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ATP XS A Ik AT B 4 6 86 B Y 0 il ' 6 EG ) REATL 1)

AW, M BRERS BRER 5 3§ S
(L PEHXFRBERSAA, AHEKIT 410008 2 XX KFHARER PSRBT, Hdd XXF 430060)

[RBEIR | ZAEARE; AR#WAR @i, @IRgiE, P2y 1L cyclinBl

[ ZE] BW ﬂuwwbﬁ%m ATPIT ABRF IR P R BB R R A M E i ¥, P T LT
fedudl. F33E @id CCK-8#mMa3ga X Ia A2 M R Bl K B 69 ATP(0. 1.5 10, 5042 100 Hmol/L) 4 4 F - # Bk A
Kt 3K A ATP(50 Bmol/L) A Bl B 1 B F 7 (1~ 6K ) 3¢ 38k P9 % 2m 8L 4m A0 38 78 64 % o 3 i 0 Xt i K A8
MAEREN R T FFHFARA L @B AT HRRN L a4 KA IRk, 83 RT-PCR 3 F-# bk 1 %
ik k6 P2 AR A B AT AR, A R Bl iR B9 ATP( 0. 5 10. 504= 100 Hmol/L) 3¢ B # Ak I i it & ik P2Y 2.
P2Y 11 @@ B 8% cyclinBL, cyclinD1 A @@fa A 2F L E@BRAERS T 1A RAE - ARLALSBYY

R LHaxtMRambi, S BB EF KA (504 100 Bmol/L) B & 4E A TR AKX @I 3X)6 B E M4 iyx
(P<QOl), k& 50 Bmol/L 4y ATP Z oF AR stk 4 h) Fr# Bk 1 K e £ K o TFLK B 89 ATP 3B # 4k 73 L 4w
ME T H AR R, 49&mz$€f"’° BT R E e SHAGY ARk AR e Y G, M B 64 fm 8 B AR AK T o 4m RE JB) B 1L i
F SHEL B LERAT, RBRA R @mAa ik P2X-4 54 P2Y-2 4 11, 13 14 ZH BB F S KREAHRA I LAKFH
wﬁimaéwﬂuﬁlﬂrﬁl\% 1 fo o % m JELKE T - F 169 %3, IR & IR E I E9R P2Y2 11, NOSH R kA T iR cy-
clnBl & &, M3t &K cyclnD1 AR R, 5L JEIMEF R =BT A S KA (5042 100 Bmol/L) Bt 7T A
@R P2Y2A= P2Y 11 T8 cyclinBl1 &L, @M B M SH™ G, M HA6945 T % [0, A do 39 %1 45 Ak P9 B 4w e
& K, HF BAR SR AR R e R A SR AR AR AL AR X B F .
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[ABSTRACT] Aim To obsewe the effect of extracellular nucleotide ATP on proliferation activity and biological
function of hum an umbilical vein endothelial cell (HUVEC), and to explore its possble m echan iam. M ethods CCK-
8 reagent kitwas used to detect the effect of ATP mtervening of different concentrations (Q 1, § 10 5Q 100 Pmol/L)
and different tme point( I~ 6 day) on proliferation of HUVEG Flow cytametry was perfomed to detect apoptosis and cell
cycle phase after treated with ATP as above A fier treated with ATP of different concentrations(Q 5 1Q 50 100
Pmol/L) for24 h RT-PCR was perfom ed to detect firstly the expression of P2 subtypes n HUVEC, secondly the expres-
sion of P2Y2 P2Y1l, cyclnB1 and cyclnD1 and fmally the expression of mtercellular adhesion molecule( ICAM -1), vas-
cular cell adhesion molecule(VCAM -1), endothelial nitric oxide synthase( eNOS). Results Campared w ith the con-
trol group ATP groups (50 and 100 Bmol/L ) significantly nhibited the growth of HUVEC (P < Q 01) and the nhbition
of ATP (50 Pmol/L) on HUVEC grow th was tm e-dependent ATP had no significant effect on HUVEC apoptosis but high
concentrations significantly increased the proportion of cells in S phase and din mished the proportion of cells m G2M
phase ATP upregulated expression of ICAM -1, VCAM -1 n HUVEC in all concentration groups and upregulated expres-
sion of P2Y2 11 eNOS and down-regulated expression of cyclmB1 only at high concentrations while had no signifigant
effect on cyclnD1 expression Conclusion ATP at high concentrations (50 100 Hmol/L) significantly mhb ited
HUVEC grow th by blocking cell cycle in S phase and pranoted expression of atherosclerosis-related adhesion molecules in
HUVEC which may be relevant to its role of up-regulating the expression of P2Y2 11 and down-regulating the expression
of cyclnB L
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ML P B AR D 2 ol I A8 9 09 s s B 1 A
W E A, AMUBEAREEER, LR W2 R
T, S LR BB AL G 8 A0 1V UL 58 S A A
' A R T R R RS AR KT B 2OE A2 B ik
WFERELL (atherosclerosis As) i AR A E
R Y, YR T R RS AN 5 B 1 P R AT A R
BIANAAE AsIBRENIATT . DR, IR ANER S ML N R
5307 AL, A 1E P9 R 40 B PR AR IR
RIT LM R EE Bz —

