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RS ETREEARIRES S Lixtt
PASMCsH B3R 1E K SEMAPKIEKEI K &R
AR RxkY fFaew AR K O+ N FOFE O Tasg”

(LN B TR 27 Bl I 22 [ 5 FI A PR T 28, Wi 325035,
WL B R Bt DA D s S0 90 =, Bl 310013)

WE KRR BN ALE B SD K R AT ) kT 78 L4a i (pulmonary artery smooth muscle cells,
PASMCs)#t AT R AR3Z 7%, K ) Rt K R.SMa-actin %, 9% 3¢ X% 48 Jo Ak 3 ik 4T e 2, A %K
AH — BACARAEAL | KR S, T BP A kAR N 45 80 E M B F 38 1 (calcium activated chloride channel,
CLCA2)YE & b & ik, * A F 7 & i 44 F R A B4k B (RT-PCR)FZ AN Z CLCA2 mRNAK-F#) &
ik, RIET 5 EFMLE KAEZ =AM LLPASMCs ¥ CLCA2 mRNAFe & & & A K-F34 80 2
EiAP<0.01); H1&EZH = FALR LA AR, U01262842SB2035802APASMCs F CLCA2 mRNAF=%& &)
R KP4 80 2 EE(P<0.01); & 4 5% (Anisomycin)ZEPASMCs % CLCA2 mRNAF= % & & £ K-
¥ R % FR(P<0.05F2P<0.01). AR AN, KA ZH=EAMHKT L X LPASMC ¥ CLCA2 mRNAF=
& 4 & iA; ERK1/2:8 3547 %) 7] (U0126). P38MAPK:# 3447 %1 %] (SB203580)34 =T _L A PASMCs *F
CLCA2 mRNAF=%& & 49 & & ; MAPK:# 3% % 7 7| (Anisomycin)4& T #APASMCs ¥ CLCA2 mRNA#=
A EE,

KRR AR AU, B R SRS FlIE; P3SMAPK; ERK1/2; K i

The Expression of Calcium-activated Chloride Channel in PASMCs’ under
Hypoxic Hypercapnia State and the Relationship with MAPK Pathways
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('Department of Pathophysiology Wenzhou Medical University, Wenzhou 325035, China;
*Zhejiang Provincial Academy of Medical Sciences and Health Research Institute of Toxicology Laboratory, Hangzhou 310013, China)

Abstract We adopt an enzyme digestion to take the male SD rat pulmonary artery smooth muscle cells
(PASMCs) for cell primary culturing, taking immunofluorescence cytochemical method with mouse anti-rat the SM
a-actin for cell identification. Then we set up a model of hypoxia and hypercapnia. Western blot is used to detect the
protein expression of calcium-activated chloride channel (CLCA2); We Use semi-quantitative reverse transcription-
polymerase chain reaction to detecte the mRNA expression of CLCA2. The results demonstrated that compared

with normal group, the expressions of CLCA2 mRNA and protein in PASMCs were significantly raised in hypoxia
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hypercapnia group (P<0.01); Contrast to the hypoxic hypercapnic group, CLCA2 mRNA and protein expressions

in PASMCs were significantly raised in group U and group SB (P<0.01); the mRNA and protein expression in
PASMCs were significantly decreased in group A (P<0.05 and P<0.01). The expression of CLCA2 in PASMCs
could be raised under hypoxia and hypercapnia conditions; The expression of CLCA2 in PASMCs could be raised
by both U0126 and SB203580; The expression of CLCA2 in PASMCs could be decreased by Anisomycin.

