkHL: S5EH GRANT-FM 100 %!
26) YT HL: AEE KR

27) W B HAHAL

2 &

2.1 AR ECH

2.1.1 BE R SHER A R EC #1

(1) JBEA 5 i Be 4 B4 (HEPES):

NaCl 138.00 mmol/L
KCl 5.00 mmol/L
CaCl, 1.60 mmol/L
MgCl, 1.20 mmol/L
Na-HEPES 5.00 mmol/L
HEPES 6.00 mmol/L
Glucose 10.00 mmol/L

(2) HHRNW: pH=7.25~7.40 (J] 1mol/L KOH ¥ WhrE), BiEE =280 mOsm/L
2.1.2 Western-Blot FTFA&HECH

(1) 30% MBI : IMEIEIE (Acr) @ 37.5 g I SXOBN /LR (Bic) : 1 g XWHKKE
A 100 ml; 4 CEEEFE IR

(2) 10%SDS: SDS 10 g MZE/KEAE 100 ml; = LRAF
(3) 10%L B R I% (AP): APO.1g XWH/K 1.0ml; 4 CUKFECLRAE, BERAMEA.

(4) 1.5 mol/L Tris-HCl:  Tris-base 45.43 g X{7%7K 200 ml, H] HCL ¥ 2 pH = 8.8;
AR TR AR 4 °C, TR E 2 %5

(5) 0.5 mol/L Tris-HCI: Tris-base 15.14 g X{#%7K 200 ml, H] HCl K% 42 pH = 6.8;
A PR 4 °C, AR MR E 22 = 0L

(6) 10xHLIK#: SDS 10 g Tris-base 30 g H 2R 282 g WZE/KEA D 1000 ml; JHCE H
TRAT o

(7) IxHE VKR GEMABEIRAE): 10xHIKIE 100 ml 10 % SDS 10 ml

WK E AL A 1000 ml; H I IRAT -

(8) IxHLE i G FHRE3R#): SDS 0.37 gTris-base 5.8 ¢ HZ % 2.9 g HEF 200 ml
WA ERE 1000 ml; 4 CHRAE, wREIKCRIA 3-5 7.



BAMSMES IEF MEX Rk EREZ RIAFINEER

(9) 10xTBS:NaCl 87.66 g Tris-base 12.114 g *(7%7K 900 ml A HCI ¥ pH {2 7.4, 5
SERZE 1000 ml; 4 CLRAF.

(10) IxTBST CGEMH#BEIRTE): 10xTBS 50 ml Tween-20 0.5 ml X{ZE/KEZ S 500 ml;
4 CORAE, SUFILBCELH .

(11) 5 % BSA B FIVK: AIiEHEE 2 g 1 X TBST40 ml; 7F 4 CUKA BARAEARE L M
Ko BH-20CKHIRAE, wIH 1~2 H.

(12) #1F SDS-PAGE #E/I% -

10% 9 BER
Iy B 10 ml
X% K 3.8 ml
30 % N ERE 3.4 ml
Tris-HCl (pH=8.8) 2.6 ml
10 % AP 100 pul
10 % SDS 100 ul
TEMED 4l
5% iRAERR
Wi i 5ml
A FEIK 2.7 ml
30 % NI 670 ul
Tris-HC1 (pH=6.8) 500 pl
10 % AP 40 pl
10 % SDS 40 pl
TEMED 4l

(13) W ECH]: SERK NS 50 CAAL, Seit/MIZPR(E 200 ml WK /K 7850 %
fitt, SRIGEIMANKNBEZEES), SR MEMRG, TSGR K E R A2 250
ml, PRI R e, IR EIRAT
(14) BRI K TIE 25 CAEA, B 200 ml 28438700 52 SR 3EAT 78 0 VA,
PR AT IR K B A 250 ml,  Z i G PRAT
2.2 KR e mEME

FEALZEE SHR A1 Wistar K4 6 H, #7FF BP-6 LA IIMAL, #ERE N 37
Co BFEALERUT SHR F1 Wistar K FUCE TP F 15 min, 2 5K K BUBON U2 BT
[ 5 HLSk o AR JFIEFR SN v, A s 20 e T O B L IAR R . e e Bl
JED R Gl e 3 B 2R T KRB s Bk i e, 900 5 iSO S e i s i, il e
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3 ORI 3R, R K B R sl ke 4 s
2.3 =HMAR R IR

FRIERAS T TRUAR ALK B, TG K U, TN EH 95% 0241 5% CO,I#) 37 C
oA A FEER (138 mM NaCl, 5 mM KCI, 1.6 mM CaCl,, 1.2 mM MgCl,, 5 mM
Na-HEPES, 6 mM HEPES, 7.5 mM#i%i%#, pH=7.4)F . 2853 Wiz ik (brain artery, BA)
PRATRNFEFR LA, A R A4 Bl L B T35 9= MURHR, 78 37CA&ALE T, H& A KR
A (1.5 mg/mL) WAEBE R 15 min, 2 J5 B AR 3R i v 0E 0 IR LA BT A7 1 1
JREEA, FFRBREEHE, BIGHBIRE BB, HAxon 700B JEUK S T 441 g
JEF B2 . O S ARBHEIL R 5 MQ,  HHP-97 S SRy, FEAR Py 78 HE I Ha A Y
W o HLBK I 53 & (mmol/L): K-gluconate 130, NaCl 10, CaCl, 2.0, MgCl, 1.2, HEPES
10, EGTA 5, WZi#E 7.5, HTTpHR] 7.4, BRI ERI s kB 5, 47
TR K IE BGQE F2 o HIM2 RO I FEL 2% I AT LA 25 Tk e i) 5 it 140 670 P B8 R o ks A 4
JBE, AT T A i B i hid sk . AR HAE 52 il i PCUT oML clampex A il 3% . 41 L
BB A NC=Q/V R, HA LR (R BTl sERREHH s (Vi) R4
L (Vo) R ZE R LR A 2V =V IXR IR T A
2.4 KR Bz Bk I & B

