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BRoois, ik M, ZETER, AR AR

HE BN UIREOKEEBEER 1B(PTPIB) 7 8 i ik
(OCT) 377 K BURF 4 4k B e /R FI AL, B X8 R 0
JAK2-STAT3 {555 @ . Ak HARREVLG R
F4H (OCT 40 MR, RIE R OCT LHR B T iAo
RBR (CCL ) BEE T P AP LY . 157 8 G, R A,
EEEh AT e M A (LR AR SR
(TBIL) N EBMEERBE(ALT) XLARALELE
(AST) R KB EHZE E (ALB) . ELISA 5l 8 % K F,
HE ¥t fa W8 T AL 3, S R AL R P A B R R
SZ 1K (Ob-Rb) Fy 3% , BR7K A 2% I 2 AT HE 2 i 20 BR ( Hyp)
&, Western blot B4 iMAT4H 2N PTP1B JAK2 ,STAT3 ,p-
JAK2 p-STAT3 g K ik, R HE M E, ERHARN
OCT %0 4 Bl 7 % TBIL, ALT  AST 7K L FH(P <0.05),
ALB /KB B FEAL (P <0.05) , MmiEM & FHANBER
98 EFRRBEM(P <0.001) . AL Hyp SRR A
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B (P<0.05), BRI & OCT 4] JAK2 .STAT3 Bifg bk F
BB & (P <0.001) , OCT 4 58 RI41 L&, BTk A=
Rt EN R AR TR R IEEES B (P <
0.05) ,HF4H4I M & Ob-Rb F Hyp & B (P <0.05),
JAK2 STAT3 BEER{L /K T HAE AU 39 4 B AR (P <0.05) , 1]
PTP1B FRiAEM(P <0.001) . #5ik RiA OCT fE—E R E
F IR BUFLELRRBE , WA AT B 47 . HEI LA 2 OCT
Wit A PTPIB, 0| T8 2 & JAK2/STAT3 {5 538 B /9 {2
FFF 4L, A B BIBUF A AR E Y .

XA EE WK EOBERUERE 1B;JAK2/STAT3
hESEE RS575.2

XEERET A IEHRS 1000 -1492(2016)04 0501 - 05

AT B AR 40 Y ( hepatic stellate cell, HSC) #iA A
AR RSP A ERERA ., EHEES
BOHAE B9 153 47, {5 HSC B8 ¥00E 3 7 4 40 i AR AL
Ht, 98# 598 E 524K (obese receptor, Ob-Rb) %%
4 BE TS 588K JAK2/STAT3 , 257 HSC
BEEAE A . B REAMRBE A 1B (protein
tyrosine phosphatase 1B, PTP1B) /& JAK2/STAT3 Y
AMERER T . ERMEE MMM 4

Apoptosis of HK-2 cells induced by high glucose

and its regulation mechanism
Yuan Yujun', Duan Huifang® ,Hu Zhijian' et al
(' Clinical Laboratory ,* Medicare Office, The Affiliated Hospital of Jiujiang University, Jiujiang 332000)

Abstract
mechanism. Methods

Objective  To investigate high glucose-induced apoptosis in HK-2 cells and its possible regulation
HK-2 cells were divided into three groups and treated as follows; normal group,high glu-
cose groups, mannitol groups. The cell proliferation and apoptosis of HK-2 cell was analyzed by MTT, flow cytome-
try. The expression of Bel-2 and Caspase family proteins were studied by Western blot, and the activity of Caspase
family was analyzed by ELISA. Results High glucose could inhibit growth of HK-2 cells. Moreover, high concen-
trations of glucose could also induce apoptosis with the concentration increased more obviously( P <0. 01). Western
blot showed that high glucose down-regulated Bel-2, increased Bak, Bax expression( P <0.05). Conclusion
High glucose can inhibit the proliferation of HK-2 cells in witro and induce its apoptosis ,and its mechanism may
regulate the apoptosis of HK-2 cells through Bel-2 and Caspase families.
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FR5 5 ) 2 B, BERS VR S AE et R . HRTE
it b8 HSC i) PTPLB, 31 #l JAK2/STAT3 %2
1k, AT %] HSC BYBIE " o A MR 264 B i
JIK Coctreotide, OCT), B # F FI8 97 I'1 & Bk &
FECT, RIS R, OCT REREARAT 47 4k K B
FEEREZERMRER, MBEFREANRE. ZLh
W HE ST AT AR AL, SR OCT X R M EHFS
WPEAN PTP1B FiA BN , 4:5% OCT ZEHUITAF 4L
P R .