Key words

ClappZ5U IR, A BH Iy 1% il 2y Jok b A4 16 85 ¥k
7% PE &0 2 7 il i (calcium activated chloride channel,
CLCA2), HHA A 5K ) Al 1 77 T e A5 A
MEEMAEH DERT IR B, P38 & R E AL
A5 [ ¥ B (P38 mitogen activated protein kinase, P38
MAPK)HI 1 71-SB203580+  4il ffd &M 5 5 1 7 ¥k
(extracellular signal regulated kinasel/2, ERK1/2) ]l
HIFRI(U0126)1) fie 59 1% 4 iy — S A0t 5 [ 1) it 2
JiK Wz B B e T H TG T CLCA2 D g K Heakik |
IR T BRI ST SCERAR TE A AL D o ARSI A
FH 41 Mo 8% 7% 75 72 M 8% T CLCA2AE K RUIG AL
At P il 20 ik - 3 JUL 48 i (pulmonary artery smooth
muscle cells, PASMCs)'"mRNAFI 5 [ 214 11281k,
HER I 22 2505 40 8 1 I (mitogen activated
protein kinase, MAPK)f5 5 il B I K & .

1 MR 5HX
1.1 #8l

SPFZ f 11 ft ¢ 1 P Sprague-Dawley(SD) K §i
14, A H (body weight, BW)4220+30 g, Hii /HEE
BERZE SR ) RO FE HE[SCXK (#)2010-0101 45 ]
1.2 iR RALEE

SB203580(3[H, Sigma/Al); U0126(
, Sigma/A#]); - ILV K (dimethyl sulfoxide,
DMSO, bl TAEMERARAF); wFHE =
(Anisomycin, 32 [ESigma’/y #]); 10% T kLt iR
(sodium dodecyl sulfonate, SDS, 5 = K/EYHARE
PR 2> w]); DU H L £, — i (tetramethylethylenediamine,
TEMED, 82 RAEMH AL B2 w]); gl 0 H
FEoyHTAl

A COL/NLE F2 4 (Herareus 2 1, 35 [H); 1H IR
A AL B B FE 46 (Thermo FormaZy 7, 25 [F)# i T
1 & (SW-CJ(Air-Tech A ], 75 M iF AL W 25 ) ), W
AN R 2B (Olympus 2 w1, H AS); A= 418 & A1
7 WA BEXDS-1B(EE O # A S8 4% | ), 722N4>

hypoxia hypercapnia; calcium-activated chloride channels; P3SMAPK; ERK1/2; rat

66 B V(RS B R 2 A S AT BR 2 \]); Olympus
CX21FS1R 38 0 2 BB (H A%); A ke #
Z Yi(Bio-Rad /A 7); EXL-808# hr X (USA); ¥tk &
1 X /FQuantity One(Bio-Rad/\ ]); Image-pro plus
5.0% 4 B Z 4 1 & 4856 [ Media Cybernetics 22
#]); PCRA{X(Thermo Hybaid A #, 32 [#); Gel Docu-
mentation Systern(BioScience 620).

1.3 7

1.3.1 BgiH ik IPASMCs 5% 0.33 mL/100 g
TR S T R BESD K SR, TBON TUSE BC B ) 75%
WRG RIS mine FEREIFT- 6 A, B TR R
i, BY W 32 2 ek o0 s S, B O I 2 21,
RN A4 °C PBS V-4 #5282 Ml 1) 35 3= L, 35 U
BB AR AL 9, BB e ek I R A i e s KR il A
i) A A B K B A2, IR 3~4
Ak (EA2300~700 pm), & 1575 8 R A H %
(IPBS V-4 £h 2% il ik 4~6 1K« T AR B ik
AN IR B TT o R ik N B B, e R A Sk
SO A R SR P, R A R AR, B
HOBE R LZ, R~ LB R mo?® K/ R 20 23R,
BEN15 mLICHH 250 1, 1 000 r/min .03 min. 4
MY, N4 °C HBSSH!## # 30 min, JTCHHBSS
4020 mine GV AW ALEG T, #37 °CL 5%
CO B FRAT N i EIH AL 15 min, A WAIZEARK. 14
GRE. WHHAGHE, ARG FRAES mL, %3 min.
W E AT, WA 2R #E %I
HH AT M BB T B0 e ST AR i [eT 4H 21
Berp, 37 °Cy 5% COBEFRAHHARELH LS min, 1% -
WAL BN RS mind HRAE1~20 B
2> 10°4H Jid/mL 1) %% BE R AR T 55 80, I 520%
5 /4 I3 1) i FR AL 137 °CL 5% COE R 4H
TR

