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Abstract

AIM: To investigate the effects of octreotide
(OCT) on the contraction of endothelin-1(ET-
1)-stimulated hepatic stellate cell (HSC), and to
explore the changes of intracellular free calcium
concentration ([Ca™']i).

METHODS: The changes of fluorescence degree,
cellular area, and the [Ca®]i that induced by
OCT and ET-1 were observed by Fluo-3/AM
method under confocal laser scanning micro-
scope.

RESULTS: Low concentration of OCT (2.5 mg/L)
had no significant effect on the contraction or the
[Ca™]i in HSC. However, OCT at concentrations
of 5.0 mg/L and 10.0 mg/L significantly reduced
the [Ca™]i immediately with the rate of 36.59%
and 39.13% at 10 min (P < 0.05), respectively,
but it had little effect on the contraction of HSC.
ET-1 (10 mol/L) caused a transitory marked
increase of [Ca*]i in HSC, and a significant HSC
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contraction. OCT at concentrations of 5.0 mg/L
and 10.0 mg/L inhibited the ET-1-induced [Ca*']i
increase and cell contraction in HSC (P < 0.05).

CONCLUSION: OCT can reduce the concentra-
tion of [Ca®]i immediately, but have little effect
on the contraction of HSC. OCT can inhibit the
ET-1-induced [Ca*]i increase and cell contrac-
tion in HSC.
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Fluo-3/AMML0CT. ET-14~3#HSC [Ca’']i
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mawda 03815 A TS 45 8, T T IR s, 24
AT eI 5 N : NTE=) /. N
w2k AEEBISCRL, BRI (hepatic stellate cells, 10 min, WAL KL TIRLAS (LI BTG [

HSCs)Wli At Ja 4 e ) 3 o, R VF2 L8 TS )
FULA WA B ET sk DI RE, 25 1 AR 1)
A5 M TRk = s (portal hypertention, PHT) 7
R, B8 K (octreotide, OCT) & N T I AR A
S PTH B bk oK il 28t if 2248, HHAE HIAL
AN T8 4T A FRATT N F O 3 5 A W R
(laser scanning confocal microscopy, LSCM)$; K,
5T B PO TR A IRTH S C s 4 fig 0 s, &
FERR VT B IRV T PTHH R R o] BEHLA,
i JPACFRD M DA 2 FH B2 (AL F B AR

1 #RIATSE

1.1 #4t RMPI-164015 553 4 38 E Gibco A\ 7=
b W #E-1(endothelin-1, ET-1). I FEHK
(dimethyl sulfoxide, DMSO)I [ & [H Sigma /A 7 ;
BRI A B L o e 244 B 2 W P Fluo-3/
AMIE HEFBiotiumA &), EEALEAT Ak
TR IR . WO R B Bi(laser scanning
confocal microscopy, LSCM).

1.2 7k

1.2.1 mekkeg 3. e TR0 bk
CFSCHIZEE Greenwel B bk I S, H.Z M
EAGITHSCs. 40 E T 5100 g/LIf 2R My 1
RMPI-16405 35, 37°C 50 mL/L CO,4FF
BigE. B2 emX2 emiE I H UG HCE AE35 mm
BEFEILAN, 41 B4k )5 LL1.0 X 10Y/m LI %5 i #%
il 2 mLfI &€, Br FRA46 7 & 42 40 MU 80% Rl &5
I, FEEETRUL, AN F G A 3 1) 40 M % e 4k
ERi9R24 h, AF0 RIS AR R AL T G S PRk
17525

1.2.2 455 R84 09 T B 59O E Fluo-3/AM
F2iDMSORE /81 mmol/LI¥fik 59, —20°C ik
JeARAE A . 928 T LA37C Pl Hank'si1 mL
BRI 959, I\ ADM SO fi# {1 Fluo-3/AM
5 uL, RIS A TG 30 min.

1.2.3 LSCM#&MIHSCs[Ca™ i 5 5 28 4111 240 it e
F W 2= AR i, TP Hank s SR 7K, F 3 4%
TR BOE B/, R TENE B F s
i, INA500 wLE{1 mL Hank'si, i FLSCM
M & b, U1 AR R AL P 5T A Ok 3 e
RZS, KEHCA K R UF 152-34N 41 it Ak e A R 5%
MLEY, R B K488 nm, KHF# K530 nm, 401%
W, xyt 5 X, SRS ECE S B
o A8 M 3R AT 3% SR B A . AR Al o 259

FEK 2225 min, TR LI EE 10K, FEASBEAAH
MR IR, ET- 129K 810° mol/L; Bl k£
WRESr50°42.5, 5, 10 mg/L.