WA AN IE A% H R A N — SR KA IR AME 5
B>, AEJAE L R BTN ) 33 4 e AR T
SEAE DL AN R BRI, I 455 B P22 AR
PR R AT UL R PR B DA%, 1 3 I /MR R
AR AT S A 5K ), 25 A s BY
FEAREREEENRERRE. GANRH, P2Y ZEE
K ERATDAER A s BB B — AN 12 Wi 4
A, T B0 ML R GE P22 AR ) kA% 1L S A4
RN KA ASRUSH IR T R R, AT
FUNE AN [F) A B2 ) = B R R EF (ATP) 7 4cb A S
BRIk B2 40 Bl ( hum an umbilical vein endothelial cell
, HUVEC), M %% ATPX HUVEC ¥ 5835 A £k As
FHORR T ISR, & 75 78 7 8 BEOR 2 TF R U i 4b
IZEBRAE A s 5T B IR, AT Dl R O L
IR SR I M g

1 MREREE

L1 #H

A AEMAE HUVECH B T ATCG ATPJ4 T Sig-
ma/A-; DMEM 3 7= £ 09 T 98 52 & 4 Y ) & F IR A
8 T AE/NF MmE (GibeorF ); Q 2% Trypsin-ED-
TA ( lvitrogen); Cell Counting K it-8 14 T H A& [& 1=;
PlAmexn VAT RAGEW THEA A TEFTRA
8; PI(Signa), PCRE| 1 L@ ER ANEAHR
N8 A F; Trizol ( Invitrogen); 2 x PCR M aster M ix.
¥ F K A & Revert dIM First Strand (DNA Syn-
thesis Kit 3 J§ F % [E Fementas A 5; B 47 X
(PetkinE mer 1420 M ultilabel Counter); 3 % 28 A 13
FACS Calbur(R X A % £ & # %% ); GenePx Pro
4 OE B AT,
L 2 ABF&ERRkAIR 4HRE R 15 7

EHEFIMEL K AENLEN HUVEC 4 g
B, IPANEE DMEM ¥ 7% (& 100 F £ BF mE
NBS.EEZ 100 ku/L. & E % 100 ku/L)E & 41 i,
BETFHAEER 37C, %o CO, BHITHRFE R, &