1.3.2 PASMCs#9R3E7r A4 Kas R TR
(FEFEIIL) 80%~90% /A7 I, W 2855 i, H2~3 mL
TR £ 2% 415 ¥ (phosphate buffered solution, PBS)iF



SRR AL B I S I A K BUIR A e — S BRTEPASMCs i A RIA S 5 MA PG % 1 55 5 1323

VEREFRM2R, SR 5 1 0.25% B 25 11 i AL 40 i, I i)
h90.5~2 min, J 5 WCFT A0 B A0 6 Ot 7%, B0 WRAT,
) P R . BR10~30 pL ik, K5 B
PG MR A T3~ R IR, NG T 15% R
IV R R RS 7R 3L, B 137 °Cy 5% CO 57740 h 1s
Fio MMIAEAR A 2B 2R TR AT

1.3.3 PASMCs#y 4 AF 87  ()IRAF: BT 385
WF50 285 A S5 4~SAR 4 MY, 1 K FAH P 22 IR AR AR
S5l Rk, YA TR R A2 B, T DA 40 i
WA BIEATIRAT o A7 8 AN S5 24, B0
BRI, LEAAERTT el IR T AR 1 i
FREALAR T V200 50 2 A K A M v 4k Rk, 1000 t/min
2505 min, I BC A 16 A7 55 77 W(7720% FBS.
10% DMSOFIDMEM3: 75 ), ¥ 7730 H 40 I 1) g 2%
% A (5~10)x10%mL, 2R J5 ik k4, —20, =70 °C, %A
TRAF o VRAFINA DR B o (2)K T B IR 41 Y PR e
Ak, SEAF R . B R HEA3T °CIK
b, BRERRE ), AL S RS T B, R
BT B0, TIN5 IR, 1000 r/min 2.0
5 min, 35 _FIEW, IO T mLBAARIKET, Hehh gl i 2 B
B R 5%10°/mL, IR H W H A 3G 55 o

1.3.4 PASMCs#A#&F ez HUHAEACHI 400
BV, IN0.4% 5 Wy W19, TRATJE3 min N 1)
H13 T $obR b, 53 min, 76 S0EE FWE . #F
I R G0, T A AN TE AN B B T A L R
o, WS40 ..

1.3.5 EFMEksbhemie L3405, %
FEARTT AL, AT 40 0, SR )5 458 40 M 7 58 Ui
BE1S min, JGBE N R LS 40 MU BE SR S U
BR IR BB NG00, A0 A0 M P U BE 15 min, JGER
3] RS S A O B B S PR SR 20 P B R
FERE NGBS, T 4 NG B, 5 R 3 R R R S R
o MREERTTR1~2 dJE, JesE FAEE, S U DUBREK
KARIAN B 3=, g AT 44 40 P 2 20 A YR R0 400 e
SN A IR Al AR T LA e, B 206k 4 P 4k
G gR. Wl EE Al JLIR, SAFEAEI T LA
Ja,

1.3.6 PASMCs#9 %2 {5 FAH 2 WAlsE NS4
MBI WOGILER e Ot e oy sl Al
PICHUA O GIRK488 nm, AR 630 nm)bric 41 il
¥ B FITC( R 6% K488 nm, & 5 e 1§ {525 nm)
Frid 1P Wlo-actinf L 44

