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HE . BR KT 3, 5'- RMUIRF—FER (cAMP ) 3 &k R e 8T B WLan JL3E 7800 % od, FFiE— ik
PoTHubl, 77k AH Hn R AR, RIS FHEIEM, K ERE (MTT) HEN db—cAMP 3 E%
RAe 3 o B R AT R, db—cAMP 28740 IR 3 B2 SR B 7 7 Forskolin ( FSK ) £ . 8 - 7B UL 28 i 7 M 6 % v
Western blot A2 R Bl 3K JE 69 db—cAMP % iE% R Ae gy f /B K e ML P p) 88 o A2 (Gi2)
FodphlEEE o L3 (Gi,3) FORAABRMNE L AKEF 24k (EGFR) &8 . @MY &G4
(ERK1/2) & @A f AR (c—Src) & GHBRAKTF G H R, AR 2N R E R E S db—cAMP 4 IE
R A R R BRI B RR (ROS) R Fm, ER EEFRT, 5B mILEREKF
AL, db—cAMP ZiAw FSK 2069 Zm i & Mk -F 2 F Rt &L (P>0.05), EFHaERTY, LR minE
MK RRER, db—cAMP 4Aw FSK 4104 20 i & M KB £ F A 53t F &L (P <0.05), db—cAMP 44= FSK 43T
% s 5 B B R A db—cAMP Hodk, & JE B R Fm db—cAMP &) %5 T 7 MLgm i P Gi2 Fe Gi3 0% 8 &
k¥, BEMBTF O, £k, EGFR & & . ERKI1/2 & G #n c—Src & G 9B B ALK F 33w, 5 EF AR
FAm db—cAMP FER, B R AAm 0.5 mmol/L db—cAMP #) fn 8 FH Mlsm e+ Lk RH 35 2 F A%t 3 &
SL (P <0.05), 5 &d/ERRAA db—cAMP A8L, 25 fn /R R o8 T AL it 5% lm A 0.1, 03, 0.5 F=
1 mmol/L db—cAMP J& L& RH B, EFH LT FENL (P <0.05), &it #FikA db—cAMP Thkid i
h M T Gi, Za e FEIA | BAHRF R T #2585, Addph) & o E H o P 7B VLdn fe 3 70

FER : 3, 5'- R — B ; SR R PR ; A

HFESES : R-332 CHERFRIRAD ¢ A

Effect of cAMP on proliferation of vascular smooth muscle cells in
hypertensive rats

Yao-han Wang, Rui Wu
(Department of Cardiopulmonary Function, Fuwai Central China Cardiovascular Hospital,
Zhengzhou, Henan 450003, China)

Abstract: Objective To discuss the effect of 3°, 5’-cyclic adenosine monophosphate (cAMP) on the
proliferation of vascular smooth muscle cells in hypertensive rats and further demonstrate the molecular mechanism.
Methods The hypertensive rat models were constructed and the vascular smooth muscle cells were extracted. MTT
method was used to detect the effect of db-cAMP on the activity of vascular smooth muscle cells in the control group,
the db-cAMP group and the Forskolin (cAMP activator) group. Western blot was used to detect the effect of db-cAMP
with different concentrations on the levels of inhibitory protein o subunit 2 (Gi,2) and inhibitory protein o subunit 3
(Gi,3) and the phosphorylation levels of epidermal growth factor receptor (EGFR) protein, ERK1/2 protein and c-Src
protein of vascular smooth muscle cells in the normal and hypertensive rats. Flow cytometry was used to detect the
effect of db-cAMP with different concentrations on the formation of reactive oxygen species (ROS) in the vascular

smooth muscle cells of the normal and hypertensive rats. Results In the normal rats, the cell viability in the db-
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cAMP group and the Forskolin group was not significantly different from that in the control group (P > 0.05). In the

hypertensive rats, the cell viability in the db-cAMP group and the Forskolin group was significantly lower than that in

the control group (P < 0.05). Compared with the normal rats without adding db-cAMP, the protein expression levels

of Gi,2 and Gi,3, the generation of superoxide anion O,, the phosphorylation levels of EGFR, ERK1/2 and c-Src

proteins were significantly increased in the vascular smooth muscle cells of the hypertensive rats without adding db-

cAMP (P < 0.05). Compared with the normal rats without adding db-cAMP, some of the above parameters in the

vascular smooth muscle cells were statistically different in the normal rats adding 0.5 mmol/L db-cAMP (P < 0.05).

