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T BO oK B2 0) Py B IR 1 52 i LRI 43 KUK (0 mmHg) I T 1 AMBRUE RS I 3% 1K (1204 1504
180 mmHg)%% 2% A5 bk A Sz 40 A, R (BRI MG 132 3EAT 7. RT-PCR Kl 14 ) g Bl mRNA (3835, 108 %5
PENCHARFN G A MAAS I N B2 MR IG 8 R I, 45 R EoR, miff K R 77 0 B ARk 52 IR S mRNA FIEE iR 1k,

180 mmHg 15 % 24 h 4 J% JIR B mRNA R & B4 Fif 2.2 P <0.001), W ZIREEE RSB A Fi 2.54 1%
(P<0.001). Z&FBEAIIHIF MG132 T A7 180 mmHg 553715 5 10 W 52 I8 HE mRNA (K%, MG132 T-HA W & ek
mRNA FIEZ)2h 180 mmHg Ki 7R 4110 50% (P< 0.05). SR 4], K K LR A R IRRE mRNA I F 5K &k, L mT

A5 IZ T kB IS HAT K.

KR mE KIS, NEIERE, RN T kB, N ECAR
FRAES Qo6

W B B (endothelial lipase, EL)ME— pH Ifil
VAR A0 et = 1 T I e BT 5T B
1999 4 Jaye 51 Hirata 5 9 AN /INL 23 il kT 50
1 T EL J& [ (endothelial lipase gene, LIPG)!"?. EL
TEATWENRNE A1 REPE, BRI IR s IR R A
JIEL ] P 7K -, AR BE S K 5 A B A (As) 1 JE J AT
JEte, Jf HAR (kA% / B i 5 I P B 4 i
FPtE e Bh Bk ok FERE A SRR B — 2B K.

AP A BRI FR Y EL k. 40 i B
F(IL-18. TNF-a). ML SEIKER 1Ak e L 2F
EL [3RIA, #%PA¥ kB (nuclear factor-kB, NF-kB)
W4 BL )28 B0 5y I Fs I I B 1R 85 U]
(shear stress). M5 5K 77 (cyclic stretch) Fift /K i 7)
(hydrostatic stress) Y0 S T+ . BFFTHRE s I ok
BB FR BL 20K 258 it 8547) Jj(shear stress) i
SN A EL 2k, 145K 1 7ME EL mRNA
FARTh . K s o T AR R T A R
S, ARG T i I i AR A Hs B K R EL
AL G 1 A WLARIE.

K FCAEARSMERL i /K Hs R v s 55 77 158
AN, g E% EL mRNA 8 (R IA 1) 5%
Wi, JEYPERNT B 5 EL &k 2 AL
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1.1 #HRELESE

N ik Y B2 40 B R (HUVEC-12) B+ RS K2
WATHE 2 2 B 4 it U5 T 56 [ M 230 5% 7 40 A ek v o0
(ATCC). 37C. 5% CO,%f+, HUVEC-12 4il fa k%
T T EARFL B 10% 064 1L . 100 U/ml 75 %7
Z A1 100 U/ml 8% % ) DMEM 584k, 5
RS, WS 1%06 4 M3 i) DMEM ¥E 3
W 1%6 2 135 1) DMEM i 1585 7% 24 h,
SR e e s AL BT .
1.2 RT-PCR

A RNA [FI$EHUI% Trizol HlHE IR 15 0 15
AT, WEE 2, FEAS 50 ml B S 1 ml Trizol,
REWAT G, 4% 10 min, K 2RRCEET 1.5 ml
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fF) EP &, TN 200 wl &4, &% 15s, Wi~
JAE 5 min, 4 °C 12 000 r/min &0 10 min, H{ I
. M 500 pl SR EE, 20 Cid. kI, 4C
12 000 r/min &0 10 min, FF L, 75% B VL
—W, T 5 min, H 30 pul DEPC /K.
IS wIfkE 200 £500 A H, T RNA &&; 5
5wl e K. RT JNAR R 4L : 25 mmol/L
MgCl, 4 pl, 10xZZ i 2 pl, dNTP 2 ul, RNase
I 0.5 wl, ALV Wi 5k 1 pl, Oligo dT
1 pl, 520 wl R RNA 3 wg, #%BL T A3t
TR N: 65C 3 min, 42°C 90 min, 72°C 10 min,
451 cDNA —20°C f#4F. PCR MW AR R : W
#%7K 10 ul, 2xPCR WK 8 pl, ¢cDNA 1 pl, 5l
Y1 (1 pmol/L). VAIJG, F& UL F A& AT RV :
Az PE 94°C 1 min, Bk 58°C 30s, ZE{H 72°C 30 s,
HEAT 30 ANMIEFR, 5 72°C ZEAH 10 min. ZHE,
FHE S s TR 1.5%5 R BB HL Ik (50 V,
60 min), H 4> H3hEEI 5 1T R G K FEFH 0 A
S5 B 3 AT S5 HH ) #A7 EL/GAPDH %
~. BL51: IEm514), 5" CCA GGA GAA CAT
CTG TGC CAA CG 3’, & 4514%1, 5" AGG CTC
GGG TCC TAT TCC CAA AA 3’ (387 bp): GAPDH
5% . IS4, 5 TCA CCA TCT TCC CAG
GCG CGA G 3', X In45l4¥, 5 TGT CGC TGT
TGA AGT CAG AG 3’ (696 bp).
1.3 [EEERRARA

