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[ ABSTRACT]
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pression of intercellular adhesion molecule-1 (ICAM-1) in human umbilical vein endothelial cells (hUVEC) .
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Aim To observe the influence of Lacidipine and Amlodipine on tumour necrosis factor (TNF-a) induced ex-

Methods

Lacidipine and Amlodipine of different concentrations were incorporated in hUVEC using low density lipoprotein (LDL) as a carrier

for 45 minutes respectively.

centration, determined a dose dependent significant decrease of the expression of ICAM-1.

creases of ICAM-1 at the intermediate and highest concentrations.

Human recombinant TNF- a was then incubated with hUVEC for 6 hours.
1 in protein level and mRNA level was detected by flow cytometric technique and RT-PCR.

The expression of ICAM-
Results Lacidipine, at any con-
Amlodipine determined variable de-

Conclusion According to the results of flow cytometric

technique and RT-PCR, Lacidipine and Amlodipine exert different effect on the TNF-a induced expression of ICAM-1 in hUVEC,
which may be related with their different lipophilicity and antioxidant activity.
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1.1 ABFERbkAIR ZHRakk-HS 1577

A EE kR 28 AR (hUVEC)-HS & 1L & K %
E¥RaAMAENFHAERE. AREFRTE,
J 4 20% A 4 7% (FBS) #9 DMEM 3% 7+ & ¥ 47 1% R
Bx FEERICA B THTRE,
1.2 Za¥Fm

H# TNF-a( Sigma 2 &) /1 2|3 7= 89 (UVEC-HS #F
(L WRE A 2 /1),37°C5%CO, A TFHE 6hF
B ICAM-1 k3%, R BEHTF(LREFRAGEAR
)y R EH-TF(ERFGEARME) EHEHAE
MTLES, B FEBRKREN 12¢/L, AAMT
BRKE R 11 g/ Lo BUHL T 30 F fo & G T R &
20 mL.60 mL+120 mL, 4 5|48 \ 2| 1 mL & 1% % & A5
& B (low density lipoprotein, LDL) ( 1§ & + F| & %
FREMAT, 1.1 ke/L) F; 445 B2 A B4 F fr v 3
LR A TIER B LDL 4 200 WL, A0 B)3E R0 K
40 (4 20% FBS B DMEM 35 5 % 2 mlL), fm A\ |
PR 48 B R R T TR AR E ARk R 5. 26 x 107
mmol/ L 1. 58 x 107 mmol/ L #1 3. 16 x 10 mmol/ L; #m X\
AW AT AR TLKERKH S 26 % 10°
mmol/ L. 1. 58 x 10° mmol/L #7 3. 16 x 10° mmol/L .
37 C.5% CO, 18 46 18 & 45 min; B 4 5| m X TNF-a
(296 E 42 Vg/L),37°C.5%CO, B 45 F¥ 9 H 6 he
1.3 AR

Fl25% kB e, BlEHMZEHRET
MEB EK % RIRE, M RELIEEWL, R
ERTHEMEZ RAENERER, BAEQLE F,
1 500 v/ min %/ 3~ 5 min, B r A\ PBS JIE 7 2 i
1 500 r/ min~ 2 000 r/ min & % 10 min, E& F v X\ 2
~3FEEEFBEE, EAANE AT HHEKRE N
10"/L. BX 100 ML 40 L &% Am A\ 10 ML FITC 4718 8
RATA ICAM-1 2 57 [ H K, in # L # & 30 min,
JFIPBS %tk — %k, FHLBMETFHRALEE, §4
WEERN 3 %K.
1.4 FHREBEMERN

T $ R R A B AR RO IR | & B Invitrogen /A ]
‘ft. XAFMARN —B —A 07— FRERIEER
K RNA, B4 K E T Ao B Aogo, HE> 1.8, 1
3 KR : T DEPC A4 E # 0. 5 mL eppendorf & #
AN R R AR % A & RNA 1 HL.MMLV 1 UL, 3 # 3%
JOR AR 2 T WL T3 51 47 Py 1 UL, %} % Rnase K Z 20