13.7 ¥ HUEEASUERK R £ 4
KIAPASMCs, il e 4t B, #%2x10°4H fi/mL ¥ 2%
FEFERN T10 em$BG 78 MLHr, N 75 15%J16 24 (L3 1)
B SR AL, B T37 °C. 5% COLBE FR 46 k4T 5%
I, A5 RlA R 2 2 L INE (28004 ¥ ) 45 1 TG L v
B FRELYLK24 b, [0 J5 H3EAT 254 T 1030 minN 5¢
BN 25 B 4. (D)IE % 41(N): DMEM 5% CO,, 21%
0,, 37 °C, 48 h; ()R %Lk ZH (H): DMEM 6%
CO,, 1% O, 37 °C, 48 h; (3)DMSOXJ I 41(D): 0.05%
DMSO, 6% CO,, 1% O,, 37 °C, 48 h; (4)U0126T T4
(U): 10 pmol/L U0126, 6% CO,, 1% O,, 37 °C, 48 h; (5)
SB203580 1 1 £H.(SB): 10 umol/L SB203580, 6% CO.,,
1% O,, 37 °C, 48 h; (6)AnisomycinT-FiZH(A): 10 pumol/L
Anisomycin, 6% CO,, 1% O,, 37 °C, 48 h, UL F4p4]
6141 fifd .

1.3.8 & & % JZ PP i 7% 4 MPASMCs CLCA249 &
Bez  MCOFFFRM M = TIGFRM P % 41
g0 g, F A PBSIE YEVE3 X, &K1 min, FHJE4L
We o 25 M40 e b hn N 751 mmol/L PMSF 4
ZUFEW100 pLo AIH 75> 2% J512 000 r/min, B0
20 min, W HR 3%, FIBCAEN & 8 11K 5 10%
I8 VA 05 T e B Jie L WK (SDS-PAGE) 73 15 4K 111 4R Jim e
# ZIPVDFJE I, 5%t 5 95 % = 3 F11 he HX5%
BSAH B %51 Bl Clea 38 B HTAR(1:1 000)8% A &
B-actin(1:10 000), 4 °C#f & W7 7 ik %, £916 ho X
H, TBSTYENE 5 i B ik 440 4 5 (HRP) b 1 (1) 5
LA H1(1:50 000), =WHFE 1 he LEBISECLE G
4 PVDF 5 FH R 6 5860, U TN 6 79, 1 =3 b FH X
FEOG. B R, R . Quantity
Onelt i A 73 BT R 48 73 HTCLCA2 K FEAE, LA H Y
A CLCA24 1 K B AN B-actin K F {8 EU AR AH XF A
{E(Ratio A Value)f8FECLCA2K L 1) 7% &,

1.3.9 RT-PCRi%# MPASMCs CLCA2¢3mRNA % ik
H0 40 i, >R FH Trizolil 7l & $ OB RNA, FHAEH] 230
J6 BV AE260/280 nmAb SIS RNA ) T i FA B 2
Ji, A4 FHcDNA 7 il 71 SR mRNA J e 5% licDNA
cDNAK I AH RS 5210 5 | )3T PCRY 3, 514 eh E
W TR TR AR RS A IR |6k, 519074
WIR: CLCA25|%) Lii#)¥%1: 5'-AGA CAA TCC CTA
CAC CCT TCA A-3', T /¥ 41: 5-TGT CGG TAG
AAC ACC TTG TCA C-3', 233 bp; p-actin5| ) L
F#41): 5'-GAG ACC TTC AAC ACC CCA GCC-3',
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WiF41: 5-TCG GGG GAT CGG AAC CGC TCA-3/,
400 bp. -actinfLy 4, PCRx N id FESHtn ~: ¥~
W44 : 95 °C 6 min; 95 °C 30 s; 55 °C 30 s; 72 °C
1 min; 72 °C 10 min; J:38/MifA . HUPCR % V=4
281.5%3¢ JIg BB s v ik F PDQuiestii i [ AH 49 #7 4%
AN W52 B AR, FH gelpro analyze 73 AT 4Kk 44 43 # il
TEWOE (D), LACLCA2Y #4715 5 B-actindy™ 14 47 11
DAl 2 H(Relative D Value)ff: 4 CLCA2 mRNA{] ]
XA R SEEEH 6,
14 Hit=F4E