HSCs[Ca™ il 5 )% FIFLSCMPTHL
H S B % AF(Leica confocal software,
TCS SP2) VI %G 5 A X, 5 650 A,
[Ca® Jifiis. [Ca® TiftI74 b FIFluo-3/AM 5 Ca® 4
B G DGR AR S B R,

[Ca® 1i%¢ G BE AR AL TT 22 $2(%) = (F-Fo)/F,
X 100%

FLARF LS CMI & IR 38 AN 41 i 1) - 1) ¢
SRS, Fooy 25T I[Ca” i R
1.2.4 HSCsHk % 69m) 2 4 04 ik 0 & 40 g
R (4t M ) e A Jl 08 ) 5 4 i T R g 5 ke U
fili. FEMNAN M A Ca® IR LI, R BOGIRE R
BRI B RIA A N AN 259 5 A
MREAR K TR AR (. 00 B 45 R IR)— 4 g
A FIERR A TR TR ALK,
AR TR D = 8% AT I k4.

TR (K BE) B A1 F 93 20(%) = [So(Lo)—
S(L)J/Sy(Lo) X 100%

LS (Lo) A 45 2 5 i At TR AR (B BE), S(L)
s 2 Ja A0 AR (K ).

St AR B LA E + bRk % (mean
+SD)% R, FIHSPSS 10.0%K 4347 G v 5 #r.
% 2 ()35 B0 22 S 0k LU ARCR PR DR 36 22 40 M
(one-way ANOVA) Kghsii. P<0.058H Gil+

2 BR

2.1 HSCs#Ca® s t% LSCM FCa> if% (JHSCs
AT U TR AT T ARRAE, [Ca® ik
FEE B v I b 40 A O R 9 G B 89 R, O
SRR R [Ca TR I o, 2 WA, A%
S HSCs 5 Fluo-3/AMWE & J5, T 41 fu 8 4 4
th, HAA M) 2O om B A —E(EIAT, A2).
2.2 LAk ATHSCs M Ca IR E BOK 4 49 % h
2.5 mg/LA IR HSCs Ca® W . 40 g
TR e KK TC 2 52m. 5.0, 10.0 mg/LALGEE
AN %15 EEHSCs N Ca™ WK% 2% F %, 10 min
I3 53] R B8 36.59%4139.13%(P<0.05); XfHSCs
AR RETG 2 2 5 (K D).

2.3 ET-13HSCs M Ca’ ik & Ok 45 89 % 7% ET-1
BESIALHSCs A [Ca® ik 8 1 W 2 i T s, A7
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1 HSCsBICa™REAIRYE. A: T1EiFluo—3[UHSCs
L. Al: 1 zoom; A2: 4 zoom; B: HSCsHIIK4E. B1: XHEZH;
B2: ET-14[%U52 min.

HSCsIHIR M 5 K BLAR B 308N (R2, KB, B2).

2.4 S ARATET-1R1 A HS Cslk 45 49 % v B2 il
JR TSR —Be iR S, FRIIAET-1, {##3HSCs
PI[Ca™ Tik P AR ARG, TR B d KK 3 A8 A ik
/NER2). B IR REAS I HIET- LXTHS Cs L4 1 H.

3 1iE
JHEAEPHTH) £ 25F ROE—— & . B KK
i A 2R L O™ T WA R K A . PHIT H
P I BEL g 184 I A 1Tk of v i B 22 R, R
JHA TR 46 2 PR 3R 02 I 9 L B O B,
HH S 3 T i R R i Dk PR £ AR i R . PR
ST G A SR, 2 VIR I,
AN 23 G5 R0 A A 55 1] 5 BT 35, i HL 48] AR
DAL 200 JH P LA BEL g 38 e — e AR T
i A5 BEL 5 PT A R 28 25 P 1R 20-30%, 1t W HF N
LA B g A2 T SRR, HE P LA BEL T 38 S 43
FH JH- P I3 B 5 ) 38 5 1.
HSCsIIRFHRAR AL S BA IR F &y
SRRFE, P T HOO AR R
76, HSCsH 5% 4 S A E A ) S28E T Disself]
B, 290 SO 20 M Sk B 5845 52 4 B2 Al e, T2 R
o )R SERE HSCs L AR A AV R 2 LA 75
HEN TSGR, 3K e 30 7 A HAT T R
RGN, R, WEAIHS Cs7r i 45 14
HEUR R AR S, TG 2 1R, Rz
Fw, HIFHEDE; IFH, WSHHSCs#Kika-F
W WUVLEN E 1 (a-smooth muscle action, a-SMA)
Meidae, “HWAET o XRES D, =4
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fRERE BRKER

B (ug/ml)  Ca™REE
HOTME - FEER s ) ES o

WIRH 63.41 +8.09

ERHDAAAH
2.5 56.19+£5.23 220+1.23 4.32x2.21
5.0 42.62+6.54° 5.96+1.31 6.42+1.30
10.0 40.21+5.35° 4.43+£152 7.25+2.14

*P<0.05 vs NIBZH.

