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Study on the regulation and molecular mechanism of octreotide on human
liver fibrosis

JIANG Ya-ling' ., ZHOU Xian®,LIU Wei' ,YANG Wei-zxing' ,FENG Wen',GE Ying®
(! Department of Gastroenterology,the Affiliated Traditional Chinese Medicine Hospital of Xinan Medical
University, Luzhou 646000, China;*Department of Gastroenterology,the Affiliated Hospital of Xinan Med-
ical University, Luzhou 646000, China;’Department of Neurology, People’s Hospital in Mianyang, Mian-
yang 621000, China)
Corresponding author: ZHOU Xian, E-Mail : zhouxian68@163. com

Abstract ; [ Objective ] To study the effect of octreotide on proliferation, apoptosis and the expression
level of STAT3 and SOCSS3 in hepatic stellate cells LX-2, further to discuss the possible regulation mecha-
nism of octreotide on human hepatic fibrosis process. [ Methods |[.X-2 were cultured in vitro,and were in-
tervened by different concentrations of octreotide(10 *,10 *,10 °,10 *mmol/L)for 24 h,proliferation and
apoptosis of LX-2 were detected by MTT and TUNEL, the expression of STAT3 and SOCS3 protein were
measured by immunocytochemistry,and the expression of STAT3 and SOCS3 mRNA levels were detected
by RT-PCR. [Results Joctreotide can reduce the proliferation of .X-2,and promote apoptosis. At the same
time,octreotide can enhance the proliferation of SOCS3 and STAT3 at mRNA and protein level. [ Conclu-
sion_|Octreotide may inhibit L.X-2 proliferation,and promote apoptosis to delay the progress of liver fibro-
sis,and the effect may be through inhibition the expression of STAT3 and SOCS3.
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il Z2 B R 0 R, 30 ) B 45 HSC %5 2 Fh 41 it 3%
B VE R . SR A ] HSC 34 51 1) 43 7 BL I i
A2 EY, WA BFIEIESE, JAK/STAT3/SOCS3
15 5 300 [ BB 0 1T 400 M o R R G T E R i R R
G AR EE SRR B, AR
FERIFFE AE B A SR 2L DR 40 e 36 Ak 39 2 R T
Ht STAT3 Fl SOCS3 1Kk 284k, Bl ik 4 /5 H
Tt PRIG ST £ 2 Ak 4 At 5 22 3908 S 30 R 40 .
1 #E5H®
1.1 #H

JMF AR RR LX-2 W [ b v DT A W R 5
A PR F TR B O SR VA E B R A 25 R
AT 77 (Novartis Pharma AG) . fit #E SC 5. E 25
T H20090948; MTT 4 i 3 78 45 i) 28 57 & 0 T
i E = KN E], Tunel 26360 1238 50 & W F 36 &
Roche /A ],
1.2 J5ik
121 A0S Fesrdl & 10% B4 i id i
DMEM K5 3% W 55 3% LX-2., # i A B il Jik ik )
(107*,107*,107° .10 *mmol/L) A [a #4743 41,
1.2.2 MTT & HMBEEHEHEA LX-2 400, 2
O JE B 510" /ml %) 20 2RV, o 200 A o 2 il
F] 96 LA P (A FL 100 ub), 5537 24 h 15 40 i 0 BE
Ja o, Ay AR R B BRZH (1070 107 107,
10" *mmol/L ¥ EA) , A K 6 & FL. Hp Xt g
A AFFLINA 100 ul 38 B 72 AR , & 414k 22 Bs 5%
24 h 5 3R IHER R A JE L3 1 DMEM 90 ul/
fL.MTT ¥ 10 ul/fL ARSI G 4R S35 5% 4 h, R FR
L MA Formazan W 100 ul/fL, B 2027 B4
55T Formazan 4= #8% ff » FH BE A5 11 2000 72 45 FL
570 nm P BIOGE (A {H) . 3% T A A X

R 40 B 0 R = (1-32 541 OD fH /% B4 OD
) X100% .
1.2.3 TUNEL %67 BUAMEHk E A 5 X 10"/

ml ) LX-2 M ESIABANCHE, F4ARERE
80 Y AE A El A B, B G 1L B9 DMEM 5% 3% W IR 4

1k 24 b, 4 BRAS [F] o B2 3 by ok BRZH A Bl IR 4 B
Hik 6 ZI. HTLUAY T 24 h, EREZFMT,
4% Z B H R E E 15 min, PBS 28 M ¥k 5 min X 3
3TN 0. 2% TritonX-100,2°C ~8°C vk FAEH 2
min, # TritonX-100, PBS Z W& % 5 min X 3 K.,
e UL B A EC ) Tunel 1R AW, &5 7K 2 3% A 60
ul Tunel R AW, 37C &+ E LM E 60 min,
PBS ZZ M BE 5 min X3 WL M1, M DAPT 4 (4
2 5 min, PBS 28 M ¥k 5 min X 3 K., PP K
FE R B E SO B AR IR, Horh e o T
Y MR, W AR A T AL ORI R R, TR
O=TT-408E/ S H X100% .