KHISPSS 7.0 -3 TG 00T . TR BRI
AT IEASYER S, IS EFREZE ) E AKX R £
YIREA IR LI AT Ty 22 55 PR AL 36, 4 1R) b 3R A
B 5 2543 Mi(one-way ANOVA), J5 2555 1 &
W LB 38 R FHLSDYE, 5 72 AN 5% 34 HEAT Dunnet’ (46 565 ;
BILAP<0.050 A it 27 B X, P>0.050 L4 2 &
X

2 FR

2.1 BRIZFABPASMCsHIEHFLE

2,11 @A s A RS P LA H AR
F¥72 h, BLI AR O 2 W EE AR T, el im AR K
BN, TR BRAR /N, o (T LA P A T HE B, 5
DA 2 EES. BRPIES d)E, 400 s AR
HAT VG IR, 2 v I U S BE IR B MR, &
PR g IRE K BN R R, AT
KRBT, 1 bbb o, AN, Pretk
U, AL T4 b o, RONEDE, 2 83~51 . 1k
AREEFE AN A KA JRAR RS FRAH L, AE4Q 5 252

El1 KRS bkF & ALAEAf(100%)
Fig.1 Rat PASMCs by primary culturing (100x)

F1 62APASMCs_E CLCA2 mRNA Fik 354 Y EL IR (s, n=6)
Table 1 Change of CLCA2 mRNA expression in all
groups (x+s, n=6)

415 CLCA2 mRNA
Groups CLCA2 mRNA

N 1.041£0.039

H 1.213+0.013%*

D 1.22140.038%*

U 1.283+0.013%+A04 4
SB 1.28140.034*A044
A 1.0410.0415444

*#P<(,01 vs group N; **P<0.01 vs group H; #4P<0.01 vs group D.

2 K FR AT 30 kT8 AL A 5 12 52 't 4 7E (400%)
Fig.2 Immunobiochemical identification of rat PASMCs (400x)

H A KB IR IR, 4~6 K5 KNG 1, v LLidE
1T FURARAR, LG 7 2 ARATY AT R FER LIRS (B 1)
2,12 HFEMILEKKIEHSEZPASMCs  KiFEH4~5
AR 40 e 28 /N B P K Bl a-actin B 5 [ P AR A,
FITC. DAPDRUH 45 WO SR AR BB TR, &)
99% P RNV o i Ee IRl WL 2K N FITCHR L)
P Wlo-actin B 4k (A5 5 41 i Kl P47 S 247 4
G 224k, MO Dl LN & A, OCTE LA i S RH
PE I N DAPIARIC (1) 40 A% 52 21 (0 58k, O B B
Hi(E2).

213 i Esg R BN 6004 i,
P71 BHME 40 I, B2 597.3%, 16 TH 4k i2A%
AU AT o BVRAEE 05 PIPEAIL87.2%, T
HHVRAT B2 950 i () A0 A7 2T v

2.2 &tAPASMCs_tCLCA2 mRNARIEBI 1L
22.1 A&EEH = B4 PASMCs £ CLCA2 mRNA



BV IO P SR A T E K BRI A iy A PR PASMCs HH (1) 208 J S5 MAPKG 1% 11 ¢ & 1325

200

300

400
500

N H D U SB A

El3 &4APASMCs ECLCA2 mRNARYZR I
Fig.3 The expression of CLCA2 mRNA in all groups

El4 ZHPASMCs ECLCA2EARYFIX
Fig.4 The expression of CLCA2 protein in all groups

&2 64HPASMCs ECLCA2E B RIX T (L B LLE (s, n=6)
Table 2 Change of CLCA2 protein expression in all
groups (x=£s, n=6)

21 CLCA?2 protein
Groups CLCA2 protein

N 0.474+0.014

H 0.529+0.024%*

D 0.532+0.010%*

U 0.568+0.010**2244
SB 0.567+0.003+*A04 4
A 0.5010.034*~44

*P<0.05, **P<0.01 vs group N; *P<0.05,**P<0.01 vs group H;
44p<0.01 vs group D.