1 #R5FZE
1.1 #HR5RH
1.1.1 %y FHiEFRFHENE SD KK 45

H,200 ~250 g, W B ZHER K2EL R shP oL,
SO AT EARMEIRBE T & N PRI 7R o

1.1.2  #H4hikH  WHE sk (CClL) R 5
EZAEAARA Al # CCl, 5B A 40% iy
BEWBK (AL 4:6), 5% CEERBATERX
BME—1k 7K, OCT(0.1 mg/ml) ¥ 8 K+ Novartis
Phama Schwaiz 4% &) , % HR B R 200 ng/ml AT K&
ST ; 2R (hydroxyproline, Hyp ) i & ) H
BB TR B R ELISA K5 &l A
L E AR AR AR RIS R ERZE
YUk B b 5 B 2\ ECL K77 & | B-actin L)
FARRL 4 B b 5 A2 4 7 A ] ; Western blot
FFE—4$1 (JAK2 .STAT3 . p-JAK2 .p-STAT3 . PTP1B)
W % E abcam 27,

1.2 EWAHZE

1.2.1 #HHhorardE HRESTHZTHEA.
OCT 41 FAIZH , 4 15 H, OCT A% THEEET
&t OCT 100 ng/100 g, HK 2 IR, =5 A MR
MG TS EATIR K, R A
HAEYTH T A Ja A& v it 40% 1y CCL, R
TR A AW (A3 B G M S E Aok, i
DU OB ARG ERAL L T IES) S M
R B IEE . BUESHIER 0.5 ml/100 ¢, 4
FHREN0.3 ml/100 g(FF3 d EH 1 1R) .
Sy S5 PR I AR TR SR, 5% SR
VBRI ME— R R K CERACIR A FE IR 8. 2 B T Rk
FELAEE SRR K)o 2 B ST | A
FRER K, B AR R ROK MR SR . IR (A1 8 J], 5K
Bt dWEEKE, AT AT E,
1.2.2 HARE RKRHH 24 b 5, LB LEH
s RIS, RS E B KGR I, 4 °C UK A 120 min

J&,14 000 r/min 8.0, L EEMERTF, HTFiE4
Kl FFAME L cmx 1 em x1 em FFEHEY,10% H
PERREREIRE . A U [ /NP ZE, - 80 TR
o

1.2.3 hxFdal ASMEAITNCZRE
MRESE —WEERG KR ML) M E ST R
(total bilirubin, TBIL) . N & B2 & K ¥ ¥ i ( alanine
aminotransferase, ALT) . K& &8 E ¥ L5 (as-
partate aminotransferase, AST) & K B Il /& B & 5
(serum albumin, ALB) &8,

1.2.4 BESFAFAEFNE HEEEE,FEA
LEHMANEE Y HE e B8 b % B
VSR A AR A AR

1.2.5 %R EALE E4 Ob-Rb 9 k& S
ZH L2 B W 2 K U R & & Ob-Rb R ik,
¥R BT Leica DM4000 Y% & 4 8% T WL 5,400
BT IR AL 5 ML IEF , & F]
YW 2 bR B TR L BHPE 4 i, Leica DM4000
BETIAER, TAER G M B 8 A Image ProPlus 6.0 [
o RGP 6 E (optical density, OD){E,