KERIBEIRGL T, WiskAbst, BRGNS E, RIEME, R NAZSRBE T35
95% Ol 5% CO, 1) 4 CHIAIA: B ER M (Krebs)H » Krebsii 43 +&: NaCl 125 mmol/L,
KC1 5 mmol/L, CaCl, 1.6 mmol/L, MgCl, 1.2 mmol/L, NaH,PO4 1.2 mmol/L, NaHCO; 20
mmol/L, %54 8.3 mmol/L, KipHIHZ 7.4, 7EAM B ies FECH K RUMshIK, JFdE
4 CHIFIKrebsi FH o 25 B K0 ik ML Y I DL S B, T FHPBSHEAT S S35 Uk o i If.
EHLEFRE 20 mgh—4l, HAET-80 CUKFEHLER (AL RNAMSEE, AL —F
W T555

2.5 RT-PCR 7 AR+ Cx37. Cx40. Cx43 F0 Cx45 mRNA 7KF
2.5.1 KRBz E S RNA $2EY

43 HILL SHR LK Wistar KRG sHIK ML (20 mg) Jbkl. BYREAILR, JHHE AR i
T FRMAL . K Trizol ¥E3EHUE RNA, f# ] NanoDrop 2000c 52 &t RNA ¥ & il
A1 5 SR s i cDNA

2.5.2 RNA it

S B AL (1% HHmRNAFE A 3 pl, LAOligo(dT) primer 514, Mi/K#h55 42 12
pl, WA BSOS 7E 70 CH&AF R Smin, ZJ5 T 4 CH&AFAH 2 min, FRIIA
{8 E 51 5 x Reaction Buffer. RNase inhibitor. 10 mM Dntp Mix H] RNase freed HO%h
FA 20 pl, RAJEOJEAE 37 CEA&MF RN 5 min, 4 C¥A#! 2 min, 5 Il ARevert Aid
H Minus Reverse Transcriptase 1pl{E2)J57E 42°C F#FE 60 min, 70 C& MY 5 minZ 11 %

7



BAMSMES IEF MEX Rk EREZ RIAFINEER

I, O R cDNAT LLE ] T PCRY MY S, FIRFEAT-20 CHRAF
2.5.3 PCR ¥ 1 /2 k7

B2 I 3l 3SR P m AR AR, e RO A O T T4 S 4y . 2xPCR
Master Mix 12.5 ul, Cx37. Cx40. Cx43 Fil Cx45 L N5 ¥ 54E 0.5 ul, p-actin b F
Weg 53 & 0.5 pl, MK AGEK ZE 26 pl, £F PCR & A F - T« 5256 B 1 5140 74
A SHE 1, KNEMHR: 94 °C 5min, RETHEHZS40:94 C 30s, 59 C 30s, 72 C
30s, 437 MEIR, B)a—MERAE 72 ‘CLE{H 10 min. HX 10 pl PCR P14 1.5%35 I
BB e T EAT FRIK A B, BRANE S T DG T ISR G B AR, SR EIR 2B RGN
PCR ¥ M=y dh A7 32 &

R 1 BEBRZEIEE BN -actin mRNA 3147

Primer Name Forward Primer Revers Primer bp
Cx37 agc tct geca tcc aag aag cag ta agt tgt ctc tca agt gcc tta ga 119
Cx40 gga aag agc tga acg gga aga tt cac agc cat cat aaa gac tat gaa 243
Cx43 gag atg cag ctg aag cag att gaa gat gtt caa agc gag aga cac caa 295
Cx45 atc aga acg cag ctc gga gca a caa gga act atg ctc aca ta 320
B-actin atc atg ttt gag acc ttc aa cat ctc ttg ctc gaa gtc ca 310

2.6 Western—-Blot $AK#:M Cx37. Cx40. Cx43 FA Cx45 EHFRIX
2.6.1 KRzhkEBIRE

DLk SHR il Wistar KEKSIIKILE (20 mg) AP, BIREAIZR, FHE SRR
DR, Al RIPA 2## (451 10% Phenylmethanesulfonyl fluoride, PMSF) 21
A, RO G RIS, O 15 pg/ul KT E R, ARG TAE-80 CUKEE hARAE
2. 6.2 EHEBKENEFAIE L
1. WREFE R, S50 FABCAIRFIAITAFBCAILFIB (50:1) , Miifili&E E#EBCA LA
W, FooriRA) . BCA TR EIR24 hINERE o
2. SEAVRMRE CIFRUES, B0 wWFEFEZE100 pl, FHPBSTRFREAH & W 0.5 mg/ml. (3R
R EA T 2w 2arh, FRvE e A A s iRs R . D
3. BhRvESL TR0, 1, 2, 4, 8, 12, 16, 20 ul INB96FLAR MIkRUE L AL, IIPBSWAM L
220 pl,
4. NI A ARFRARE i BN96FLARAE dh AL, INPBSH 42200l

5. #FLINA200 ul BCATAEW, 37°CHCE 30min. BCAVEM & & (IRERS, WG4k
5 I TR PR AN T iR o I HLR 0 R Y 2 BRRLEE T s i i SRR AR, &S ERR
RS, B TR

6. MIEAS562, 540 - 595 nmZ [H KA AT 52 . AR M FRUE M 26 V15 2 Il
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7. RYEMEIR L2 15 pg/plBE TR RS

8. MiBE A BiE, MAHEA I AR IS L5 X & E BRI,
I a8 IR o

QM AR T INHAEYES B, 100 C4&H Fhn# 8 min, Ei FAHIG R T-20 CHIUKFE
WA

2. 6.3 SDS-PAGE iR BUEI1E

(1) VEVEHIBCHR : 2P A it g P @ DT80k . TRV Ja F SR Kbk, PR R
2K AR MYE, STAEENET . A HRR B RIRASEDE, v HRCER I 12h
H.

