CN 43-1262/ R H [E B ki1l 44 & 2006 £ 56 14 555 6 3 471

[ XEHE] « LIS AT

SrT LA AL TT X PN 52 2 L 8 S AT A 2 i P mRINAL 3R3K [ 521

1007-3949( 2006) 14-06-0471-04

RE, BE, Kk B, FEE. RRE, B W
(LARKFE L **;[:Ffuurkjﬂ, LA Fd T 250033; 2. FEERS AA, LA A FEa T 250012,
3@ RS ER, L&A T 250013)

[X881F] mEFEREAEFES, MeER©ETHHALIEHE RNA 6922, ¥R SEHRIRBLEBERAE, M
FRAEIT,  AHISEE; mIigTA; ABRHRA KM
[ E) BB TR T AR A 038 38 A2 N RS BE mRNA 2 X 69 %0m, F3E FREKRAME

AT (2.4.6.8 & 10 Pmol/L) 5 AR A X @5 A0 F 2.4.8.12 R 24 h B, R ¥R 2 £ # TR AR N &
AWM ATFFEIR A K AN K GBS mRNA 89 Rk, M RE Ao EMRARFIRA L MG FN. ER M
#Mkwﬁéfv%l/\ﬂﬁ%ﬂm R ta e K BEH mRNA &3, Z A ZH R BB fe ot MR M., MieEAeTHERT,
R A MmN ERE OB R E I mfetf AEt B a9 KRB A SRR L, ARELEMXHSTET,
mmszj@ mRNA 22 BB OFEHKEEMER R (r= 0.963, P< 0.01) « Z5i8  FTHARK T A0 H ABr 30k 19 %
e 638 58, I R FEBK A R 4m B0 A B RE B mRNA 89 & ik, H 2 B ] —50) SR MM . A FFRK R R 0 R 69 38 5
5 AN R a0 N AR B mRNA 69 &35 2 B4R X
[FESFES] R363 [ XHkFRIRAS] A

Effects of Atorvastatin on Proliferation and mRNA Expression of Endothelial Lipase in
Cultured Human Umbilical Vein Endothelial Cells

MA TiarRong', PAN QrXing’, ZHU Qing’, REN BerBei’, IU QingHua', and YUE Xin

(1. Department o Cardiology, Second Hospital ¢ Shandong University, Jinan 250033, China; 2. Department ¢ Cardiology, Qilu Hospital o
Shandong Unwersity, Jinan 250012, China; 3. Department ¢ Thoracic Surgery, Jinan Ceniral Hopital, Jinan 250013, China)

[ KEY WORDS]| Atovastatin;  Endothelial lipase; ~ Cell Proliferation; Human Umbilical Vein Endothelial cells;  Quanti-
tative Competitive Reverse Transcriptiorr Polymerase Chain Reaction;  AgNORs Analytical Method
[ ABSTRACT)] Aim To evaluate the effect of atorvastatin on proliferation and mRNA expression of endothelial lipase ( EL)

m cultured human umbilical vein endothelial cells (hUVEC) . Methods Each group of cultured hUVEC was incubated with
atorvastatin of 2, 4, 6, 8 and 10 Hmol/L for 2, 4, 8, 12 and 24 h separately. The expression of EL. mRNA in hUVEC was de-
tected by quantitative competitive reverse transcriptionr polymerase chain reaction ( RT-PCR). The proliferation of hUVEC was
observed by AgNORs analytical method. Results Atorvastatin markedly restrained the expression of EL mRNA in hUVEC.

The effect appeared dose dependence and time dependence. ~ With the effect of atorvastatin, the quantity of AgNORs were de-

creased. The downtrend was evident along with the increased concentration and the prolonged time.  There was positive correla-

tivity between the expression of EL mRNA and the quantity of AgNORs (r= 0.963, P< 0.01).
As a result, the expression of EL mRNA was de-

Conclusions  Atorvastatin
dose- dependently and time- dependently restrained the proliferation of hUVEC.

creased too.  There was a positive correlativity between them.
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/8] F=d o PCR 1 # FAX A & X H A& Takara /A 7 7~
e MEHR - FR.ARVEGFHEZHEETARA
o MILEMITEEGH(F AR d Ko EH
AR B R,
1.2 ABFERBKN R 4HRRLE 75

ABFBERARERAE LAEFRFREME
FHRFAME. A 10% N F L FF 100 kIU/L F —
#EWE £ o DMEM, 37°C.5% CO, ¥ 5. # % MK &
B 23K 80% /5, A 0.25% A K.
1.3 4RO ECH|

W P & b 7T & T = W & A ( DMSO) H Bt Bk
1x 107" mol/L B9 8 3, % /& /v \ PBS B & 1 x
10" " mol/L, % J& A A\ 5 7% Wk A I 48 %t T o X 0k B
4%l K 2.4.6.8 F1 10 Hmol/L.
1.4 ¥ EEUHREESHERNENAKLIELR
mRNA