1.2.6 #AzFaREREME BORKBEIFHZA 20
mg, Il A 500 wl RIPA 4 il 5 i V0, B 38 51 2% 5
¥,8 FrKE2E 30 min, BLHLHIR ZE 4 C,
14 000 r/min B.(> 10 min, Bl E¥E WK, BCA B:E
BOWE BEAEO LR KiEARE
H4r &, fil % 8% ~10% SDS-PAGE #1T&E HH
¥K,120 ~ 160 min ¥ E O3 PVDF £ F,3% ~
5% iRg ik 37 C M 2 h, —$1 4 CHRIKFEF i
. —PLHkES 55 PTPIB(1 : 500) JAK2(1 :

1 000) ,p-JAK2(1 : 1000) ,STAT3(1 : 1000) ,p-
STAT3(1: 1 000);TBST ¥Ef&3 ¥k, TBS ¥l 1| )5
KIRE T i, BB FE 1 ~2 h, TBST LR 3
W,TBS YEME 1 k)5, M ECL &Gl & & .
Quantity One 344347 5571 IR A -

1.2.7 ELSA w2 aF&%4% HREAFNE
AR B AT A, FIEEAAE 450 nm KT INERE
ARG R, BE S X BRARME R eIt M R &
Ho

1.2.8 ok faxal AT Hyp ¥ IR &
VOB B HEATEAE , FIEEARXTE 550 nm T2 REA IR
JCEEETTR L Hyp &8,

1.3 St A SPSS 17. 0 8R4 #17 704,
BARU x =5 Rom, BRBEFTZHNMIT 2418257
i1l , LSD B i#kAT4H 1) P R LUK .
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2 &R

2.1 KRR BRIH 3 R Y AE SRR
MR ZEMPET;0CT HIET- | Hs 5 HA KRG .
IRBUOKTTRFE KR LT, (R R B s # &)
DUAFRETC R KB 2545 , (0 1R 2008, RO, D&
R BEAE L 2T, ook, BERYAH K BT 8T CCl,
BRI, BRI %, B A T4 IREHRK
TRETURL s A DL A B e 00k, R KRN, %
G ILR/NAEI ST, IR RH B K, OCT 4
KRR, R E OB R A O B o s ) LA
A28 T R CHE , (IR0, FRIE 45 1T B R 41 B o,
L BUR BRI R BE N K o

2.2 KRMFRXEGTURFALKS Hyp 8
T SEAHE, EAHM OCT 4im ik
AST ALT TBIL  fiF 40 4+ Hyp & & FF &5, ALB [&
K, ZRELKIT¥EEX(P<0.05); SEAHE,
OCT 41 TBIL AST . ALT #1 Hyp WH &, £/ E 5
EBEX(P<0.05), 55 HAKK, HAHM
OCT HEEREKEWE A, ZFARITEEX
(P<0.05); 5HERIL L&Y, OCT 4H 9% 2 /K S R,
ZRAGFITFE L (P<0.05), Wk,

2.3 FERSEHRN HE REE/,R, 554
8, RS LE AT A0 HE ) ZE L, BB AT A L ROBR AR
HE I REAR LA B SUIRIRFE s G5 4 AR 12 36 A4 G 8 T
NI TEH R /N /N B, o e B A A sl sk
N, OCT 44sHiRs A B B ofGE , 4 mIBR AL 481y
BN UL, AR 1 2 IR T RR BT O B, P A A
PEIRSER B, WE 1,