(2) &R : IO 55 JE TN et R 5, T L e TR EE b, A XEE/KRIE Smin,
EORA N, W FFSEE RN . IR, I N AS A R B e T . TR IR A
Tl UL B R 4 e VRV BC 5 T 45 BT A A

(3) F/K: BB, HIDEARAEIRBOL S /K 73, TE IR RN E AN 2 A
JEet b, PAS S i I o

(@) AN fi lARCT, HIAE 10%5N B, RO BRI B3 ILEE T F 4, A
TEMED Ji5 i 3BV SJ B nf e, A5 AR AR DUBER o I A PCEE ) 70 B, 1 ml
ORI, T ARURAR (KA AN, IS B i R LU AR 7 BB 7
A% 1 em~ 1.5 em N, AISSE IS MR

(5) MFAWEES: SN G, EEEHAESk, 1 ml BBESBIBONEE K, 0 BRI
B ERINKI B2, B AR R s

(6) =it MEE 0.5 h & " ZKE IR 1A I — 2B R B 2r AN, R EOK M, I
RN/ VRS = U OE o T TR <y N [ i 73 w8 o L WA L (SR i o

(7) FEVERE T HADVRULG RS R e IR tA (K07 R 480G, /OSBRSS, B ROK P,
PR AR DGR, B TR R K2

(8) MIRAENZ: WA b 2= A 7 2 =l CREBC R 5% i B A Bt b 22 B4, A
T, FERTEREERAN, EETHE 1S ~ 30 min RAGRRIOTEE, BUR R, HIL
PNORIFEEEL PE T B N BT ORAF, TERREER N INIAGE EXZEK, 4 CHRAE CRIBL
YE5eEE 2 h R RITefAE ], B s A HD

2.6.4 EHHEK

(1) SEAs Bt bt IR BEAE B ROK R b v, R ALK AR B, SEIA B ROK B K
LD/ 2 R 2 5 R DS NP | AR 7 R LA D) IWANESE R & 7 1 o N % 1
P, IR AR KIE R AL, TR . EA: RELEA EAEDS 10 pl- 20 pl
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(FL TR A 10 FL, 0.75 mm), B E AR EFFEL 5 ul-10 pl, Mark BE4L 5 ul;
FIREAL B, REAM EFE S G AL ERE AR BRIk —
"B E BRI Y Markero

(2) FEUK: AR FLIK R BOERE 80V HH LK, £ 20-40 min; M5 HLIK ST 20
B, WHR AT E 2 Marker T FHE 0] WL, RS 110V R HEIK, 4hEiiiks
TR UG FR R A EE B GHS 1~1.5 em, RN HLUKEE R . B UK I FL VKA B N VKK AL &)
i

2.6.5 3R

(1) LUK, FChllr ik, WP ERELEGEBYEL PVDF JRAELR. R B ML
ArHrE. KR, SUATTH.

(2) VEACBYLE o Ar P R BRI, IR A H R AR BRI 3~5 min, X575 AL B
M5/ 20min.

(3) HLUKZEH G, PRERA, OIS, R 70 1 B KN DR IR 8 40 (o
2 cm), A PAFHSLL PVDF LA BEAE K 1 mm, REiEH K& A TEA SN T 57 IR
ST RALE, VIBR A BRI, BTN SRR R LRI 10-20 min.

(4) FH ARt e e A, 4% 22 b2 BRI TR -DE AR LY, AT e A |
TR REI 2B U AR B B A S s FH DB AR T &) [ P A

(5) WCE AR, BEEAYE, R, AR 23V, HEI A 43-50 min (N2
B-actin ¥4/ 43 min, Cx43 ¥ 43 min, Cx40 # /I 40 min, Cx45 #% /45 min, &EKAR
P S0 b Hoa] DU R AL RN R), B R YRS) 1~3 min).

(6) WMy, JUIE R R R B, W S AT EN RIS, Bl A B
FRENRA LR G R ANKES . Wor B EITTR], By I R IR R T I E], A L
(7) 2% 4l W5 P G (A yi06) 52 B 5 ¥ SDS-PAGE BERBEAT (0, DI S ER (7R B
AR B O

2.6.6 SERLL

(1) BEELER G, EIEECH, TS 5% BSA W, %M T, #K E3H 2 h, M350
gh Sy, IRV RGNk e R I R, AR RN (], RS & 4 CCUKEE .
(2) H 5% AW iR —4i, B-actine Cx43. Cx45 Fikt L@l 1:1000, — Pkt
EL 51 42 1:200,

3) HHL NG, LK FHE, S S B-actine Cx43. Cx40. Cx45 —Hih,
il FHEIR EWEE 2 h, RIGEHIRK —EBEE 4 CUENHTIN e IR, sl aEsE T
BTVRIR FWE 3h, 4k8)assci.

10
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(4) 1 X TBST e/ : 5 minX3 &, 10 minX3 k; M4 SCEe 45 0, JRA] 4 K 85 46 ki YE s i
[ET8

(5) WUk )5 RS 2 BN A AR AR C I —HURONV (1:100000 M, ZiE NAEREIR
MEE 2h, “HURHE Pk, Bactin. Cx43. Cx45 B2 ILIEHU/INR, Cx40 212
B o
(6) 1 X TBST YL : 5 minX3 &, 10 minX3 k; M4 SCE4E 0, JRA] 4K 85 45 ki YE R
A o
2.6.7 B¥. % (BEHIRE
() AR EEES, KT, ST ERIHEYN: B, e, R
CROGIRFBC ], Ao % £ 2 o Al 5 o R R A W BT 1 ml B0 iR
A, B G T, ARG, BYJ), REEE, JE48, BOui, B, &
VI
Q) JH—ik TR, B OREF I TAl7E4l b, FHIELCIE I [ TBST AR =T,
SRJG IR e A5 VR R AR OGRS A EUE & AOGRF, IRAIEE |,
B hr F RN, ERATEAARNE, AT (BUF AR,
(3) R A BIIFE 2 RN S A b, B R4 BT IR 80 e, TR (T
EETE. TE, Bk IE Ry B seih gt 5, — Bk, AR ),
TEEATERY, AR 4515 RO 5 3 9908 S R HE OB ], — M 1-5min.
(4) B3 WEGRE, RAEERA RN, —ER W, SRR A&
TEHITRE GG, SR ER.
(5) Ex: R INENE W R, 1E A RK PR E s, ST,
(6) KW&l: O 2 Bk e 554X Quantity One % R4 H K14 .
2.7 Fit=4bE

K Gel-Pro analyzer 4 #AF5r HTAZ R AR 455 AR 40 6% BEH (integrated optical
density, IOD="T-34) ;%5 & < [Hi#), LA H [K)/B-actin FRACAEVE A GE Tt F6 45 . T AT SEH B 2
F SPSS 17.0 ZivF At AT Ge vl b 3, vHE PR H mean = SEM KRR . AR
AT SR t /5, P <0.05 #Ah R BA G X

11
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X g R
(Results)
1 SHR 0 Wistar KR EFNBKINE

WK 1 B, Wistar K RIS 50 (121.5 £ 6.9) mmHg, SHR Ht4i s 4 (207.3 + 10.5
mmHg), W& T IEH Wistar Kl (121.5+6.9 mmHg) (P<0.01,n=6).