WL, H#EBEQRA,37TCHE 1h, 95C. 10 min KJiE
MMLV, thE B QFEEZANT E K. R A48 KA
& FE b3k 20 UL 7= #1 8 eppendorf & F fn N\ T & T 4%
RBLAEZR 19 ML, F #5147 Py 1 ML, £ 8 F 4 58 WL,
TagDNA E & ¥ 2 WL(1 k/L) » TEER4H 4 94 CR K
1 min  57°C3E K 1 min 72 CZ f# 1 min, {& 3f 35
K, KKFEK T mine FABEE R A=A 1% 32 g
¥E B AR e, Uk ICAM-1 458 bp, B-actin 520 bp, PCR
Marker B Invitrogen 2\ 8 #& #, £ 4T T B F. I-
CAM-1 5| REXEH LEEWMTRENE A K. B
actin 5| #7118 98 E /T 2 % M A cDNA X E A & 2| R 4
FHki, i EE A TAENE A K. Bactin: Py 4
5-GIG GGG CGC CCC AGG CAC CA-3’, P, # 5°-
CTC AAT GTC ACG CAC GAT TTC-3"; ICAM-1: P, #
5-CAC AAG CCA CGC CTC CCT GAA CCT A-3, P,
# 5°-TGT GGG CCT TTG TGT TTT GAT GCT A-3 .
1.5 GitZEaE

SRUAH IHREZET, ZEAEXA T £
AT g BB, P<0.05 Y HEEEHER.
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2.1 RIS R

i PR AL K T a TNF-a) #5 5 hUVEC ICAM-1 £
K98 6o Y 129. 81 £5. 77, AR JE i v
5 hUVEC % 5 J5, 3558 32 401 ICAM-1 Ri&, H
BEA 5 386 hn, /B B IR T 1G58 (F= 38. 06, P<
0.01) o T2 S AEARIAR LI XT ICAM- 1 RIE I
B HIHE R (g= 2. 44, P< 0.05), IXAE P ik E
I S 35 F 1] ICAM- 1 3R IE, HLBE IR B 388 hn, #) 4
FliZ W6 38 ( F= 17. 86, P< 0.01), W% 1(Table 1) .
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Tablel. Effects of different dose of Lacidipine and Amlodipine
on ICAMF 1 expression

JbTHIH R S5
TSR AE I F a 129. 81 £5.77
FL VG HESF (mmol/ L)
5.26x 10° 108. 77 6. 31*
1.58x 10 81. 50 £4. 65*
3.16x 10" 65.54£3.27*
ZEHF (mmol/L)
5.26x 10° 117.32%5.86
1.58x 107 101. 52 4. 40°
3.16x 107 79. 96 £3. 98°

a: P< 0.01, 5HUESRSEE T a HELE.
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hUVEC ICAM-1 mRNA 3R 1A, B ¥ B 384 o, 400 il 1
FHEH R 3Gas . A H PR (R MR B (20 ML) B DG B 2
FOHIVE F, AR BEVA RE S8 I, kv B Baag. BB
S3HT ICAM- 1/ B-actin )% % FE LU AH, TNF-a 424 0.
78, Hir V5 H1SF 41 (5. 26 x 10° mmol/L. 1. 58 x 10
mmol/ L+3. 16 x 10™* mmol/ L) f& XA 0. 42.0. 34 } 0.
20( B 1, Figure 1), 2 &M F41(5. 26 x 10°° mmol/ L.
1.58 x 10”° mmol/ L\3. 16 x 10> mmol/ L) XA 0. 77+
0.56 & 0.41( B 2, Figure 2) » FiZH EL#, 37 75 40,
] 4 F B Y o T S S P 2H (] 3. Figure 3) .
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mmol/ L 7 FaHLF, 59 3. 16 x 10™* mmol/ L $ P }1°F,

Figure 1. Expression of ICAM1 mRNA by RTPCR in
Lacidipine groups
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M LRAR B 5 BT 4> T | mRNA FRIARIF2 0 1 9 Bactin, 2
NI FERAEE T a, 3 45.26% 10 mmol/ L 5T, 4 J1.58x 10°
mmol/ L AFHF, 54 3. 16% 10° mmol/ L & & H1F.

Figure 2. Expression of ICAMF1 mRNA by RT-PCR in Anr
lodipine groups
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Figure 3. Comparison of ICAMF1 mRNA expression by RT
PCR between the two groups
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L A3, 16 x 10" mmol/ L. % F& FI| & & 3 ~F ) 41 i 25
PEFEF, N 2055 7% 40 B o i) e R B AR T he v
HSF, 230504 5. 26 x 10 mmol/ L 1. 58 % 10 mmol/ L.
3.16 x 10 mmol/ L. 5 W EEHl 2 10 1%, HIRATIN
SR P b 45 38 T L 7 X6 TCAM- 1 #0876 FH 6 AN [
FHASE BB AT A A3 R Cominacini 251°)
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