ARERFER—K. WMATRTHREERE ZHK
FTHEBRAEKBEARTER, REZREWN,
A A [F B 18] 2k 4 40 AL DAk S 3 A
L 3 SCIgseH

Fi it CCK-8iX % #4 % M /4% H B xf HUVEC
AR ERFE KX R, 96K 4 H i T
%t P 4: 100 NBS # DMEM ¥ # % + HUVEG @
ATP A Wk E4H: 100 NBSH) DMEM ¥ 5 # + HUVEC
+ 1.5, 10. 50. 100 Hmol/L#y ATP ¥ 5 3 K, [ Hi4h
RHBRERAERNE, FRAFENEAREY, K EX
MmATPFURE R B REERXRANER, & #F
YE i % B B ¢ 7] & *f HUVEC F LA Fl Bt 18] g T
Fl: L2345 6 K. F#LIRAHEALNME
SN BR X HUVEC A T Fo 40 i B 21y &2, 6 FLAR
a4 T BAMERT BE4E: 10% NBSHY DMEM £ #
# + HUVEG @ATP % ¥k & %4: 100 NBS ) DM EM
B3 % + HUVEC+ 1 10. 50. 100 Umol/L By ATP ¥
24 b (9P AT PRYE: 10 NBSHY DMEM ¥ % #
+ HUVEC+ Staurosporine 1 Hmol/L3E 7% 24 ho
L 4 CCK-84MARIEsEINIE

HAEKWKARSFH HUVEC 2 6, Q 29 J#E B
B, TR EREEEKEE 2104 /L, #E7
100 BLEEM T 96 FLERK, Ik 3NMEF, %K
IHRSEMANTEH TR, THAOER L MF
DMEM ¥ #EREFK 24 h A RL B A F U, LG
&R T B — B E R A A8 BT T DL SR,
FERNETERE 3K AR MAELF T E*
% 1~ 6K 15 B B BX 5B 7 40 W OU . 450 om YR K {E
(ODME ), M=Z® 1 h&FHH MmN 10 UL CCK-§ &
T 37C, %% CO, B ERFHABRT. RE 1
H 4 DMIM ¥ xE = g xR,
L 5 4RRET KR < B HIE

PFAnnexin V & 1A 7l & 4 W 47 fL 8 1 A~
ElykEH ATP(Q 1 10 5Q 100 Hmol/L) T 4 #
HUVEC, H R BEA, 24 hEHEM F L (2
kr/min 3min) 5 40, 7+ 500 BL# 1 xBinding
Buffer® &, FHEEBAKE A 1 x10° 4 /L, BN S
UL Annexin V #2710 BL 20 mg/L #7 Propidium lo-
dide ZiR#LH T 5min/z F IR 48 AN (Ex
= 488 mm; Em= 530 mm ) %0 f 8 T 1B W (K E%
HEE FICEBRE H FL2EALN; 226K L&
o PLEEEE A FLIRAN ). PIE %A N 4
B R B 6 FLAR 3 4 # HUVEC % 8 T & B DM EM
ErteEmpE S, 24 hE#H A 100 NBS i
DM EM, [ Bt Am A A~ B K B9 ATP T3 (0 1 5 10,
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50 % 100 Bmol/L), 24 h G A & (2 kr/min 3
min) K EHBEL (1~ 5) x10° /L, Al 2 mL 4CTR A
9 PBSHE MK, B0 (2 ke/min 3min)fE ¥
LE, R - 20CTAHW 700 7.8 2mL =& 4,
ACEHZ®Z, RkrimnBEE B O F L7E, PBSER
4 RLT R, B L JE AN 939 BL PBS A1 10 g/L Y
RNase 10 BL(Z %K E H Q 1 g/L), FEH T 30mn
Ja fm A 1% Triton-X 100F2 50 BL 1g/L# Propidr
un Todide (X% E A 50me/L), 4C#H X F 30mn

PEAT 33 40 e e .
L 6 /&= RNA 3R

Y 63 HUVEC & KX 3E 4 % & Bf, % B/ TR-
ZOL# A F4£ T HUVEC & RNA: B A& Kk B
WHai, FEERE, A 1 <xPBSTEG 4 M —
A Q SmL TRIZOLEZ R4 M (1mL/10), iR
JEH Smin WA L SmLT RNA B EPZ +, #% TR-
ZOL5& % 5 18tflmA Q 1mL &, ®oik
% EP%E 155 12 kr/min 4CE S 15 m i /N0 %% BL
FEAEEANG — EPEF, WANERANRERE

WBAEABEZEEMKE 10min 12 kr/mn 4CE L 10
min FE L&, 7% L8 ERENE, BT, A
DEPC 4 # ddH,0 A ## % RNA; A £ 44 % K E 3t
M F ODyll, 5 i % RNA B4 E ik B, — 7T0CHF
wER
17 HERREEMHMSERN