T 350,

E *
l-..lEU’U' ¥
e

2 150

&

E‘IUD-

2o

e e 1 2

Groups

1 SHR FAIEE ME Wistar X 5 R 31 Bk L E B9 bL 3R
1: Wistar KEREENIKIKLHEE; 2: SHR BEIBKILHEE; 2485 148, *P<0.01, n=6

Fig 1. The compare with SHR and Wistar Rats of the tail artery pressure

2 SHR FNIEFILE Wistar X5 BXE0BKT /&R0 AR B 4 IR M LL AR

SHR F1 Wistar K §s izl ik sl ik Bt b1 U405 i 2R BRI (3R 2) . Wistar KB,
DL S SHR sl kT LAl Mo il 758 4> 3 h (74 £ 13) pF Al (195 + 47) pF, ZRHA
GRS (P <0.05); dMufiEd S50k (4.01 £0.93) nS Al (7.71 £ 0.81) nS, Z%
FHGFEN (P<0.05),
% 2. SHR #1 Wistar X 5 B9 BKER b B9 73 B4 B A% &Y F8 AE ER45 14

Table 2. SHR electrophysiological properties of arterial smooth muscle cells and segments on Wistar rats

Membrane property Wistar (n=10) SHR(n=10)
Input resistance (MQ) 362485 142+15%*
Input conductance (nS) 4.01+0.93 7.71+0.81%*
Input capacitance (pF) 74+13 195+ 47*

*P<0.05 vs Wistar rats
3 SHRFNIEEIJE Wistar KRBk Cx37 F1 Cx40 mRNA FRiA

RT-PCR J5vAA5 SHR AN E 5 1B K B sh ik Cx37 Fil Cx40 mRNA #£iX. SHR i
Bk Cx37 mRNA FRIEHEH M E R TR (P <0.01) (8 2); SHR s ik Cx40 mRNA
LAEMIEH M KRR B E N, BAg%E X (P<0.01) (& 3).

12
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1.2
£ 1.0t
S 0.8
= 0.6}
S 0.4}
o
O 0.2

Control SHR

2. SHR FOIE & M/ KRB EAk Cx37 mRNA FRix

Fig 2. The expression of Cx37 mRNA in brain artery of SHR and normotensive rats respectively. *P < 0.01 vs control.

1.2p

o

—

SHR

0
Control

[&] 3. SHR #AIEF I & KR A1k Cx40 mRNA FKik

Fig 3. The expression of Cx40 mRNA in brain artery of SHR and normotensive rats respectively, *P < 0.01 vs control.

4 SHR FOIEEMNJE Wistar XEREXNENAK Cx43 F0 Cx45 mRNA Eix

RT-PCR J7 72450 SHR A IE 3 L K B sl ik Cx43 Fll Cx45 mRNA Kik. 45580
K FT7R, SHR fizhfik Cx45 mRNA RIABIEH ML KBS E T, BAGI#E N (P<
0.01)(& 4);1H SHR iz ik Cx43 mRNA 5 1F & I KR ELES, L2727 (P > 0.05)

(HE 5,

*®

g
(=

e

-
=

Cx45/B-actin

0 Control SHR
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B %M M E 5 IE % M E X RN RN R A e E S
4. SHR FAIE & M[E X FRAXsIBk Cx45 mRNA FKik

Fig 4. The expression of Cx45 mRNA in brain artery of SHR and normotensive rats respectively, **P < 0.01 vs control.

-
o

o

-
e

Cx43/p-actin
s &

o Control SHR

[&] 5. SHR FAIE & M /E KR A s Bk Cx43 mRNA ik

Fig5. The expression of Cx43 mRNA in brain artery of SHR and normotensive rats respectively

=

5 SHR FAIEE KRENEIEk® Cx37 FA Cx40 EEMIRIEER

Western blot J7 V40 SHR LA 1F 3 105 K B sli ik Cx37 Al Cx40 B A RIL, 6%
FEM 2 LR Bt 24400 o 5 EH MR R EEA, SHR sk Cx37 A RE B &
16, BEAS5E Y (P<0.01) (B 6); SHR Mizhflik Cx40 FihE8 1 & I Hs K 5 5 2 4

%, BHESGI#EX (P<0.01) (7.

Control SHR

Cx37 | S . . e

B-a(}tiﬂ —— T S A W —

0
Control SHR

6 SHR FAIE E IME KR AEEIEK Cx37 BEARIE

Fig 6 The expression of Cx37 protein in brain artery of SHR and normotensive rats respectively, *P<0.01 vs control.

0
Control SHR

[ 7 SHR FAIEE M/E X R s Bk Cx40 EEFRIE

Fig 7 The expression of Cx40 protein in brain artery of SHR and normotensive rats respectively, *P<0.01 vs control.

14
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6 SHR FAIEE ML /& K FR AN zh ik Cx43 FH Cx456 BRI
Western blot 5 A KM SHR LK 15 1fi i K B sl ik Cx43 FICx45 85 IR IA , Y% %
Mg AR Gevt 2o s s S5IE % R K RIS, SHRBhK Cx43 KIATLH 4%
5t (P>0.05) (K8), (HCx43 WEMRALACT W3 T IEw M KR, BG4 E X (P
<0.01) (E9); SHR LLIEH M KRB Cx45 RIEWEW S, RS #E L (P
<0.01) (E10).

1.2

S0 ' .
Control SHR E 08

Cxas| e — — — — — %OS'l .
- Yoa
p-actin _— Co.2

0 Control SHR

[& 8 SHR FAIEE MJE X Rz Bk Cx43 EARIE

Fig 8 The expression of Cx43 protein in brain artery of SHR and normotensive rats respectively

2.01
c
Control SHR T 1.5}
. 4]
CX43p — — — —— — — :?;1.0'
QGS
B-BCHN | o s s s e e 5

0
Control SHR

[ 9 SHR FAIE & ME X R s Rk Cx43p EAKIX

Fig 9 The expression of Cx43p protein in brain artery of SHR and normotensive rats respectively, *P<0.01 vs control.