RiEe®en  HNAME, HACLCA2 mRNAKX
B EWINP<0.01)(F1ATE3).

222 fREZH ZEAE LM TU012642SB203580%F
PASMCs_ECLCA2 mRNA & ik 649 % v 5Nt
5, H4. DA, U4l K SBZCLCA2 mRNA% ik %
B & i P<0.01), ALCLCA2 mRNA & ¢ % 7
(P>0.05); SH4 EL#, D4LCLCA2 mRNAZ ik W& 1k
M, HESE X(P>0.05), U4 FISBZHCLCA?2
mRNAFE LI i (P<0.01), AZLCLCA2 mRNA
F 15 B T HP<0.01); 5D 4, UZ FISBZ
CLCA2 mRNAZF ik & 3% [ f(P<0.01), A4LCLCA2
mRNAFIE I T IH(P<0.01)(FE1. KE3),

2.3 KLAPASMCs FCLCA2ERRIZHIT L
23.1 REAEH ZAAEITCLCA2E & R LW 7"
ENZAH EG, HALCLCA2ER [ (1) 3208 2 3% I 8 1y
(P<0.01)(FK2. KEI4FIFES),

El5 &4HPASMCs CLCA2EHAIFRIE
Fig.5 The expression of CLCA2 protein in all groups

232 REAEH =AML T U0126F2SB203580%F
PASMCs_ECLCA2% & & ik 69 %% N4 b #,
H#4. D4. U%H MSBCLCA2E A #ix ] &
W(P<0.01), AYICLCA2 % F R IA M E i (P<0.05);
EHA A, DACLCA2%E H R IAMSfk F i, (HIE%%
T2 8 X (P>0.05), UZ FISBZICLCA2# 1 &A1Y
W] & i (P<0.01), ALCLCA2% 1 %15 W& F i
(P<0.01); 5D k%, UL MISBAICLCA2%: 1R IA
B2 EH(P<0.01), AYLCLCA2 mRNAZFR LW & R
(P<0.01)(#F2. KE4F1A5),

3 itig

LBV R IR, A A BT BUR 30 ik = s
K BRI 21 2R p-ERK 4 12k Bifl I AU ] [ SiE K 52 Bl A 84k,
LA I 2 AR B S, B A v A
J&, IR ERK S K ARk 3 2 UL il /N sl ik B, HL
T2 AR AT /N By Jok R CF-HE UL AR ) A A (A
FZ 41 ). Sekof5 M I 55 Gl 48 0E 22 2 S b
T A I N R (MAPKKK), BP AT 35 P i Raf-17%
Flo Raf-1 3 n] A4k G 22 34 505 10 B (1 3% i i 1
(MAPKK). 22 24 J5U 3% A 25 1 3 (MAPK) FIS63
iy, MAPKCHIS6U Bl 3 AT 3 A0S 22 28 JR 35 A 82
(MAP)FI % B 44 5 1156, MAPKFIS 638 ik 5 ] 1 44
W S5 R 1 Ule-fos c-jun®5 i R A4 1 8 1 L% 7k,
NI 52 M S DR (1R 20K, 5|6 40 6 8 R A K e Yo