¥ hUVEC 3 7 & 100 mL 3 35 3% 5 AR, 5 40
MKZE 70%~ 80% B im N 254, LW dH: XH
H A H R+ 0. 1% DMSO; @F £ 4 th 7T A 4 7| A
A 2.4.6.8 71 10 Hmol/L. [ F£ & 7T, 2 1E F 2.4.8.
127124 h 5 U EL 5 x 10° A~ 48 L % 2 % & RT-PCR
0. K RNA f# A7 & BUE RNA, & 5% T 50
UL, & Rnase B9 % & F A ; BL1 Mg & RNA A T 5l
e M-MLV 3 % 3% & cDNA; Bl cDNA 20 ML fn A
PCR RBLARZ 19 ML . B354 1 WL 8 4k 7K 58 ML
£ 0.5 mL Eppendorf & ' H 3% 8 Q38475 95 CHB %
5 min EHEE Q. A 2 HL Taqg DNA R 4 B,
MR B WA, Im N 60 ML KA B, DL Bactin &
WA B, A H:94CE M 1 min_ 58 CiE K 1
min~ 72 CZ # 1 min, 3£ 35 MER, &5 12 CEK 7
min. EL 3| # IF X % 5°-CGC AAG AAC CGT TGT
AAT A-3", R LA 5°-GGT CTC CCA AGT CCT CCT C-
3, 41 292 bp; Bactin 5l # 1IE X % 5°-GTG GGG
CGC CCC AGG CAC CA-3’, R X %4 5°-CTC CTIT AAT
GTC ACG CAC GAT TTC-3", 747 539 bp; 5l #7134 &1 £

EBHEL Y AR RN E A K. BY #E PCR =4
10 ML, 2% 37 fE A% e X e ik J, B3 B R Bl 1R &
AT R G ($E3A 801 T IR E & 2 AT 4.0 BR)
K EEEEEE, U Badin A W5, 24
A ELmRNA WAEXT REE. M RN EL XA R
E 5 Bactin Rk E 2 I, REMEN R R H#THIT
F A
1.5 ABFERRkAIR ZHRAPESRE B 24

¥ 1x10° MEREMN T4 25 46 LK L,
R4 K B 0% IC A B e O\ T HE AR AT B Ak
B A K 2.6 #7110 Pmol/L. *F BRI Am N 20K E h
0.1%DMSO, & 37 C.5% CO, 45 &5 5 2,12 A0
24h, BUH EH R, 95% FEAE B 2. B4 R
EBFAREE A, BT e TR A B R
(R ZE R 2% B IR 7 BRUE i 50% #H BR 4R
HL2HWERLEBES) FETLE 1. A8 TX
RE B, 95% ~ 100% % 7| A& Bt A, = F K& B,
A A . B 10 MNLE, BN ED B
30 MR, T HARZ LT AR XERE G
¥, MATFHEMm UK.
1.6 ZitFHE

 Fl SPSS10. 0 it 8 the BB x £s %7,
A BR AR ¢ ok, ZHEERXARE
% 77 Z 2 #. EL mRNA k% & fn 840 & & 5k 3k
B Normal Q-Q Plots & % 7R # 41 4% 48 3 A T L IE &
A B E AT S S EL mRNA & ik 5 89 % &
XEAFEEMA M. P<0.05 4 HEERFEKZR,

2 &R

2.1 PAFEAR MR IT XF A B &% Bk O 57 40 B IR 7 RS
mRNA FIARIFZN

Bl $E A% Ath VT 4708 hUVEC EL mRNA fI33%, Hi%
E FH 2 550 2 s v AN B T AR e (R L AT ) .

% 1. IR B B e ST 14 PR 7R [S16T 18 A B 45 B 79 B 4R B 74 B2 BB mRNA B93R3% (v £9)

5 A Oh 2h 4h 8 h 12 h 24 h

X R 4H 0.64 £0. 10 0. 65 %0. 07 0.64 X0. 14 0. 65 0. 06 0. 66 £0. 11 0.67%0.12

FATFEAR AR YT (Hmol/L)
2 0. 61 0. 09 0.62%0. 13 0.56 0. 11 0.52 0. 15 0.44 0. 12¢ 0.36 0. 07"
4 0.63 %0. 11 0. 59 %0. 10 0.53 £0. 09* 0. 49 £0. 09* 0.40 %o0. 10" 0.3520.09"
6 0. 62 %0. 08 0.58 £0. 11* 0. 54 0. 10* 0.47 0. 11* 0.35%0.07" 0.30 0. 08"
8 0. 64 0. 10 0.51 £0. 09* 0. 46 0. 08* 0. 40 0. 08" 0. 33 %0. 09" 0. 26 0. 06"
10 0. 63 0. 07 0. 42 £0. 12° 0. 43 0. 10° 0.39 £0. 07 0.32%0. 06" 0.23 0. 05"

a N P<0.05, b A P<0.0l, SHIEHLLE.
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1. NEREBFEM% 5T 4E B AS [S1 Bt (8] A B 8% Bk PR 52 40 B
A 5z B8 mRNA RU3RI% 124 10 Hmol/L, 2 4 8 Bmol/L, 3 4 6
Hmol/L, 4 594 Umol/L, 54 2 Umol/L, 6 ¥ B-actin.