2.0

Control SHR % 1.5
m

|05 7L T S ——— ﬂ;‘l.o
w
=t

*x 0.5

0 Control SHR

[l 10 SHR FAIE & /£ X RNz Cx45 EAFRIE

Fig 10 The expression of Cx45 protein in brain artery of SHR and normotensive rats respectively, *P<0.01 vs control

’

7 SHR FNIE & M/ K 5R Bx & Bk g AN ¢ Bl 8] 552 BRiE IR S F T L

B HREEA R R, HIEW IR R ECE, SHR W) I5K-T-T8 LA i 5] 2 Fid e i
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BEWZ, XWRY i A R, XSk T-TE LA ) 2 R 430 TR FE R 51t o

11 SHR FAIE & I & X 5R B 5h Bk B i 45 4

Fig 11. Eelectron micrographs of aorta sectioned from SHR and normotensive rats respectively. A: normotensive rats; B:
SHR. Individual gap junction profiles are identified by arrows. Bar=0.5 pm
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.
(Discussion)

R LA S L0 B D0 SRR 2, R A LIRS i
LRI B RN WAL 0 L 8 TN B IRV 3 R B 41
BELy LS BT T 28, A6 PR SR, ot TP - LML S99
T RAL, ST IR T T, BN 53 . T i
RSN, ARSI B, B LRI

B S AR B8 K 1 BB A  L B Eth L 457 3)
KITE, GPARTE ST BT IR S RO F . NI RS IRy 27 EL B
PEPTRF, TR TR DL 5 B 1 3 T30 AR 4040 B ) 00 S B 5
. GUR NP /MAHAT AN R TR ARG 2-3 it e, A
VAL B GIAT (5 8 AR LSS A AIB2 BTN O PR
i BRI 2 55 T %5 TR SR YT, R 5 S e 4 445 2
PR, R L EPRE RS 2 2 BB 601 (RS 1L D ABLBRIT B0 4 TR B
o AN 07 5 LN G 55 3 205 A B AE . GIE VR 90
KR IR S IR S T AR T2 . R SCI G R A A A I A5
A M S O AT MO 5 T 22— BV, AR RO, I P
SBT3 4 MU 38 B T R e R T 2 ),

PR GIFEAS BNy R 25 B R 1 (Cx) o CxIFINRIRA MRS, SR CARSRAEA
FCx 2 k. IF HRRIER U Ser. Thrlk A Tyrbk It (B 10/ 22 B 4k K F, X
S MGIRIE UL K Dh g sk, H H o] DO B sz 20 i 40 B i 5 S A2 4L, SRR M 4,
M GIF A FI AL SHERO, BiE C R RBL T A KT FRCx R, 15 g fy vl
DLR I B PURPCx IR IE, 05/ Cx37. Cx40. Cx43M1Cx45, A ML K/, ML
PECL B B o PN B A0 M DR ST ULAR A A I R (R K M 2 o, JERIA T
CxZEMAT X A S [RII AEAE E B, Cx375 CxA07E N Bz A ik, Cx437E N F 4
FIEHE W I A DL K AL B, RIS A, AR IRk R s
(2 Cx43, H/RHT Cx3TLA L Cxa5K Tk, HAh, 785 Le i 813 LN B Al v] 5 3 Cx40
FIA; IXLECKAE N B AN B IR« I8 LA B (] DA K PN 57 40 a5 13 LA B [ JE G, S
gz s R E e =P

ARSI I B AESHR G s K, o 1 H 6o i 2 Jik i GI ) 5 JE L L 4% SHR
R IE 55 1M s Wistar K SR s k- LA B e A B PE oA, R ISHR i s k14 L 40 i
B P 25 R H 5 9580 1 T Wistar K B, 36 W ZE SHR I 8 Jik - LA 1) 7 55 2 1 FEL R G,
PCRZ A Western Blot$3{ AR Kl 45 A BCx37 LA K Cx40 mRNAFIE R IAFEAK, $2R
G fig A I FAR I/ ) 2 40 M _ECx37 LA R Cx40 IA, SR 15 o 59 Bk 1 & 4 1% 1 2k 1f
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S ey RS o FH T COXAE ML T LA LK P9 52 41 TR 3 A AN ) 5 454 e AR RS G
PCRE; A F1Western BlotF RFRATT R ILCx45 FIAME =y H.Cx43 SRR ALK V-t my, DA HE
D SHR i 0 k118 LAH ) () GIRR IR Sy 1o, v RE il B i LAl fuCx4s RIEFI
B INCx43 WEIRALINRE, 38R h BT i LN M R 5% B4 Bam TR, ARAIE I A [R5 e 4
AU ST, FRATI{ESHRIG R Ik BRI T Cx43 BRI AT LL e Cxd5 Rk LT+, B
FELEH AR R BT LGN 0 [7) 2 e B 4 F 180 %, 4k, Allonso®5 A& BILCx43 FlICx45
FER BRI ik P38 LA 33k 0324, Lidhe AWF5T45 H CxaS 75 SHR K 3 ik ifiL
T L ZRIE N, SR, Cx43 FICx4S 71 W5l ik i 1) 2638 70 1 2 28 P, IR, Cx43
FICx45 7 SHRAN 2 ik 5038 B A L8 75 12E— 25T

LR CxE L P ST AR MR . R A B A % 2,
FATKCXRILBIFT, T U S — S LA KB BT TR, AT R
¥ 5 PR A P (S BRT BF e o AP TR 58K
SNKHERT LEREISE. IS B, IS0 AT I L S H R BT T4
MBI AIAI O, (B AR b, A A B RO, R
(12 TR T LB B KA NP 2 BT AT

SI5h, SE R LRI, L R I B S GTIL A D R A 5%
G EPA (5 516 5 I BB, 2 A AHRARI0 T LA B 2 I Ca S 1
A R LR BB, SR €75 R L4 T B s 57 RO G L
TGap27 WS, A LS D I LA T T Gap2T B Gap2T FTIRS.
L TR TS0 L FR BRI LA 25 O ) 2 5 I
4, HFIURILAESHR I MBI L2 W L35 R W ST, AE PTG
BELT ) A 1 032 AT A BLSHR IR 508 1, e 25490 4 I
ST, JRATHEN 1 VL T A 2K L Cx RIS T, GRS R .