Jit . R 9 e 0 M AR A v A A Al P M B ik
e FEs 3 P L A A A AR A R M L T 9 ) A R,
FEARA. kR A5 S MR B R FE T, R
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PASMCs 5 1 fisg Ji 45 4t B &0 356 Joi 7 5 B K St AR
MBS A S P 7R, (R4 AL he
5| ECERK1/2F1P38SMAPKIH 4 11775 1k, 5| A& il 1fiL 45 &
W, S JE e R BBk . VE2atsigem]ien, —
26 PR A0S TR 2 4 o 385 5 1) DXL 1 A VEGF S g
P2 0 W PR MAPKIE 12, 2 55 40 Mo 15 28 16 1 1A
0 M ST A% R R, R I PN R A o 3 S
Gorin%:!'"21b, % B, 76 VSMC ) 1T % Al 184 5 i 4 it
Fi i, Angll. FAKGE T 5 ERKI/2 165 1 % Y1) A 2.
AnglDf I MAPK#E 72 ] VSMCHE 5511, Fan5§!
TIE I, R AU B 8 kP9 2 400 1 (R ERKL/ 2 85 R 14, 7K
SPHE S VEGFI 5 U N, 1X 2642 4k ] 4 PD98059
JTA . ZouZEUSHIE Sz, ERKI/2 ()4 7 FELIKT 1/U0126
Al 58 A A Ox-LDL T I VSMCIH 8 5 . ANHF 5T
RIR, LEARS R LRS54 T, PASMCs ECLCA2
mRNAFI & 1 1R IA & B W m T | A PR
X H(P<0.01). R UMK m 5B ] R K R
PASMCs_|-CLCA2 mRNAFI £ [ [ ik, HALH AT
A A4 i AU 5 5 | ES PASMICs IS 30 375 111 14 o+
[Ca® |iT} &, 4l f N [Ca® liTt B i CLCA2, &% 1
KA, 5 RS0 B 2 A5 Ak, 4k it 30 v s At vk
B E A, A Al ACa? K BN UL, A N [Ca? itk —
Tt R, Ca? 5 M 20 N R85 U 25 4 A AL ER 2 (1 5
FEBE IR AL, M LRI L0 M . BTE
Clapp25!"K B, 80% 1 ¥ WL 4il g 7E 3= i 3 fik
oA R BT M S Yii(Ca*-activated CL
currents, L), 1M 5 F743%F- 3 WLAH M7/ i 4 (A
1£200~400 pm) ] i & H X Rl LR, HRT g IR
A& A5 P M G025 T 1 18 (calcium activated chloride
channel, CLCA2) ¥ {E AN [A] (1 V. 84, 5 7 Jlili 2)) Jhk 4%
o AT AN S A, A AT R S AN (R A ) i B K P
JULEH e P 5 i P22 %) 50 AN (] B80S Ca® 3k B 1) A ek
PEATR . Ml SRR I, CLCA2E A IR E N &
57 2R 46 Mk (phenylephrine PE)# |2 (1 il 3 fik Wi 45 «
Greenwood 551" L 4% 3], 71 15 k-1 UL 48 Jfa &b
WARIZ S R I 40 e Bk 95 ) — P9 T M FL e, IX—
i, % A LA 4% DIDS . TamoxifenFIIAA-94 it BH W, 2
B A 11 i F - T LA M R i 5 A S 7 LA,
FEAT DU B P 2 At . A6 SR, 8 U0126
JSB203580 )5, PASMCs ' CLCA2 mRNA Il & [
IR KT S8 W) S b S R A AR R A
ZH(P<0.01); % FAnisomycin )i PASMCs"'CLCA2

mRNAFIEE [ #3834 8 2 T, W] 2K TR A
A4 (P<0.05H1P<0.01), $27~ERK /218 %
41 F1(U0126). P3I8MAPKE % 4111 ] 771(SB203580)
n] _F HPASMCs FE.CLCA2 mRNAFI 5 [ 1) % ik;
MAPKH % 3 7% 71(Anisomycin) g IPASMCsH
CLCA2 mRNAMIE AR IE. ML Egi R g i,
MAPK 1] & & CLCA2 [ b3 73+ FF nl s L1k K
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