2.4 JEERK Ob-Rb §IKRE & X Ob-Rb HyFiA

A B (&

B 1 BFEALK HEff %100
A B OCT 41, C. BRI

L HSC AR5 FIMIRES , S 3046 (o 40 WUk LR, 25
A AT 20 P JC 28 55, BN R JFF 52 1) B Ao e Joi 4 i
P RICEX AR BFREIEZ R AL BRI S
# K Ob-Rb FIARH B HEIN, FE ILF HSC Hh, FERF
A X PS8 | I8 T8 [ 9% K& B Ob-Rb ik
%, SHERH L, OCT 4 BH M 2 35 W) B B 5 b,
HEHB ERIKR N (0.37 £0.07) BRI (0. 57
+0.39) 1 OCT £ (0. 49 +0. 24) ¥y Hy 2 (4 41 A B 1e
m,EZSASIT¥EX(F=25204,P<0.001); 5
REBUAA L, OCT A R R ERRIK, ZRERITE
BN (0.57£0.39 vs0.49 +0.24, P <0.05), =
2 Ob-Rb 3K & 4 (0.38 +0.09) , I 4] (0. 55 +
0.04) 1 OCT £H(0.46 +0.05) ¥ .25 (9 41 BH .38
M ERAESRKITFENL(F=10.899,P<0.001);5
BAULH s, OCT 41 Ob-Rb FRIAKR{L, Z R A 4t
28 Y.(0.55 +0. 04 vs 0.46 +0.05,P <0.05) , IH
2,

8D E Gt |

B2 BFALKFEER Ob-Rb RiX x400
A4 B OCT 4 CBERIZ ;1 . 8 K ;2. 0b-RD

2.5 FFEALNEXEOMNRIE BAI4 PIPIB &
EMRFHMBA (P <0.001),0CT 4 PIPIB %3k
FMTEHHA(P <0.05); BIEI L4 F1 OCT 4 p-JAK2
BEAHM RIS (P <0.001),ifi OCT 4 # &Kk
BRI PR AR (P < 0.05); B %I 41 f1 OCT 4 p-
STAT3 ik H4AH B 75 (P <0.001) ,0CT 41
B RIHREC(P <0.05), WK 3 4,

£1 KRME TBIL AST ALT ALB EERAARAF Hyp 8B (n=12,x +5)

Wik THA OCT #1 L EVE] FAi

TBIL( wmol/LL) 0.61 £0.07 1.62 £0.33* 2.01 £0.31°* 75.043
AST(U/L) 101 £ 13 370 £57° 470 £50°* 185.036
ALT(U/L) 37+5 196 +60 * 294 51 ** 81.375
ALB(g¢/L) 36.19+1.73 26.68+1.84" 26.49 £1.69° 99.977
94 % (ng/ml) 8.24£0.37 10.62 +0.87" 11.75 £0.95** 53.398
Hyp(mg/g) 5.43 £0.65 9.45+0.78° 11.12 +0.93 ** 136. 328

A A * P <0.05; 4 OCT 4 L8 “P <0.05
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B3 PTPIB RiXKF

P AE:2: 0CT 213 BERIA 52 AL b

OCT #1 L4 :* P <0. 001
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p-STAT3 ———— '
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ki
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0.0
1 2