S Ly THEDIKILEE TIIULE Cx (0 2 R 5306 10 15 L TR R e, LT
R SRR B TR, ORI R A L 97, I FLKXIE GI g
IO, R UL S 1 OB 2 B T IR
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% it 5 R 2
(Conclusion & Prospect)
1 4518
A SEE B AT T A] LAAS B0 T 4518

SHR F1E % 1f s Wistar K BUBZK Cx37+ Cx40. Cx43 Fil Cx45 mRNA UL & (11
Lk K, 454 GI A IS, KB GY 0] fE &30 1 A ML 3 4 Hz 41 il Cx37 1 Cx40,
Fh i T LA M Cx45 12325 1R 15 i s Bk A0 555 4 % MR T 520 e i R A

2 REE
WRISIA DGR, Jm gl 347 LRI

DA SE TN 2 T o) P 4 RE 2 A A g L s 0 Jo R BT (R A o ) X B 0 T
18 DL GEARBAK E AR Cx (R IE KA REAT IS o 1 sy L P Js ) s R 22— & A
B AT, 31X —AF M 22 NS KT REFN Zi i) A R e, Py IS s B AT 2 R 4
NIRRT ST o SXFE USR8 H 5 i 0 s T B DIAR SC I AR BUE R AR, AR FRAT TR A
PR PR3 VR e 0 s R, I A v s o B (KR T R
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SCRREFIR
(Review)

sgRREE R M RAER

WALA (RR) S (D
E: 4EHUERL(Gapjunctions, GI) ¥ LI IGEREIEIE, JUPAAEmMFLsh Y pTAT 14l
GURgi ey, AR T o ted R AR, eV T e T AEA L
AV, AT 56 At B )45 SR AU o AT &I A0 i i 4 e e i A T 45 R AN o e 1 AR ALk
X ALK TR . A PASEARE  BEAEAT AL S5 AE PR R A BRI . AU RE
B EY) AR NI D RE I R A 28k .

KRB SERUESL, MPOER A EIKER L, phais i
1 BERUER M AV SRR XA R RS Bk

1958 4FN FHTI AR ARAESE, JRIF P& R AR AR ph e i f I A7 A2 G 1E—22 N H]
PN TP SERAESE, NT 1~1.5 KDIF/N> T nl fE40 i < frld ik, 10 Ko+
REE, PORERHBIEMNEAL 1.5 nm, X2 S8 BUERIAT SR E B Ih RS ) 45 Ky LR,
Ui L 30 ¥ GIAl i i I #2585 1 (connexins, Cxs)FJ K, He fi—AN1 430 AH I 11 3 DX 2 0% B
Gl —ROCF BEE FAGER BIGIEIE, 1 MNGIH 2 AN k— kMM EiEEE T
(connexons)ZH Ji, FEANFIRIEH 6 NCxIr TR IR /S F AR H G — AN TaEH AR, 5%
MRS, e R 0 40 M () B AR B AN IE Bl IE, oA s — AN KA, 3
L BE T EPK CH A ) 52 L% Bz B R 42 2 REPEDS s S /MG 5 42 0 /N 52 40 M JBE FL AT L 4
I P P il 5 A R R U 1 5 R B TR, B R I P PHELAR /IS B I B 45 15 1
T PSE T v 1) AT R S R R A A ST A I AR /N EE 2 OGP, AR AR el R OR T A
o BN A0 RS2 S BB TS, ] SC 5 2 AR AR IR 40 B [A) a0, 38 fo 52 B4 41 I RS T8 BE
T IR 2B A 3 S A0 I g .

GIEIE fLF N 795 A s, WnCa™ ., SRR 1 15 (cGMP) SRR IR 17 (CAMP) |
Wi 2 ERAEA RS, R FE A S KREAREE . GINEZEIEEN T4
P[] RIS A5 5 A, AR ORAS [RI SR TR0 M M) PRI RE I, 5 B U/ 3 I B v AL () %
S, MIMTLERs G sh SHUB s, ARUEEsh I R PER, 2B BepR 1 440 e 2 [
HERAL, I ARG RRIDE P R 7 AT A0 M R (5 B AR . SEBRUERRM BT,
PAE S O St R R BUE R IE A WL S 100 [/em?®, 1T 40 M JE HL e EAE B BEL BT A
500~1000 /em®, [KIH, 52 B4 Pz 2 40 i 1r) i R EK (4 e 211 7 2K

SR REAT B IR IE AT KR IR T, B m T . SRR S, R R A
EF T2 5 1 B0 48 BOE R AE 7 Y 42 BRIZE F2 (heterotyptic gap junction) iz 2 FRAE [H] 71 4%
B 1% £ (homotyptic gap junction), /8 4% REUE BB E A A FICxAL Rk,  [R)R 4% i i i
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F P —Cx LB, [ ARLIE I AT Al SR e P A e M R Ao A1 e T R AT R
TRAF LAY 2, VR i P Ox A B R B 1t m] FRAS R IR Cx BT ) Jli S U2 1
TERIE KBk, AFPCxIE FGIsEhb,

K 1 HZAR 0 2k — R ul— DR R 40 2 R 2B A TR, IEHAR00 T, Phrfk
U GY R B A AN FEABU, TN ) 4 5 8 GT AR B AR A AR BB AT Cx43
T RE > S T ORFE TR, TR 0.043~5.255 s, PRGN TEZY 0.56-0.95

sPlo BEBUERR S TS A IEEN:, A BN A B I LI, WS T
W AU R IR L AN R AN BRI SR AN . MR an b A AR A
S Bh BY X7 (B-cadherin) AT 914 4% 7 2 1 oh gL,

2 BERUERThRER AT
2.1 BFUEREAPRIL

xR 2 BOERL 1R, GERUIE R P R R I WER AL 0N S 1T GIL 3 1 2EAL
i, AR T mUREER SY R T s, s 7 R A ek R,
ML 588 e 9 A 30 0 1 1 191200 nCxd3 1) Cf o T2 1l T Bl e L3 AN 2 0 3
(¥, ALK GII AL S0 o s gt

ARG S 2 T FERGIN R &, it iR 5 kit #2 . otk
R T8 3k AR T 300 R AR A T T O T T 195 A B B 5 TR R S A i (gap junction
intercellular communication, GIJIC)FEE!Y, T C—Im (KRR LS BETE LA 5 24 1))
REIFLIE . —Fh a2 M%),  18B-glycyrrhetinic acid(18B-GA), 1] 51 Cx43 ) fii
TR TR A I A B I 40 D PRI B i e/ B B T 2 5 R 140 -3 ) i 6 1 TRl i P 9t A R TR
WAL A5 5 I,