BREERE ARKER

243

»4 CORERE | mha ) wEHB W
PNHE] 63.41 +8.09

ET-1H 135974612 20304521 20524517
(107® mol/L)

EREBAK

28 (ug/mL)

2.5 130.34+5.03 18.28+6.12 18.40+2.36
5.0 90.24 +5.63" 12.08+2.64° 12.38+5.20°
10.0 85.72 +3.65° 10.45+1.72" 12.45+1.71°

°P<0.05 vs ET4H.

G5 K6 PR S T 45 A e 1 2R ABL T HAth 2% B b i
I ) A B A L, HS C s A A 78 I 52
RYESMEMMFEER. Fx, BHF0ES, &
HSCsxXt 2 MU ETH R B, WET-1. 14 KoK
% I (angiotensinII, AngIl). /055 A4 ik (atrial
natriuretic peptide, ANP). —2% £ & (nitric oxide,
NO)&E = AW 4 sl &7 5K S8, HAHET- 1 fe A1 340
1, I 5T fe 22 R L W 4 TR 36, A,
JFF52 P9 B2 40 il (sinusoidal endothelial cell, SEC) &
JENO. ET-1#/, MG LITHSCsfINO. ET-1
RN E A WA 7, ET-138 N E S i 2, =
FHSCsHL A5, BEFINOL ET-14E BP 4 B
IR, 76 A G P B 0 R Ak e v R TR
BEHP. T ET-VR R #E A F SO HS Cs 2
FIARRCR, FT LA, BAT 75328 FH A A R 3%
WEFTR B, HSCs G A 72 11 b 25 4 i
JIE LA e R AR P Ca” il 3B (L-type voltage-
operated calcium channels, L-VOCC)[#)_E i,
Ca’ {5 " i@ 12 T HSCsIL 4 % YIAH G, FEHSCs
e R b, Ca® {5 5 5 Sl i T B terhofs
W R RAE Y. ARSI R, ET-15 ]
HSCs & 2 ¥4 LL X HS Cs A [ Ca ¥k J3 2 4 1T
BFEMTEE, 55w 45 1 — 3
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Bl Rk KA K P 25 (somatostatin, SST)
KAL), Corley et al™ AT\ MetaZp Hr W, 7
TRIT B RO R T T, JE e T AL 2
AR S RS AR T 0 Fs 22/ R s 255 i HL
SR BN TR AE Ay B AL AR 4 LT T R B R T
LB it IR B ACP H T 1R A FH AL A v AS 58 40 28
Escorsell et al™ il ¥ i ik} VB2 ) 27 1 s i 10k
AT T RYIREST, i bk i B ik mT 5 | JH i ook
F JIRRIE 77 Ik R DR PRI, (HA )
fHh PR HS Cs M4 5 Ml 1R 40 R SF E s /.

Ding et a/"" R I i Bk g 65 PR IKHS Cs Y
Ca’ ¥R B, (HAREPHB LA . ET- DRI Ca™
AL TN, B2 Bl A R AN e B ISTH S C s i I
L-VOCC, WAAEBHLITHSCsi 45 HEET- 15244,

AR YA 5 TR) A S I Bt K e 8 R 221 B I
HSCsHCa” ¥, 5.0, 10.0 mg/LL 5 5L T
32.78%, 36.59%. {H B {JIRATHS Csifi R J K B2
SEMAN R TS N S il IR AVE L — s IRl s, 4
il TET-DWHS Csi it Hl, A3 HSCsffiCa’
WL AT AN KK AR

W R, MHSCsififba Rk AEKIMNEZ
A (somatostatin receptors, SSTRS)1, 2, 38%2, 3,
SUM i NRIF B3 )5, HSCshik ESSTRSZR -
W, KA N AEIHSCs ik 1-1-5%SSTR S
2RI, JF HSSTHEW @ 1T SSTRIHMHIET- 1541
WHSCsIrl ™. B IkxISSTR2, 3, S¥I1i %
F U G AT RS HS CsfiE | 1SS TR S AL
HSCspCa” W, MiiHIE T- V4B FHS Csfr)
WC4s, BEARIF N BE D) B 1 Tk .

BN, AR YFSIE S IR B A HIET-15
EETHS C s i/ H, 3K Sy B IR Fra s R . F
FEALH B 4.
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