@4 STAT3 p-STAT3 JAK2 p-JAK2 FKikskF
1S 142 OCT 4153 BERAL s B AR T 7 7 P <0.001 5

5 OCT 4l 1LE% " P <0. 05

3 itig

CCl, 5 T2 MUNFET 2 e 7Y 2

BRIz

RIEAE T i . ARSI R 7 i30T i 4% A R AT &7
Hefe iRy TBIL,ALT  AST H1 ALB J& i )i AT
TIREME B 5 4n. Hyp AR B PR A M EE
2, i T T LT 4E AL it AT P 25 B2 08 0 A4 180 4% A e DL &7
Y, AT Hyp B0 B nl AR R T AT 4E YRR . 5
R BR, 5EAIA R, OCT 4K BUAE R A
B, A AT DL BIE BRI SRR B Bk A A I
45551 TBIL ALT  AST R&{KBH &, iF Hyp & &
BERRAR, LR IR AR 35, AR 4 R R R SR RO/
M B KR 48 v o i OCT, #g
HEXERBRAERERE, - EBE LB 4L
R BRI LT B I T BE . P LR 41k
RRE AU EYESME RSO,
HSC 13 L BRI A i fb B A R R E B3R,
RITSCEe " SR A KA E A M HSC A5 A
G HEW OCT fERAERKMARLLY), fE—ERE
B HSC ByIE5HIE 1L, N LA — & I IT 4 4
Ve, SRR T IFRER . MR RIEERK
BMAYIEFE HSC M EEFE T HSC it S 55 MM
SEE L SRR BRI R OCT 4K B
JFE N Hyp & 8380, MyE R R IFHAFEER
HZERIKEF &L TEE S A4 RE
WYIMK. 5 OCT i, B K AT IhRETE 47
TBIL ALT (AST B & 7155 , FF£F 4 fb 45 4% Hyp 34 m,
I 7598 K K SE 38 0, A 4R 408 B A Ob-Rb ik
Mo UERA OCT ZEAR 4T 4L T 8 A0 AT ThREH %, o]
RERETHMG THEEREZHRNER. BEY
Ob-Rb £54 5 ,JAK2-STAT3 BRI EW FHEE/S
PR LM PTPIB &% JAK2-STAT3 @ fg 1k &
BIRF. Western blot #2451 8755, OCT 4H PTP1B £
Pk B R R AH R 1 A Y B B, B JAK2/
STAT3 HBEmR b F2 W /- $27% OCT nigE i T
PTPIB ik, 55 & 15 19 PTP1B fifi i 22 F it i
JAK2/STAT3 BRI 1L F2 FE RE K, 3 5 40 56 Sk "
R AR —5L

g5 L RTIR FE CCL, 5 S (1 P47 4 AL B R iy
OCT,fE8% LA N PTPIB /K W61 £ T if(E
SIE % JAK2/STAT3 (iR L. 25 & o4 /K F
ROTRFZE , HEM OCT 3 5 iZ 1 FRAL, 4 i HSC gt
SHE AL AR BE— E FRIE M ) AT 4T Ak o i i
AR E . (HJE OCT £ 3F PTPIB W KX &K 21
47 I ME—HL, DA B CH R 75 Bk a) A ) 4
WA G R SRE E— B 05T
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Octriotide promotes PTP1B expression to protect

carbon tetrachloride-induced hepatic fibrogenesis rats

Chen Yuangan, Zhang Chao, Li Fangyue, et al
( Dept of Liver and Biliary Pancreatic Surgery,
The First Affiliated Hospital of Anhui Medical University ,Hefei 230022)

Abstract Objective To investigate the mechanisms of octriotide (OCT) protecting carbon tetrachloride-induced
hepatic fibrogenesis rats and the effects of protein tyrosine phosphatase 1B(PTP1B) on leptin and JAK2/STAT3
signaling. Methods Adult male SD rats were divided into three groups: control, OCT and model group. The liver
fibrosis models were induced with carbon tetrachloride ( CCl,). The levels of total bilirubin( TBIL) , alanine amin-
otransferase ( ALT) , aspartate aminotransferase( AST) , serum albumin( ALB) and leptin in serum and Hyp in liver
were tested and histopathology changes were observed. Leptin and obese receptor (Ob-Rb) expressions were ob-
served by immunohistochemical staining. The expressions of the phosphorylation of Janus kinase2 (JAK2), signal
transducers and activators of transcription 3( STAT3) and PTP1B were tested by Western blot. Results In model
and OCT group, compared with the control group, the levels of TBIL, ALT, AST and leptin in serum increased and
serum ALB decreased( P <0.05). Compared with the control group, in model and OCT group, the expressions of
Hyp, p-JAK2, p-STAT3, leptin and Ob-Rb in liver increased( P <0.05). In OCT group, with lower leptin, OB-
Rb and Hyp expression, the injury of hepatic histopathology was less serious than that in model group. In model
group, the expressions of p-JAK2 and p-STAT3 rose more evidently than OCT group( P <0.05) , while PTP1B ex-
pressions were lower( P <0.001). Conclusion OCT can ease the CCl4-induced hepatic injury and relieve liver fi-
brosis. OCT dampens leptin signaling by stimulating PTP1B expression, which is a negative regulator of JAK2/
STAT3, and thus inhibits liver fibrosis.

Key words leptin; octreotide; protein tyrosine phosphatase; JAK2/STAT3