HTL ) — LB 50O 20 1A Al TR R A s de it 17— S8, DL Al AR B I Cxs
AR AR, SR B Cxd3 [Ny 1.3 h, RIHE 8 A R R B Ry . Cx43
(RIFREARAT 2 SANIF] I A B R A A A PRI A i PR AT B T R A2 DO IECx R T
MRHT 1, WRIR IR SR RO X Cx AR 31 7 S AN [RL AR B (0 I 15 o IR A R S T
(1) 2H1 5 0100 T A4 o Pl T (1 U)o AR AR R 40 B ) (K G B 2, AN T P EE 2 2R
Ao, EAFRTRIGEE TR, SEOEREARA AR AERPRIL, FINA R
WA, X SRR AW A R 1o WP LA T4 P 4 R 1 R IR 1L
FECGERUERE PR, IO LA I TR 1 AR IR AL S B BRI T SRR
WOUR, GIRCxI gt AN AL R MEATE IRy S CxBRIR AL (K PR 51 ) 2 0
VR JU 40 L ) A8 YA ) B AR AL St A 035 1) I 25 T S5 AR S8 A R /s e 2 I 119
WA G IEANLEE, R SIS TERIRDL BRI Bk . #0 AL RO IR
e S EOREICH], PERAEL, CxPFiRS P on, SmaganaRig, ek,
DAL, S0 R S 110 225 PP 5018 0t T il 1) 8 2 G T 28 () S AL o
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2.2 PKC A 5

PKCZ RS2 BUER N B PP, W RIMESH k. AR, 56Q/11
B RBIBC ) R 52 A8 55 B i B C/ LIRS — R/ H i — TR P/K CIEL i (o 1 IR 32 08¢, AT 324K 8K
ETASZAR)BIREER o CLUESE AR 2 o BB IR BT 5 RS PR K B0 5 UL R 42 Bt
P2 L EPRCHAE T,

I A0 90 T BTG PO PCC R 189 5 428 [ 2 (1) Pl R ), PROCIE Bl L TPA B gl S L 23T
1, AN ARREAL 1Al 6 (0. PDD). TPAKLFE BE S E0H A= SO LA L PK Cafile () B i
BEfr o O EAPKCHIZ B S tna B e ¢y, (HARFTH S MIEHRES S5k
BRUERR VY, PKCIE Y (1) 22 S T BUR R AL 38R O B 300N 25 57 o FE BT AR KRR UL
YA, JTPALLFEGE RIS WL 2 G B ATk D, bANE B A ROy UL B 48 Bt il
ILTPARERS N e T F 98D A 1t o PR /IS 2 1 HavB P R0 L 2 1 22 Fiefss 0 S AR e AH 5%
Mo R, KwkaZEUMgi AN %1k R4 EPKC, PKA, PKGYE L3 & Fi BH A,
BN AR IECx45 FF L AT 4l i 18] 73 112 i LUCIFERY ELLOW ) SKHEPI4
fakk, JLHFKIACx45, FURHERIE R IEA S 8-Br cAMP(PKAE)), TPA(PAKIZ)),
8-Br cGMP(PKGI#sh) 540 TPAMIEPKC G =42 T Cx43- 5 /NI B[Rl o2 61 Al
69Ps [ AT AR o X PP A% (R I ] fE e 4 S BUNAERGE M Z FENE . EAERE i@ it
Cx45 HEHKISKHEP] 4ifil, PKCIHE T —ANESMP) 16 pstFIRE .

ST HIT TR I 1 o A= K TR 7 B B b T PR Ce S B0 JUL AN 1P 2 486, i it
RH 2 KB (I PKCadifi 1 A 1 5 4% (U FE R IE P 3% SCREAS R PK.C YR 28 375 46 R 5 35X
PRI AR 52 B0 B iy S R 2 REE RO, DIk, Wl G I TPA RETE L 22 b W BRL o6
GIA AR, T HAE [ TPA 2 FERLN 1] i 5 AN R I PK Cav/e & Ak LU AH OG . BT J )
MR, TPAALFE N E{RHELA-Cx43 DL [ IACx43 Tl 45 4l 1) 42 B HE i,
HAMAZTHELA-Cx45 4o 48 B He i e, UESEAN MU Re e it Cx43 1 45 #a Rl DY 28
PRIEERY, (B TR K B Cx45 Y (HEL AN PK ey Ak BE 1 i 44 [ 3% 2 R e
THIXLE T EE TR SRR EEPMA . PRI, w] DAHEN A BE S AN [H) I PR C 3%
BB -

2.3 PR3 AN AR K 2R 1 1A TS

AT 2 3 T (S AR R REA 14 N S BT R T R TR, AR
TR E AP LA 5T (U LB IER) REWS PR SR BUE R 1AL 1 o X — IR LAIE R e 13 1E
MITTIRG B3R ) B i 40 i c AMIP 1T A U T o Y IR AL I Bt » AR S, LIBEAH B
1= 201 P cGMIP 1T i B2 11 45 &5 1 SRR RR AL T O M1 o Yan 25122 0N ) 4% 5 0] ¢ 8 1
FARIRNS, IFHEH Ca® 0h 4l 0 1) A S BGUZE B TR AT, RIIAE SRR Bz o 3 P 1 1
i, Ca® A IBEMEAET, BB T “Ca® L7 12BN, A1 Py Ca® W BETH T
BEBRIERN L PR AR, HE SEURREE. WidCa’ HoR R R (U I, R IR
240 i 1) P SRR DK 5 40 P Ca® 3 e K
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A0 Ca®" IR FIAEVE 2 28R Al v BUE S, LR CoLAn . KRR IRA I . 3
AN B B - . SRR, M ARSI I [Ca® ], XY e TR A
20 ) (¥ AR, (HCa® 7E4N IR (KSR IBCA F R YR, Ca® IOZEMMRIR, Aol

eI

CATUEHE R W Ca™ REREIIIE [ 4%, (FE TP LI AN 28, vl BN ) (344
B AN [ £ A0 B S8 AT AN R AL o

VLA, RILT R B 2 1 5% ) 4% BT B O REIRAS I R R BT B0 7 40 £
Na+/K+-ATPHE, SIS He, A4 E5 8 19 I, FRfRae B 3. %
SRR AR T PULARRH IR S A E 8 4545, W PKCa, 3 E0EH
HAMBHRIL, HmsEBUER I IIRE.