FI M MLV i % Z B8 DL Trizo 1% F 32 09 40
K RNA & % —4 DNA, UL 1 Bgty DNA KR
AT PCRY ¥ KA. R¥E E o & F 8 mRNA F 7,
KR Prinerd 05|91 20 AT 8tk 1 AB L 5| 47, 51 4
FFltnk 1 PCRERLAHF: O5CHAE % 1min 95C
M 30 s 60CE Kk 30 s 68CHfH 90 5 68CL K I
B 10min ¥ 3 255#F 30183, ¥ L GAPDH fE
HNS . PCR = A 1 6 3 5 4% B IR B ik
M, VDS 2 5B E AR
L 8 FitEDH

K SPSS12 0% it 5 B fF #EAT $0 48 20 AT AL 2
AU x IR, AR EA 8%, P<Q 05IA YN
ZRARITFE X

= L 514957
Product Foward priner Reverse priner
GAPDH AATCCCATCACCATCTTCCA CCTGCTTCACCACCTTCTTG
P2X1 ACCTGCCTCTTTCACAAGACC CTGGCAAACCTGAAGTTGAA
P2X2 CCCAAATTTCACCATCCTCA TGCTCCGGACCTGTGAGAT
P2X3 TGCTCCGGACCTGTGAGAT AAACTTGACCACGTCCCCTA
P2X4 TCCGTCAAGACGTGTGAGGT TGCGTTCTCCACTATTTTGC
P2X5 AAGAACCACTACTGCCCCAT TTTCATCAGGGTGCGGAACT
P2X6 TGTGTGGTGTTCAATGGGA AATGCGGAACACGGGACAGTA
P2X7 CCCTGTGTGGTCAACGAATA TCCTCTGGTTGTCCAGGAAT
P2Y1 ATGTGTGCTTTCAATGACAGGGTTT TGTGGATGTGGGCATTTCTACTTCT
P2Y:2 GTGTGCATTCATGAGTGAGGAACC ATCAGACACAGCCAGGTGGAACATA
P2Y 4 CCAGTACAGAGTCCTCCCTGTTGAG CCAATAGAAAAGAAAGCGGACGAAC
P2Y6 GCTTATTTCCCATCAAGGATCAAGG ATGGTTCTTCTGGCAGAGGTCTTG
P2Y 11 CTACAGAGCGTATAGCCTGGTGCTG CCATGTAGAGTAGAGGGTGGACACA
P2Y 12 CATTCAAACCCTCCAGAATCAACAG CGATCGATAGTTATCAGTCCCAGGAA
P2Y 13 GGTGTTTGTTCACATCCCCAG CTTTAAGGAAGCACACTTTTTCAC
P2Y 14 AGGAAAAGCTGACACCCAGA CTTTCCCATTCGCCAGTAGA
ICAM -1 CTATAACC GCCAGCGGAAGAT AGATCAGATGCGTGGCCT AGT
VCAM -1 ACGCT GACAATGAATCCTGTT AAACTCTTGGTTTCCAGGGA
eNOS TTCCGGGGATTCTGGCAGGAG GCCATGGTAACATCGCCGCAG

2 &R Um ol/L)FFEEHII4IME 72 hJE X HUVEC S 31

2 1 ATPIFABFER Rk P B 40 Bt 40 B 18 58 A I 1A
H

550 M BR A b B, RIREE ) ATP (1L 5. 10

FEYER, ABTE G 2 S0 BU=IK BE I ATP (150 100
Um ol/L) FFREERIBLAN M 72 )5 &2 H0#H) HUVEC 1)
G, MHI R BN 54 8% F1 60 4% (K 1); 50
Hmol/LIf] ATP 5 B [A] 4 6 4 41 ] HUVEC 3 FH,
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Fl~ 6 REMHE E RN 16 Do 37 P
59 o 68 o7 Fo-82 0o (K 1).