Compared with the hypertensive rats without adding db-cAMP, the above parameters were reduced in the vascular
smooth muscle cells of the hypertensive rats adding 0.1, 0.3, 0.5 and 1 mmol/L db-cAMP (P < 0.05). Conclusions

It is suggested that db-cAMP may inhibit the proliferation of vascular smooth muscle cells in hypertensive rats by

inhibiting the expression level of Gi, protein, oxidative stress and downstream signaling pathway.

Keywords: 3°, 5’-cyclic adenosine monophosphate; hypertension; vascular smooth muscle cell; proliferation

o M UAARARE 21 30 ok Fe e e, SRR O
JUE AR U A AR e R B B Y
I IREEAAE " S RIG YT A KR S B 1. 3
WkAEAL . O UBEZE . B s A WL e IR Y e
RHYRICRBAEAEIG N, O g A2 0 A i S
P 3, 5'- kIR —me (3, 5'=cyelic adenosine
monophosphate, cAMP ) TEC VSR . 45T ILE 5K
PR ARG S AR A S 2 R AR G Bl
PEAER . ARHI SR8 2o SEB0UREE c AMP S il BRI
BT LA MG B 2], IR AL BRI

1 #MREIE

5 5E
WKY KB 20 H, K& 200 ~ 215 g, WAL
A3 AR S S BOARAT BR S 7], VFATHIE S SCXK( 5T)
2016-0011, 20 H K EBEHL S A e 1 FUFTE 3 B,
T4 10 Ho
1.2 RF S

FEAEBEPGAR & ( 5E Thermo Scientific 23 F] ),

DMEM #5523 . 4+ 1mi% ( 52 Gibeo 22 H] ), MTT
A&, DABIKHI &, ROSIEHI & (J7ME D RA
A ), BHFRRIMEEEEE A (Forskolin, FSK), —%4k
R T R 55 ( N-Nitro—L—-arginine Methyl Ester, L-
NAME ), BJEEE T . db—cAMP ( 32[H Sigma /A7) ) K&
HEEMRAHRmBER, SR G2 bk, Rbii
Gi3 ik, FHhRE L AKHFZIK (EGFR) #it
. bt p-EGFR HUAK . SRt BLAi i b 5y & A
Wl (ERK1/2) Uik, i B p-ERK12 HTik,
PrRURIE LA (c=Sre) FUiK. SPTER pe-Sre P& A
Dynein $itf& ( S£[E Abcam A ), ECL &G ( SE[H
Millipore A F] )o YL 40 Hf1fY (FACSVerse, F[E BD

1.1

N, BER SN ( GelDoc-It, ZEFE UVP A+ ), i
B (ELX800, JE[H Bio-Tek /A H] ).

1.3 ZWHE

131 —&8AR (NO) HeZ k& fJE RAEEA 6 5 4) "
IEH BUE M SE, S A HIRE L-NAME, #X
HEH 525 L-NAME 13k, FlHh 6 mgke, EZ424 1
JAR3 JE G, BRATR BT 24 h S i H A FE
sk, KRS MRS E R ESS HE >
150/100 mmHg, & [A] >140/90 mmHg Hf A &5 1L E .
132 - PFHEIE RARIER  IEH LR KR
JREALIE, 75% WIKIZHL 2 ~ 3 min, JGIE &5 i aE
V0 /1 SR, A T PBS 1YL
THUERMEE M . HEE B EEA DMEM+ BT
(RGN AR EBR L AME R o #1459\ 1) 5
JF, AR A B R R 2T, BRENEL En
A3 ~5ml 1 mg/ml iZHERE [ +DMEM+ XPTHY 15 ml
B, RT3 h, ] 20% FBS+ ALK DMEM ¥
M4, JEMAAYIE 1 mm® BN, PR )T 1
R, E) 5% CO, B s 52 4 h W BE IS A
W& 20% FBS+ XA DMEM . $i3Rda. &2
KAWL, FRAZUAN KR AIM 585 L 1E, dksiiaran
i, FRIESEsLsi .