Turin 1 Warner”* & S48 B B2 1 IOV T T 0 2, MEJE AR “HREL”. “H K
YL BRI, HANRAH IR TSI, A BLER B P, A S BURASIEE, IR
Sy Ca®" Sk HL S (05 e e F TR A T 7 2 . H AT Ca® FTH O H S A TR T LRI A e 4
WA, ARRNSEE, ANFALGUR SR GERUE RS Ca” FIH T (U ME AN . R rh i 14
2<%l I I i TRV 4 L2 K (R SR VA D R e ST X L 1 N A P T SR N
I n R, LN NI AL i B APHAE BB, w] (8 40 I 1a) AR IBCA T T F3AIG, 31 B
T IROIAE LA A, AR 2 R 1

2.4 MEEKRI

135 B 5K 2R e PR A B B H B o I 9K Bl A A O 5 Oy = W () — PP
TR, StephenZ PR BLAE F B A B0 =LA 24h ) $2 i £ K0 B LEREE
Cx43 MRIE, HFEEEBUERAE KON, TR Rk 5 A RIE R A1
(R Bh A AR, X AR R = MR OV R IR R S A, I PR S 56 F ACEVR 7 BRAIG 17 A 98
JEWEREEAET - %, SHE TS A . De Mellofl Altieri % % I s AF B /Co LA Jf 3 S
1 g/ml Ang Il nJ AT 20s N A 4% B 4% 3 R % 55%. 10 1 mol Ang I n] LAMFEGIE T T
B 18%. A, ACEFHIFIKASE RN g/ml) a4 2 2050 N GIE S50 106%. Ang
T IVE AN RERS: B -5 IR SZ RSP 250 /R BRI, (E6 8 I I CH R R s, I
AT DA SE 4 ol 05 55K 25 S AR BEL IR 77U BELIT o T BEROMLIRSE, AngfFFHATSZ 4K (1] BE R AT,
SLARYBOE B A BIEC, T FEGIE S . HANRE 5 A HERR Ang TR L ip 4%
T o-B ERRSZARM AT B 55— WF9TH, DeMello® i H 40 i AR FF 25— i S5k &l B
PRI GIE S, AL R A A4 T Ang T (10 1 M) S EUREIEFAAR 76%, 1]
B ACEHIHIFIAAS AL, 1w MYBEIT, 1145 T Ang IL(10 0 M), A FEGEI AL 60%,
H AT ACESZ ARBAITI A (1w M)FEIWT, MIXANSER 1, DeMelloth 4 41 i SM7AE B 2 —IfiL
BRIK R R G NIRRT RIS AN . (H Ak, I R A2 AR SRR AE K S
ATANTE 2, PRI e/ E AT AR R, AT DL X S5 5 FLE o I Pl e, AN 2
OAE TSR T A . Ang TUXF 4% B4 B2 (8 MEVE T 158 i Dodge 2 Y, 5T i
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Ang I /E R FREZE 008 A K B LN 24h)5 R w40 Mo I RS IE . AT T — FP 3k b 4
JAREFRICY, KIMAng ITVER THFRMAIM 6-24h)5, Cx43 Frafdemr 0.24~0.29 £,
[Fi) o 40 B PN S RO B2 R 5 39 0, Ik L4 Y mT gt S v D S BH I, $2 75 Ang 1T 218 1 AT 2
£ . Polontehouk 2P [I#E K I, Ang I 45 F T8 A= K SO WLAN L 24h )5, Cx43 18 &
AN 50% 2547, JF Al ERRIDEE iR K4 2 fi%.

FERTITAIWFFE 3o, K55 55 B8 AR B0 S AN K 2 56 T cAMPHRE 3 i Cx 1 35 5 A1
ZEBUERMEH RN, LORBETTE R L LTS n 20 2 K15 55 55 5 Ang
RS SRR N cAMPAC -3, Cx43 [ERIAIT N A 22 BRI FE R £ H AR/
AR S ) A5 AR A R A FE A A LA A R (R — AN s B R Rk
AN ATE LR, Mo AR R ai i gesh i .

B2, SERUER LA T FLai P A A SN AN i, AR KA H oot
AR EEARH], ERIE AT AIR . AR A S BUE R T B A1)
JRAERMIACH, X ANML IR QT . AREIRSE « B AR AN 7 4 5 A B R bt o T 1
FAVEH . SEBRIEAOZ SR A B . PKC MR T, 52 A2 A ORI 4
SN RE

2.5 GJ HRHIR

T SIS D P50 FNGIIE R SR AR A P47, R 171733k 6 58 A5 £ 5 Wi 41 Jfa f 1] 23 10
T EARE AR DR . AT A KBRS T 2 REEMEH . KPR IRAE R
GEUn Rk Z Cx43 ik 22 5w 22 To a0 RIS Y. Cxa3 kR S8 AR AH O N 0 i
ERE, TP O 5 A S A HE AR 4 15 B S KL(ODDD)ZE AP, H ol 5 T [l
H:(Gap junctions, GJs)Ilfi A XAIRIFFT 3= LA 5% g 40 B 3 58 7 T e/ FSY,  i 9
8 M R B HAGR YRR R 22— Rg 4l M w] DA 5 1 B s 21 23005 40 I S % 341 ) Ak
PEAE I MR R, ST AN B T A T R T A, RWICx43 R
ZME AT EAERSRIAT A E 4, ToieCx43 JERE RIS ZFNHICx43, #BXT 40 HTE
S Fi WL IEETZAER . BRI, Cx43 K A0 MR 41 g
(R FH e A% o R rh Py i OB 22 A 1
3 RE

MM GY WIE R E IR REZ Z MR R, FEHENEREARAKFAR, M
KRB FCUE S D Re e i W SO A 20 GI AHOCHw, Ak I T Ji H IfiL (subarachnoid
hemorrhage, SAH) Ji5 [/l IfiL )% 2 (cerebral vascular spasm, CVS) . P IE/C 55 AL ZE A AIE
ODDD. M4 RGEMIESE. AR KM EERUERE O TR, RN
T 0L T R4 s 3T T 4 B B el R AR, A B T P iR X R 1 K
WLEL,  IF R TRB 167 S S PR AR .
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