12,4 fRgEdipafbey: BOSFLARIE RN LX-2 40 i
HEAT I B, 43 o A B8l BR Ok R S 1077100
107,10 “mmol/L K535 3 J 25 0 BE B 35 3L, 4k &2
Higt 24 h, R PV Z 04 STAT3 F1 SOCS3
B, — P RPN STAT3 Fl SOCS3 Hi &k, —Hi
J BBt A, R ] DAB (5, 5 H0RE WL 5%, 4 K
R REHLIE E 5 4> B 40 IR (< 200D, il ] Image-
Pro Plus 6. 0 FEUE 5 B8k (4F 647 B 45 5 53 #r
1.2.5 RT-PCR ¥ RH TRIzol —# ik H4S 4
20 A RNA, FAZ 2 88 10 A0 5E RNA %7 3 &
afi g, OD260/0D280 ¥ 7E 1.8 ~2.0 Z [d, *H
25pl MR R, Lh GAPDH fE R 8 23, RNA
B cDNAL.GAPDH W K594 { Applied
Biosystem /A &l . STAT3 K& SOCS3 5| ¥t L 1 5
A TREAFS RGP IIILE D,

PCR W AR & . 2 X Taq MasterMix 12. 5pl,
FWEBIY L opl, TSI 1.5l ddH, O 6. 5l
DNA #EHg (cDNA W) 3pl, I 564 M- 94°C i
A5 PE 3 min; JEFR AW :94°C 30 5,55°C 30 5,72°C 60
s> 3L 30 ANMEFR; 72 CHEIEAH 5 min, HLIK 73BT - B
5pl PCR R 7= 4 28 2 % 35 i A 6 PR 9k » &5 R il
JHEE I A F GE AR » SR T &E I 53 B 3R A i A7 IR
{H 07, 4 20 L STAT3,SOCS3 #5731 A
GADPH 34T B BE AR 68, HEAT 5 & 1 L (e %R
H 1 3 A X R ik i

% 1 STAT3 % SOCS3 3| 4 J7 7l

A JF 4 P E (bp
STAT3 G E) 57-CCT GAA GCT GAC CCA GGT AG-3’ 133
B El Ll 5-TTC CAA ACT GCA TCA ATG AAT C-3’
SOCS3 G T 5’-TCG CCA CCT ACT GAA CCC T-3’ 247

TR 7 5

5’-GGT CCA GGA ACT CCC GAA T-3’
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R SPSS 17. 0 Bk AT S8 13 43 BT . 45 L
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2 H#R
201 By KR I L UK 40 i 4 B ) 5 )
MTT 2558 o, 5% M4 He g, Bl ik 7E 10°

~10 "mmol/ L ¥ i [l P S22 v 85 A58 1k B s i) 4K
A LX-2 3 A, Bt R v R B L T N (]
Ko H AR LX-2 40 i3 56 00 VR FH 5o . 45 41 18]
ERAGIFE L (P<<0.05), 1L 2,

2.2 B OGO AL BR A48 A U T 9 5
TUNEL ¢ 6 ¥ 45 5 Wow . Bl ik o] DA i
LX-2 P81, bl B gty R v B2 A 385 n 1 390 i) ) S
LX-2 JH T 3B Wi & 4| 22 5 BAA gt X
(P<C0.05), 45 R W%k 2,8 1,
2.3 RT-PCR &% £l STAT3,SOCS3 mRNA fY
ik
RT-PCR LR IR, 4 OCT 41 STAT3 mR-
NA.SOCS3 mRNA % ik & ¥ 8 & K F X 1 41,
STAT3 mRNA Fikit 5 OCT ¥ B ALIE Lk, SOCS3
mRNA £k 5 OCT W E & 4R IE 2,

* 2 BBk LX24 08 MTT EXME ZFE W E Y

20 51 AfE =/ % 24 h T4

X R ZH 0. 939-0. 040 — 4.998+0. 780
10~ % mmol/L 0.81440.037 10. 50043. 97 9.13240. 808
10~° mmol/L 0.71540. 029 23.834£3. 04 11.836+1. 052
10 "mmol/L 0.65340.032 30. 415+3. 42 14.71441.185
10"*mmol/L 0.55140. 044 41.36344. 68 16. 346 0. 643

A3 B2 :B:10 “mmol/L;C:10 *mmol/L;D:10 *mmol/L;E:10 *mmol/L,
B 1 Tunel %675 00 AS [ v 5 B0 il kot LX-2 40 B 0 1= 19 5% iy

N
=
=
o

=

24h stat3

24h socs3

. .. . e e
24h WZGAPDH

N EEHEIRRA AR .10 mmol/L.10 *mmol/L.10 *mmol/L.10 *mmol/L.
B 2 RT-PCR # i 5 i Bk % STAT3 mRNA.SOCS3 mRNA 33k (9 5 1
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3 it

JAK/STAT (Janus kinase/signal transducer
and activator of transcription-3){g 5 18 } M H 11 4
AN LR ¥ SOCS3 8 8 410 ) 41 A ik 8 AR 75 2 4
JRLgR T B R A M AR PR B2 e
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i v AT LU S b 9 A T ) 2 B AN Bel-X L
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