133  AXmpsubnERE (ROS) BUEHRD
T BRURT 000 BRI - 9 JUL 4 A T e T Ak 8RS
TE 24 LA TP RN 3 x 1072 ml A4 A5 AL, O BE B
I 24 ho TEH B0 ULAEHOINA 0.5 mmol/L db-
cAMP, 5 Il BRI F- T LAR BRI 0.1, 0.3, 0.5
A1 1.0 mmol/L db—cAMP 5535 12 h, [A]Ai5E5s FAXF IR,
FEEBIRW, I PBS T VRN 2 k. FTJCILYE DMEM
REFRMAEIR 1 ¢ 1000 7B DCFH-DA #4541, i &k
JEH 10 wl/L, EALINA 500 wl FBea aEer, ik
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s CAMP 5 L BT~ 2 JU LR M B A2 )

A6 20 min, G IML A DMEM PR 40008 3 ¥,
TP UEEARVEA AN DCFH-DA 41, 40 ik
R, TR A S AT AHA ROS 7K.
13.4 Eek B E (MTT) E4 0 db—cAMP F iE
HRAF R R TR E e BUYSSR
) T BRI e I B A i AL L9 A 45 A AL
2x 10" 4 (100 1) PR AZERNTE 96 FLARE: 7%
24 h, 43rHINA 0.5 mmol/L db-cAMP il FSK, [A]iF%
XL, 37°C, 5% CO, 5514 T 4557 48 ho B 96 fL
MR IR, BEFLINA 100 ] JCIiLE Y DMEM 15
Fie, FRFLINA S o/L MTT 20 w1, 4kZe855% 4 h,
W BRI, I DMSO 150 w1 FE43 iR i, 15 B
SERVET . AR {XAE RIS 490 nm AR UG B2
(A490) fH.
1.3.5  Western blot #]  BUEFE R IEH BN L%
BRI 76T T UL Z80 A T A T B B AL 5 % 10° A 21 L 1Y
BOR RN E 6 FLAES IR 24 h, 1E W BUMLAS S L4
Ji A 0.5 mmol/L db—cAMP, & Ifit 1 B IfiL 25 - 7 L
A 0.1, 0.3, 0.5 F 1 mmol/L db—cAMP, [a] i}
WXTIRAL, 37°C, 5%CO, & T 24 h, HEA
PR SR A MR 1, BCA BRI E A2
W, BALBEN EHRENS0 pe, LREHE#HET
12% SDS-PAGE B WL 9K 73 B Jr % PVDF i (80 V,
90 min) , FHBMAI (5% RiAgWiky ) &4 2 h, TBST
PRI 5 min/ I, V&S5 . - IS —$0 Gi,-2 (1 :
1000) . Gi,-3(1 : 1000) . p-EGFR (1 : 5000) .
p-EKR1/2(1 : 2000).ERK1/2( 1 : 1000 ).c—Sre( 1 :
1000) . pe=Sre (1 : 1000 ) Fl Dynein (1 : 2000 )4C
1, TBST YEME 5 min/ UK, 5 K. 435 AR R L
B 1+ 1000 FYXR; —HT 37 CEEIRSZ N 1 h, TBST
PERE 5 min/ YK, Uk 5 K. RJE KM ECL &G 52,
B BRSO B A5 R TS, RIS, JFH
Labworks 4.6 FAEX UG AT K EE 430, 10 5% K EEAE,
R HNEHSNSEANKE E, #5117 3 )7
g, AT
1.4 Sit=FH*E

BAES>HTR ] SPSS 19.0 G4, THE R
P = bR (xxs) o, BB IESHERT . £
] LR R 2R T 22500, IR LLBCR ] LSD—+
R, WAL BRI R ¢ #4556, P <0.05 M2ERA
Gt

2 #R

2.1 db-cAMP X IEE RS M/ERME Figil
4/ B 1 5 ) B i)