2.2 PAFEAR AR T 3T A B 8% Bk A 52 40 AR 18 SR VE M Y
=L

BT 6 A At 7T 2 25 932 A Rz 4 i g 4R B 1 RRE
B, 1% AE FH 52 I ) A 8 R R R A A (3R 2 A
2).

& 2. FERE L& AT 1E R A8 18] A B 8% Bk A 5 20 A
MESRE AL
gy 4 0h 2h 12h 24 h
YRR 140.6%7.85
R FEAR AT ( Mmol/LL)

139.2+10.02  142.839.37  144.7 £12.24

2 139.2%10.17  130.339.23  126.5%11.06* 116.2 £10.25%
6 143.8%12.05 125.4%7.16* 112.138.71*  98.5%8.36
10 142.249.78  110.9%8.35* 107.2t7.64*  90.3 %6.72"

a’N P<0.05 by P<0.01, SXHAILLE.

v we 98
A h a..- ”
"V ¥ =
LY v
N "9 i

2. ANBFERBkME ARRESR B 947 (20 x 10) A Hxt

H&2H, B A 10 Umol/L B FCAR AT E ] 24 h.

2.3 EZ%EXMoH

MR ZREL r= 0.963, FXREHRE LR S EL
mRNA 1A 2 1EAH ¢8R, X AH ¢ & £ iR A 5
FOIAH L BBAE a= 0. 01 /KF b (XM A 2=
Xo WEHREEBRECN AR X, EL mRNA RIA&E
NN &, W ZR%00. 3125 5 X T P AEHI°4 0. 000,
Bl P< 0.01, BEBARNE A FEA BB R X, B RIE
FEA: Y= 0.3125+ 0. 0024X.
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TR AR AR, FJE T i =R R e s . B
R, I AR 5 R SR ST R Bk b R R R ik
S5 N EL cDNA B % 848 EL i B R A I, 1
H HDLC 7K T 535 B | T EL JE PR B 0 50 af
FHDLC /KT BT, $oR EL Al RETE % iR
F A R B AE . HDLC K 5 & IR 3h ik ok
FEREAL R A IR SR e O o BT, M TR
PEFH 5 HDLC KF R 2% EL RN ZK A
B I B A T 3 A KR

20U EL mRNA (13835 324 % R & st
o 35 5 Bl KR R Ak 1 R AR 25 DDA DS 40 i X
TR FER 7 o A1 E 4 A2 18, AT hUEVC A1
EL Rk R8I0 6.5 (551 4.8 5. H4b, Hahikis
FEREA Y B < B B e 7 A il A8 B 1 B 1) 0t fefe
MR AR EL RIAH N, HZ59)%) EL R1E 1) 52
H AT AR WARE . BT FEARAR T 2 — PRk 24 1) HMG-
CoA 4 J57 B 77, = 2 PRI L35 e AHL [ 2 /K, 38
At HDLC 7K, 1B H S 5 HDLC 7K~ B L il A
TEAE . AW R, FIFEAAR T ## hUVEC EL
mRNA RIA, [ 8 F B 18] ) 2 4 RO B 138 K, EL
mRNA FiA 5 /b # B &, 5 A A] AT R A
FH AL S 6 AR Atk 7T 0 ) L7 P Rz 400 40 EL, T
R HTF = I 3% HDLC 7KFILH] 2 —

AHEF R B, 76 BT FE AR A VT (1€ F R, hUVEC
AT T B IX A DG g A 2 1 RORL IR 2D, B o 57 = 1)
IR FNAE FH B 1] 1 28 K, W8 4R B (1 J0RL 52 12838 ik /D>
MRS o KA T R X A T B T b 2 22 b G R
JHEE A gt R & AR RNA(rRNA) £ K] (DNA A E%
(IFRIR DNA . W8 H 2 E B0RE 2 A% A2 N e FE R Ak
XTERA AR FH IR M AR ZH B 1, X rDNA 5% 3%,
rRNA & BN LA L BB ME . B4R E
SORE (1425 8 2 2 I 400 I 386 B 3 2 1 — P 4B A, L7
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R, RG] WL, BT Ay T
A {1 hUVEC 3458 (17E F

B AR &KL, hUVEC N EL mRNA F£it 5
BRE M EIEME XK R (r=0.963, P<
0.01) « #t— DUt BHFTFEA AR VT X hUVEC P EL mR-
NA I B0 i 2 A1) A B2 40 B B B 1 45 R, 4
K9GBS, EL mRNA Rk 80, EL & g, mn]
Re ¥ HDLC 7KFTt 5.

AW 5T B I BT AE AR AR VT R A 2~ 10
Wmol/L, #H 4 T I R & & 5 H A 10 ~ 80 mg Fi+E
AT o BAIFEAR AR YT B PR 8 LT &N 10~ 20
mg/d, F RSV &N 80 mg/d. AHF 7T 45 SR A,
BEE 25 909 FE I N K, %F hUVEC 34 58 i) 47 #1 ik BH
i, EL mRNA R &8/, 10 Bmol/L A e, N
SRAGBERR VRS T FRAL 1B A SRR Ak
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