HORH B A K 40 P, LA 4x10% FL IR %5 i 32 ol
T 24 FLIEFRMG, ANFIR R ACBL G, & 4140 M H i
7211 PBS Yk 3 I, BEAL NI e (T RE UK LR
3:1)200 wl, 4C [E5E 15 min, FH A PBS ¥E
3 WG NP 200) 200 wl, 37CHEH 1h,
TRV 1) PBS Pek 3 Ik, A ZFHIIFR D =5t
(1:50)50 wl, 37 CHFE 1h, ICHEIEDME N
MELIF A,
1.4 AR

AR R G, HBREREE D 0.25%8E H
il ¥ 40 U5 ¥ () HUVEC-12 40 2, 1000 r/min 550>
10 min, 2% B3, PBS BE¥& 2 X, VR0 MR AR
Ix109%L, AN —¥i 37CHEHE 45 min J5, FHA
FITC #xic ) =t 37°C B A 45 min J5, PBS &
B, BoE b, 1 ml0.5%% B R e,
b G M SR WP Y BB e Fd i X
S H AN T I B ) A A T i A

1.5 FHitFESF

HAE BRI E AR UHE R (c + )%, H SPSS11.0
AT Sk b B, A ) B AR T R R R T = e A
(one-way ANOVA) K%, JGHE/NARENES 1
4 (least significant different, LSD-z) BEAT %A 11
ZEE, L Pp<0.05 B =R A LG5S

2 & R

2.1 [E A3 EL mRNA FRiXH)F0T

HUVEC-12 i /ifd 180 mmHg £53% 3. 6 Al 12 h
41, EL mRNA FKIAFEXF M4l L2 1.8 f5(P <
0.01), {HJCH TR AT 180 mmHg 15 7% 24 h 41
EL mRNA £k i, B4 s 2.4 1% (P<
0.001) (& 1).
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Fig. 1 Effect of 180 mmHg treatment for different time
on EL mRNA expression
n=3, * P<0.01 »s 0 h group; **P < 0.001 vs 0 h group.

HUVEC-12 41 ffg K < & F1 120 mmHg 55 3%
24 h i EL mRNA KX #S AR, 150 mmHg A1
180 mmHg 3437 24 h 4] EL mRNA EiEH KR4
S3EE N 2.2 A1 2.4 £%(P<0.001) (K 2).
22 EAXM EL ERFERIFM

T PO EE R IR IEH AN SEORRES, EL
HOARISG: SR IR0 M2 i, EL &
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Fig. 2 Effect of different pressure treatment for 24 h
on EL mRNA expression

n=3, ¥*P<0.001 vs pressure atmosphere group.

(AN, 120 mmHg 2 EL 41 f 5 Ye e i 5in,
150 A1 180 mmHg ZH 41 i %< W] B 19 9%, EL B2
FIE W] W HE I 3).

Pressure atmosphere 120 mmHg

150 mmHg 180 mmHg

Fig. 3 Effect of different pressure treatment

for 24 h on EL protein expression (10x20)

A AL R R & Efest EL E A&
i5, 120 mmHg %9 24 h 41 EL # 11435 05U i
1.19 %, 150 F1 180 mmHg 1% 7% 24 h 4] EL & 4
FAREE KA RS A 1.97 f5F0 2.28 £ (& 4,
P<0.001) .

100 10" 10 10° 100 100 10> 10°
150 mmHg 1.97:0.14° 180 mmHg 2.28+0.20°

Fig. 4 Effect of different pressure treatment for 24 h
on EL protein expression

n=3,x + s, *P<0.001 ys pressure atmosphere group.

2.3 MGI132 T#x & EiF S EL mRNA XX/
A1)

HUVEC-12 4l iz 180 mmHg %% 3% 24 h 41
EL mRNA # KA AT =4 2.5 £5 (P <0.001) ,
MG132 5 2 i) = 77 15 51 EL mRNA Kk,
MG132 4B ) 180 mmHg £5 7% 24 h 4 EL mRNA
FIE Yk 180 mmHg 15 77 411 50% (P < 0.05).
MG132 20 5 K/ 41 EL mRNA ¥ 3% 3L A G 2
Hl(# 5).
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Fig. 5 MG132 attenuated the induction of EL mRNA
expression by 180 mmHg
I: Pressure atmosphere; 2: MG132 +180 mmHg; 3: 180 mmHg; 4:
MG132. n=3, * P<0.05 ys group 3, ** P<0.001 ps group 1, 4.
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M 3~24 h IkBo 85 10 2 B, L0822 R,
3 W i Y18 NF-«B W] 535 AL B . ARSI BT 58 R 26 1