FEIEH B C UL 22 ), xR 2 40 i 3 4 7K
K (100.0£0.0) %, db—cAMP 4 H1 FSK 2H 41 Jifl
EHACEEAEIE, 3 AR E, ZRIgiT¥E X
(F =0.483, P=0.324), $E&/R7EIEH BT db-cAMP Al
FSK X Il A8 - LA A TC 0 B A A E o 7 e iU B
CULEL L A7), 6 BRET IS KPR (1100.0 £0.0) %,
db—cAMP ZHAHHfLTEPEAKEH (36.7+0.2) %, FSK 4
HMIIEPEAKE N (49.1£03) %, 3 IR, 2%
HEiE L (F=24.483, P=0.025 ); 5% H4H LAz,
db-cAMP ZH 1 FSK ZH 41 i 1% M3 N e, 2S5 A 50T
A (1=5.916 F14.136, P =0.021 F10.039 ), #&/n
db—cAMP Fl1 FSK X 1l 45 V- ¥ JUL 20 5 A7 4170 61 154 5 1)
fEH .

120
100 . . [] *fhae
I 20 |:| db-cAMP 2H
i B FsK 41
5 40
=
g 2
0 T T T T T
1EH R 1o IR
T 5XRL LR, P <0.05
Bl 1 db-cAMP X3 IEE RN S MIE BRI & Fighl
210 B 1 5 A B2 Ml
2.2 db—cAMP X} IEE RS M )E R M E F &l

4HpE Gi,2 #1 Gi,3 EERIZHIFI

SIE# BRI db—cAMP e, i BUR TR
hn db—cAMP 1y if 45 - 78 WL A0 A e Gi2 (DL IE 2A)
MGi 3 (WL 2B) (Y8 1 Rk ¥ 38 i (¢ =83.785
F132.935, P =0.000 F10.001 ), OFE & IfiLJE B 45
W LA 4 3 m A 0.1, 0.3, 0.5 F1 1.0 ( mmol/L)
db—cAMP 5 Gi,2 & 13535 NTF LAY 158.1 M7 R I,
FE S IE R BTN db—cAMP A, b
I B Gi,2 A FE S IER BRI db-cAMP Eb
WESAEGEE X (1=22.171, 14.008, 6.880 Fl
31.502, P =0.002. 0.005. 0.020 F10.001 ), 7= ifiLJFE
HHASIN db—cAMP 1 Gi, 2 B8 2R T AN db-
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cAMP, Z5 A5 FE X (1=9.949, 28.289, 57.677
H1 83.653, P =0.001. 0.000, 0.000 F10.000) ( WL &
2C M 1) 5 OFF i 1 B A5 -7 LA B v 4350 o
A 0.1, 03, 0.5 Fil 1.0 mmol/L. db—cAMP J5 Gi 3 &
F 2RI NTFER 1Y 138.0 B8 TR, 2R3 5 1EH R
ANERIN db—c AMP B 7K SPARE b s i BN n
db—cAMP., #5411 0.1, 0.3 mmol/L. db—cAMP f Gi,3 &

F I8 T IEH BRI db-cAMP, 225650045
X (1 =32.935, 13.313 fl 7.772, P =0.001. 0.006 F
0.016 ), =i B PN db-cAMP () Gi, 3 2 %A
PHEFAUI db-cAMP, 225G i 245 (1 =12.07,
24.503. 19.804 F122.093, P =0.000) ( UL[& 2D Fi
#2),