0.8

0.6
ODo.4

0.2

0.0

0 1 5 10 50 100
ATP (uM)

+— Medium

HE R
o

B 1 ATPXF A Br5% Bk M B 40 A 40 A 18 78 i 38 RO SR 23 70
BT 1) 380 F BRI EE(X) ATPXF HUVEC 41 il 59 57 (%) $ 1
(72 h); FEA ATPFE 50 Umol/L N T~ &b # A A I 1] % HUVEC
UK. aN P<Q 05 bAP<QOL ¢AP<QO0Ln=
3 GxmAlE.

2 2 ATPxt AR &%k A B 40 A 4R RECE T A4 R A
HAR9 22

5 BEM X R4 ( Staurosporine 1 Pmol/L) FL %R,
ANEIKER ATP( 0 1. 100 500 100 Hmol/L)4b ¥
HUVEC 24 h %} HUVEC 40 fd L 25 K A 1234 JE B &
(K 2); AR ER ATP (L5 100 50. 100
Umol/L)Ab3E HUVEC 24 h /5, 5 B B 20 b 8%,
50, 100 Bmol/L ATPACIRZH I G, /G, B4 A LA %
BB, G, M HZ0 M L F1) B2 />, S 4
Mobb ol B 2. ERE R EIR, 1~ 100 Pmol/L
] ATP %} HUVEC [ 1= Jc B & 5 i, 50. 100
Umol/L ) ATP ik FH 75 40 i 35 1 S H i oo 3s 4n
P ) JEL SR BSE AR 43 A, AT HUVEC 3858, Hi%
ERANY Ki% 'S HUVECHT: (& 2).
2 3 P2Y AT A mRNA 78 A Brd% Bk A R 40 A0 Y
RIER ATPITHEF XM

RiF RT-PCR J7 A M A% H R & P22 A& W AY
(P2X-1~ 7 P2Y-L 2 4 6 1L 12 13 14)I
mRNA 7E A & bk P B2 4l AR I 3R 0K . 45 R Bow:
HUVEC X P2X-4 SF1 P2Y-2 4 11 13 1419
mRNA (B 3). AFRIKEER ATP(1, 50 Bmol/L)F

AL FE HUVEC 24 hJa, 1 Hmol/LE ATPHIE Fifd
P2X-4 5fFik, 50 Bmol/L ) ATPHIRE i P2Y-
2 P2Y-4F1 P2Y-11 Rk, H7E %K FE A,
ATP IR ERH M EiR P2Y-4 81 P2Y-11 KX (
3MFE 3).

R 2 FRIREE ATP A B &% Bk A B2 46 B B 2 B 48 53 46
RIRME (x ts)

ATP 2 8 5

(Hmol/L) Go /Gy S GoyM
0 4L T X1 9% 25 8% 12 1%% 32 %% X3 1%
1 46 3 2 0% 24 6% 10 9% 29 0% 12 8%%
5 45 9% X3 1% 24 6% *1 3% 30 % 2 06%
10 43 9% 4 21% 26 Y% 12 96% 29 6% *1 2%%
50 46 G 12 4% 52 %% XL 1W® Q8 Xl 8% °
100 46 9% *1 8% 49 9 X2 49% 2 3 58 X3 39 *

aly P< Q01 5% A4

- edium - ATP(1umol/L) o ATP(10umol/L)
T (%] 0.9 oy 01 Po"_ p,"‘,
P 3 o e 1 e
' 19789 ., 1.4 ba".! ¥

ATP(50pmol/L)
1 | -1

P
o

ATP(100umol/L) STSP 1umol/L

-7 7 P p2
oy Lo 0.5 1.3
| z

o L —r oS
;’\nnéxvn Vv

B2 RXAEMAKI ATP 3 A RBF# bk A B 40 M08 - R 4
FEL JE A ) % Wi

ATP (pmold)
0

5
50

E3. P2 SHEAFSRAEABNTEER  LEWA

I 4 K 0 B A i P2 A U L 5 P S [ o B 1 ATP

A JBF 5 Jk PN B 20 L 2 3 e ik 1Y P2 A2 (A g B
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* 3 FEREH ATPX A BB BB MR P2 mRNA BIEMA (x £5 n= 3)

9 #H P2X-4 P2X-5 P2Y-2 P2Y -4 P2Y-11

Control Q 1523 *a 0856 Q 1635 £a 0970 Q 5600 0 1809 Q 7525 X0 0576 Q 5153 £a 0336

ATP(5) Q 5872 *a 0586" Q 5007 a 1556 Q 6870 £a 1597 a 7782 £ 0318° Q 7478 0 3441°

ATP( 50) Q 1645 10 0420 0 1826 10 1651 Q 8857 +0 0395 Q 9632 10 0512 Q 8819 X0 2746

aNP<Q05 bNP<Q 00, 5XFIEA LLEL .