AR, 0TS K SR AL & I s R AT 9T 2
T Qi T AL A R A0 0, AR R A S I N B
1 i )y fie 25 L 5 30 Ik B A4 46 (atherosclerosis,  As)
RIFFKZWBEITH,  E AT 22238 2R NS
JHk P B A0 A A AT 00 S ok ) e Jod bt IfL 257 PR 2 4 i
T BRI ARG, LA A B 40 I 4R 24 52 B L8 h it 2))
MR AR A, 20 s s S5O i gt o 1
BN, SEGETEENG AR, MR, ERkaE. RN
W2 A5 Sy SR RE . PO, I T Sk
FEBERTE A, M58 Y B AR AR A T I 5 L1
T I TA) (0 R B 24y, Ty HLIE 2 — N F B P 43 lh
AEE L LI, I R Hs R K R T P B
g WA RN A3 N R -1 TP R A dE R
AR T DR O AR DR -1 AR SR ISR I
RN ) v P 3~ 24 h W] 2 19 EL mRNA Fl2E
FBi#ik, 150 Al 180 mmHg EL mRNA Fl 5 (4 J
FIKBFERIN, GRS o 0 R A b B vy il s N
Wi 117K 724 150 AT 180 mmHg, 3X A HE A i
JER N EL 1K 7K R A4 WY v T 15 B
IR AL EL 71 As B BOS FEEE TR S S 7R,
IR, MR SN PT AR LY, ) R T BY
P13 7K 00O M A 9500 7 AE AR K RS, 1o
I B 7K 7 R AT o LB 1) e A2 R e A
FHEBEME, Dy R T MRs) )56 0l
P50 JIT 15 | A P 3 A B 2 Lo

MBI 2 EAE R AN S, AT s i A (1 AE
PRIfE LA S ORPI H) R AR RE gt i, 1L
WS 7245 B A N0, 3k 15 | i 4 B A 4

AL AAWTFURY,  MIRIR SN AE TR Y. ) I P
4, IR H G B E A% E 7 «B(nuclear factor-kB,
NF-kB) /S (145 ‘5 e i, AR~ N s 40 iy
ZMIERIL, PR A D Re R, L
MAEERR, WRRsERTIE, nJSax
S M5 I P R AR B ARG B IR LU R R i /N SR
£, XE/EH S50 NF-kB k. KEFIE
HHUS), NF-kB A2 5008« J8RE AR Y. (1) 32 B 448
K-, i NF-«B [1F30% vl B2 I H A 46 3 AL
Hil. #ERASN, NF-«B 5 HAM G 547 (inhibitor
of nuclear factor kb, IkB) Z5%r, LLLTEPERIEX AT
TET A, NF-«B 305 3= 202 i F5 % kB
RSP, AT LG0T R, R TR A

fifg A2 410 31 75 MG132GH 5 1FE 4 NF-«B 11 BH W 571)) T
] LA S /3% S 19 EL mRNA [F ik, ixsbgh
BRI K E T BL MRIE S BOE IkBa/IKK 55
WK, ek NF-xB iF LA %,

R TR S0 25 B BATHEN . /K R ) AT g
AL P B A0 73 WA 40 i A F-(IL-18,  TNF-q) AL
EIE Y (M B ), 4Rmx LR i@ kA
A ARAE RIS P B2 4 MO B0S NF-xB, /K )4
A REEEAE AR, MBI v 255, W
G NF-xB. T EL £IAANE45 NF-«B s, i
K IE A ReIE L G A 1 45 FoAth A 5 38 I Js AL
A s R 1, BARBLEIA RridE— 25T
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Effect of High Hydrostatic Pressure on Endothelial Lipase Expression”
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Abstract Hydrostatic pressure has direct effect on vascular endothelium. Endothelial lipase (EL) is a newly
identified member, only secreted by endothelial cells, of the triglycerides lipase family. EL may be one important
determinants of HDL-metabolism and inflammation acting at the vessel wall. However, little is known about
regulation of EL at the vessel wall. The effect of hydrostatic pressure on EL and its possible mechanism were
investigated. In human umbilical vein endothelial cells, increasing pressures (120, 150 and 180 mmHg) treatment
in a custom-made pressure incubator increased the mRNA and protein expression level of EL without obvious cells
apoptosis.180 mmHg treatment up-regulated EL mRNA and protein about 2.2, 2.54 fold relative to pressure
atmosphere, respectively. Inhibitor of nuclear factor-kB MG132 attenuated the high pressure induction of EL
expression level, which is half of EL expression in 180 mmHg treatment group. These findings provide new

insights into the effect of hydrostatic pressure on EL expression through nuclear factor-kB signal pathways.
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