180 1) 160 1)
160 = 1)2) 140 T
o b = B 140 1)2) 120 1>2)l)2)2) 2)
C‘Z-!i..ﬂ \ 40kD ﬁgg 1)2)) )ﬁmo
1)2) #
Dynein e e e e = o= e 74kD o o o 80
< 60 % 60
A
40 I 40
Gi,3 == - oy = - — 41kDHH420 B 50
; 74KD 0 ' ! 0 '
Dynein: e e e e e e 00 05 00 01 03 05 1.0 00 05 00 0.1 03 05 1.0
B db-cAMPY -t - 4+ + 4+ tdbeAMP®R —__* — * * +* *
B/ (mmol/L)  IE# B oL B/ (Cmmol/L) 1E% B, i I B
C D
1) 51EH BTN db-cAMP HE, P <0.05; 2) mIiUE RS AT db-cAMP FEZ, P <0.05
2 db—cAMP X} 1EE RS M E R & FigAL4iRe Gi.2 0 Gi,3 EERIEMZME
x1 EERMBMERSE do-cAMP iRE TH Gi.2/Dynein EEMHEXRIE=E  (n=10)
215 0.0 mmol/L. 0.1 mmol/L 0.3 mmol/LL 0.5 mmol/L, 1.0 mmol/L o/F {8 P1E
IEH R 100.0 = 0.0 - - 106.2 +2.1 - 5.090 0.036
e LR R 158.1+1.2 139.2 +3.1 117.6+2.2 1043« 1.1 80.7 + 1.1 763.214 0.000
*2 IEERMBMERSE do-cAMP iKRE TH Gi.3/Dynein EEMHEXRIEZEE  (n=10)
25 0.0 mmol/L 0.1 mmol/L 0.3 mmol/L, 0.5 mmol/L, 1.0 mmol/L HF {8 P{E
IEH R 100.0 + 0.0 - - 1052 +2.1 - 4347 0.049
e I B 138.0+2.0 117.1+22 1053+ 1.2 102.3+2.4 1002 +2.2 176.230 0.000
2.3 db-cAMP X EERMEMERMELFN 24 db-cAMPXEFERMEMERMEEFAN

YHAE A ROS 4 B R840

5 E R BTN db—cAMP FeAZ, &5 i BUA 3
Jin db—cAMP F Il A8 F- 15 LR AR R A AR B F (0,7)
S UL 3 ). 7 i il Hs B AT LA
Morb 23 AnA 0.1, 0.3, 0.5 1 1.0 mmol/L db—cAMP Ji7
AP ULAE R P B O, & it IR Y 42.12 3B T
R, LR IE R BRI db—cAMP BFAAL, H
g I A 380 db—cAMP, %5511 0.3, 1.0 mmol/
L0, &t 5IEW RGN db-cAMP 64 22 55 A
8t it 2% 3 X (1 =14.440, 3.348 F1 4.449, P =0.000,
0.029 F10.011), & IR 7 db-cAMP /9 0, &
MR T AR db-cAMP, 2R H G HFE X (1 =
12.433.16.210,13.633 1 17.183, % P =0.000 X W.5%3 ),

4HAE EGFR & BB ER L K F RN

5IFH# BRI db-cAMP M, &5 10LF BASG
I db—c AMP 9 1 38775 UL4R L EGFR A5 R Tk K
FRIBE I (WK 4), 5 IE® AR db-cAMP
M, TEH BN 0.5 mmol/L db—cAMP f IfiL %5 - ¥
LA EGFR MY B R LKA K, 22548
T2 S0 (P >0.05 ), & I BRIl 45 7 3 L4 g rp
43 5 m A 0.1, 0.3, 0.5 FI 1.0 mmol/L. db—cAMP J&
EGFR MR LK B R, A 142.2 BEARE 420K
EH AT db—cAMP B /K- 3 s i & AN
7% A db—cAMP . %8 A1 0.1, 0.3 mmol/L db—cAMP Jii
EGFR MIBEIR 7K T 1IE 8 AN db—cAMP, 22
S G E X (1 =68.340, 52.952 F125.993, P =
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%528 ERERR, 55 © cAMP X i IR SRS 2 LA S8 41 5
IEF R iR
db-cAMP 0.0 0.5 0.0
(1 [ 50 D
M1 ]
40
. I ¥ NEEEN — -
! ! ' db-cAMP 0.1 0.3 0.5 1.0 %30
ML B S0
i
4o 10
S
" 00 05 00 01 03 05 1.0
db-cAMP¥ _ 4 _ 4+ o+ o+ 4
M M1 Ml ML {5/ mmoliL )
— =" """ Eur AR R
1) SIEH AT db—cAMP [L#, P <0.05; 2) BEifiUE RS A db—cAMP L4, P <0.05
El 3 db-cAMP X IEE RIS MERMEFBINMAER ROS & B HIR N
*®3 EHERMSMERTE db—cAMP iRETH O, £RtkE (n=10)
21 5] 0.0 mmol/L 0.1 mmol/L 0.3 mmol/L 0.5 mmol/L 1.0 mmol/L t/F {H. P
E# 23.0£1.0 - - 213+ 1.1 - 1.972 0.120
I R 02.1+2.1 243+ 14 20.1+12 232413 193<1.1 128.457 0.000