2 4 ATP Xt NBFE%bk A B 40 A 4 B 31X P2Y -2,
P2Y-11 % cyclnB1. cyelinD 1 BYSZAm

ANFEIREER ATP( 0. 5 100 500 100 Bmol/L) T3
4bHE HUVEC 24 h =ik 48 5 _FiE HUVEC 40
P2Y -2, P2Y -11 /] mRNA %i& (LL 50 Bmol/LIKFEA
TEFfIHE ), 3 H T cyclmB1 ) mRNA £k (P
¥1< 0 001), & ATPW A e B P2Y-11 1
mRNA K&, MX cyelnD 1) mRNA ik JC#H B 5
i (K 4F1E 4).
25 ATPx ABfE2lkA R MMM RIL ICAM -1,
VCAM -1 % eNOSHISZN

ANFEIHREEH ATP( O 5 10, 50, 100 Bmol/L) T3
b3 HUVEC 24 h 88 i VCAM -1 81 ICAM -1
Fik, Ko 50 Bmol/LIRER) ATP L VCAM -1%
kR (P < Q 001), 10 Bmol/LIREH ATP A

WIER T eNOSHIFRIE (P< 0 05 B 5SHIE 5),

ATP (pmol/L)

Marker o 5

10 50 100

GAPDH

e-NOS

VCAM-1

ICAM-1

B 4 FREIRER ATPX A B8 kA B 40 B8 3R X
ZARFN cyclins mRNA RS2

P2Y-2 11

ICAM -1 RIEH B E (P < Q 01), ATPAE 10 Hmol/L

F 4 FRIKEH) ATPXT ABFE:Bk AR 4RI P2Y-2 11240 cyclmstNAE’JE’ﬂr]( 1y n=3)

9 M P2y -2 P2Y-11 CyclinB1 CyclinD1
Control a 1215 *a 0153 Q 1114 £a 0009 Q 5928 *a 1153 Q 3275 *a 1365
ATP(5) Q 1204 0 0058 0 1407 X0 0173* Q 5640 0 1102 Q 2485 £0 0306
ATP( 10) Q 1705 £Q 0643 Q 1816 £a 0058" Q 5319 F0 1159 Q 2432 % 0751
ATP( 50) 0 6621 0 0656 Q 6827 Xa 0115" Q 3817 Q 0321° Q 3102 a 1021
ATP( 100) Q 6139 *a 0458 Q 5832 *q 0577 Q 3451 0 0058° a 2712 £a 1015

aNP<Q03bNP<Q 00l 5XEAELE .

ATP (pmol/L)
50 100

Marker

5 10

GAPDH
P2Y-2
P2Y-11
CyclinB1

CyclinD"

B 5 REIRE/ ATPY A K&k R 4R A MM 9 F
1 eNOSHIEZN

=5 FERIKER Alpﬁ)\ﬂﬁaﬂmmﬁiﬂiﬂ’@% & 5 B 9 F

1 eNOSEIFM (v £5 n=3)

| P2Y-2 P2Y-11 CyclnB1
Control Q Q151230 2033 0 0367 F0 0208  Q 2767 0 0379
ATP(5) 0 4102 10 3967°  Q 1625 £0 0508*  Q 2033 FQ 0577
ATP( 10) 0 6018 10 5667 Q3133 %0 0850° O 1833 0 0404*
ATP( 50) 0 7535 10 6533 0 180510 0624  Q 3267 F0 0643
ATP( 100) 0 3948 10 3502° (0 1437 20 0458 Q 4261 30 1480

aNP<Q05 bNP<QO00L ¢l P<QOLS5XRAE.