0.000, 0.000 1 0.001 ), = 1fiLJE R AP 0.3, 0.5
1.0 mmol/L. db—cAMP Ji7 EGFR # 1 2 1k 7K SF ¥ 1% T
AN db-cAMP, 22 5 A Gi it 5 & L (1 =22.080,
31.976 F140.912, ¥ P =0.000 ), W3 4.
2.5 db-cAMP X IEH RS M /E R & FiFal
R ERK & BBEER LK TR

SEH BT db-cAMP He#, & i) RS GR
A db—cAMP 19 1fiL 48 ~F- ¥ JULZH A b ERK 1% 85 2 1k 7K
SEER B (LR 5 ), i 45 7 W WLAR I ERK 1Y

PEGFR W N N A e 8 0% 7010

B I
ECFR..‘.'-.- 170 kD

T8 A 70 S A 1 L PR R T 6 S 4 JUL 40 A v 43 50 o A
0.1. 03, 0.5 1 1.0 mmol/L db—cAMP 5, ERK f4 5 2
FOAKFIIREAR, M 139.3 EFEZ 78.1, HohE iR RA
I db—cAMP, #10.1. 0.5, 1.0 mmol/L J5 ERK Y
B ALK ST 5 1E 5 AR TR IN db-cAMP H AR 22 74 46
Pt X (r=54.421, 30.797. 11.949 f127.559, P =
0.000, 0.001. 0.007 F10.001), & ifiLJE B A7 db-
cAMP 1 ERK BYBERR LKV IR T A BN db-cAMP,

180 1) )
160 1)2)
2)

EGFR (IR ALK T
E

db—cAMP -
BE /( mmol/L)

" 00 05 00 01 03 05 10
+ -+ + o+ +

IEH R o5 I R

1) 5IE# BTN db-cAMP HLH, P <0.05; 2) BIfiUE R S AT db-cAMP 4, P <0.05
B 4 db-cAMP X IEE RIS MERMNE FBALME EGFR & BBk ERIZHFIN

x4 EERIFIERARE do—cAMP ikRE TH pEGFR/ 5 EGFR Lb# (n=10)
25 0.0 mmol/L, 0.1 mmol/L 0.3 mmol/L 0.5 mmol/L 1.0 mmol/L t/F 18 P1E
IEH R 100.0 = 0.0 - - 97.1+12 - 4.060 0.056
1 I B 1422+ 1.0 140.1£1.3 1203+ 1.4 100.0 £ 2.0 101.2+1.4 583.485 0.000




rp E B R 2R AR o508 %

160 1)

140 ] 1)2),)

120 1)2)
100 1)2)

80
60
40
20

42 kD 0 y y
) 00 05 00 01 03 05 1.0
db—eAMPWCRE/ L,

(mmol/L) =
IEE B i I B

44 kD

o 11 I E

44 kD

ERK # AR LK

e G

1) IEH BTN db—cAMP S, P <0.05; 2) @5 IiE RS A db-cAMP L%, P <0.05
B 5 db-cAMP XJIEE RS MERIME FiEilgAe ERK & ABER LK FERIZWF N

x5 EERMSMERANE do—cAMP iKE THI PERK1/2/ 5 ERK1/2 (k% (n=10)

215 0.0 mmol/L 0.1 mmol/L 0.3 mmol/L 0.5 mmol/L 1.0 mmol/L tF A P
TEH B 100.0 £ 0.0 - - 87.4+24 - 9.068 0.012
e I R 1393+1.3 1182+ 1.0 102.0 £ 2.1 904+14 78.1+1.4 808.974 0.000

23 A G F i X (1 =22.695, 26.886. 45280 Al USHI db—cAMP B A 7K 42T . Horp i i R BUAS BN

56.967, ¥ P =0.000 ). W3 5. db—cAMP . %011 0.1, 0.3 0.5 mmol/L db—cAMP Ji5 ¢=Sre
26 do-cAMP WMIEEEMSmMERMEEEY  MBERUKFR TIERW KA d-cAMP, Z5AH5
“HAf c-Src EEBERAL K TR g U (1=56.544 . 93.928. 36.290 F122.761, P =

SRS BRI db=cAMP H#, @& MERAZE  0.000, 0.000, 0.000 F10.001 ), & il B A a8 db-
1 db—cAMP (4 145 5 38 WLAR Bt o—Sre (ORERRAL K cAMP [ c~Sre FUBSBRALACEHE T AT db—cAMP,
SERE B (AL 6 ). I BUMASSE R LA 25 A G0t X (1 =4.411, 17.528. 23.924 i
Ay 5 m A 0.1, 0.3, 0.5 F1 1.0 mmol/L, db—cAMP )5 50.542, P =0.012, 0.000, 0.000 A1 0.000 ), "W.5% 6.
c=Sre MR AL ACTFEAR, M 177.3 B2 5 IEH BN

200 1) 1)2)
E ] 1)2)
) 150 1)2) 2)
2
60 kD &
T L LU : .,
’ Rl
# 5
=Sre . 60 kD =
© 0
db—cAMP 3¢ 00 05 00 01 03 05 10
B/ (mmol/L) — + -+ + 4+ +
E# R I R

1) 5iEH R db-cAMP HLH, P <0.05; 2) EiUER SR db-cAMP H#R, P <0.05
6 db-cAMP 34 IE & RN S M JE 5 I & F iz AL ZARE c-Src & BREER L /K F IR0

X6 EERMEMERASE do—cAMP iKE TH) pc-Src/ & c-Src Lk (n=10)

21 0.0 mmol/L 0.1 mmol/L 0.3 mmol/L 0.5 mmol/L 1.0 mmol/L t/F {H P{H
1 B 100.1 £ 0.1 - - 113.3 3.1 - 7.435 0.018
e I B 177.3+24 1704+ 1.3 145.0 £ 2.1 131.2+24 994 +1.3 787.767 0.000
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 AMP 36 e LS BT LA 5 5

3 iTit
cAMP & H BT MR ML B 5 5 7% S R G ek
FIEE 2 5, A I AT e LS8 e P R 4 R 44 5 45 22 o
YRGB TR RV Y Gs F Gi 43 ) 1 1A A%
TFER VR & R IR T B A R, EATeT LR
Tk VR T R I AT DT 5 R T R A A il 35 A R
cAMP W) FRIEKT-. Gi B (I FaR I8/ ] LSS 8 i
Fe O HUIBFRFL ) 3 v 55 2R 0 ™ HE 4
W, 7R A A R R AL O IMAF 4H2 T, Gi B
ik BRATRRMMEEE TG TR RN cAMP RYFRIRFH . 1
A i I, FERRE 75 R 7 98 S R I ) v ot s LA 28
OEH, Gi B (RN FE cAMP K1 R, IF
L & v I BRI 4 o e v i s A 75
W, Gi, 5 SR MR B S HBL T  EIA H B
ZHT, R Gi, HIRIBAHMA cAMP Rk
R PRS2 e IR A L A R R 7 sl e H
W% AN 2 JA KNI B K i BB Gi,
EMTE, TR RO SR R A B0 S T B
K cAMP (FRIBAKCE, [RIRFSE AR B A e s BUSEARY
R RS Y B R R AR Gi, HEARE
BB AT LA db—cAMP BRI, DA T 400 461 i 45 F- 9
WU AR 3558 ™ AT SEAERRSE cAMP X 55 i Bl
-V WILER B S ) 1) A i b R LS 1 RS A v
AL/ LA MLAR B, 57 il s BRUBERL T VSMC 241
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