Wit
15 N 4B ( endothelial cell EC)FA R I
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BN EREEEE 7. SMHEEREFH EC
WGBSR Ja , AR A B2 40 A o B0 AR A8 2 LB
AR B P B, XA REAR A B A ((endo-
thelial regeneration). P Bz 1) P AE i PR AL 45 JL AN B
B (1) #5455 A 1A AR 1) 1E 4R B M R AG IX 9 R, {5
A8 LAFE 55 107 475 X RN B A P (2) AR E R 4 A
RAETT R AIIEGE; (3) 385815 15 I 20 M R B R AR
A5, IR N ) Fp LAY . EORE R YR R A,
EC HARERG X A sFI A A2 #2354 v ZARIAE H .
M58 AR J5, PR 40 ML T2 38, RV, P9 Rz 4
¥ %) 8 0 52 B R, I P R AR R,
HOREAER S RAEAS P R AN R B e D R R
BRI, AT T L2 A 38 5 3 # A I
P TR, B S EUR AL L BT BN A R s BEBR 1)
It o

FEJERE  JR B R 1ML B 7082 7 o) 4 B o 1 %
R SR ER S T, = BEER AR (ATP) K AH Mk
B N R B R, 5 20 I AR S ) T A
WESZAR (PR2AR ) 454, Bl S AN H S 5 ki
BREAFRNEDFERT . P2 4N PLA
P2, P22 AR N 43 L AR 1458 B8 il Y 32 1
(P2X) A1 G EEEMBBALZ 4k (P2Y 244 ), Hh PX
ZARETE P2X 1~ 7-GFOER, P2Y Z R EHE P2Y 1,
24611 12 13 14 )\F IR, Ok FEYE B
AN T RS R GETE O I B PN B AR, e
I A YA A48 AT S R T I ST T UL RN P R 4 g
WhE, 25 1 5 AN /N S, I R AL L E
R FRRN— S0 I T e A0 2 5 I R T O LA SR
FOEER RS D, A 9256 26 FAS 1R K 1)
ATPF ikt ¥ HUVEC, M H % HUVEC 4H ff 3 58
TETERIR I . SEES 45 R AR SR E 1) ATP (50
100 Mmol/L)FF£E B4 i 72 hj5 W1 2 49| HU-
VEC 1858, 50 Bmol/LI] ATPAE 1~ 6K N LT [A1fK
NS HUVEC 3858, [F) B 90 =040 M ARG 58 %k
) ATPX HUVEC H L S T-{EH, 8 ATP
(A FEAE R AR TR TR, AT
BT ATP4#] HUVEC 3458 /9 /E - LA, FATH PI
FAYLVEEAT T R ARSI, 4 SRR s 4l B b 5 7
Go /G, JHTC I R 278, T SHHR 3, G, M &
R0, PR ATPIE K 41 i A R 7 T S AT
#] HUVEC B8 .

SR, ATP B AR @ i) AR L #0 ] HUVEC
WG AR RIS 2 AHT R 0, 20 M JE B R 4 AL
(RA% o 2 — 2HL 40 i R AR 2 2 E B ( CDKCs),
R AH P U AR T 40 B B 2 (ceyclins), 1T cy-

clinB15 CDK 11454 2 M SRS sh AT () 2%
&M, KEMREY, P2REIEE /] KIEE %
SRR N, S VMC B AER Y, AE g B
WA TNF-aff) 3818 it — 20 3E L caspase 31
BEWMILF T, NiBEZMERS S AsPIRE
iU A0 P2Y 1132 4R55 40 J5 BT LA b ki 4
BT 3K A TR B RE R IR N, AT LLE C
S IS ER F F KSF e AT 38 o AL B8 e JRURG: H
T P22 PRANIR] (1) A2 3 2% 4 FH AT RE R T M A
HES IR T AR IE I P22 AR A 2 B A T R 8
FEREEFNE SRR, AR T & IERE T
HUVEC A 1] P2 32 K7 . P2Y 1. P2Y2, P2Y4,
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