+ 1048 - M EFS5IER 2011 £ 5 A% 845% 94 Lab Med Clin,May 2011, Vol. 8,No. 9

i

Leptin ZE AL SR FEHL FRERERIZFER

X AL EBRALHRBA VAR RAREFRSE —HWEERERA 650032;2. =& 4
b ERARA, R 650031)

EE] B WK Leptin 24K (OB-R) /£ 5 3o M B 35 IF 5 IF A 4L K R BT JE mRNA #9 % & 4 2,483 OB-R
EFEHWRHAF AR L AL EPOER. Ak (DEAIZENRLTZTEHIRSH4 R L (FQ RT-PCR)
FH AR OB-R # mRNA & A KT8 7 ik B A7 A W K (2) K8 FQ RT-PC 4] 3F 75 45 M B B I 48 I A AL 240 & 3t
ML # OB-R 6 mRNA £k K. A % F6 A EA R OB-R & OB-R mRNA 15 3F i #5 1 5 b5 B F= IF 58 1L 89 £ £ A
REAN=H % G ARITRE L AN IF TG A8 2 R L 2 SR MRS 5 T 5 AT AR AL B & A B R F )
A, R OB A TR EA B A OBR % mRNA £k, = 4L £ F A%t 3 &L (P>
0.05), £ OB-R # mRNA £ 3 iﬁ%&ﬁéﬂﬂf B A AL A s BB 4L W 3 B ACSR LA 3L T AR R IR B T A AT AR AL 69 K
A X ERHEARINABER . TREAL LA TOERALAL, 7 OBRTHRAS THIEWK T YR RIEIF
UG R

(X471 Leptin %4k; MWHAF; MAEL; FTHXELTZTRABERR

DOI:10. 3969/j. issn. 1672-9455.2011. 09. 014 X ERARERG:A X EHS:1672-9455(2011)09-1048-03

Research on the expression of Leptin receptors gene in experimental fatty liver and cirrhosis of liver LIU Hua',WEI
Jun-jie* ,CHEN Rui-chun',SU Yan-dan'® (1. Department of Clinical Laboratory , The First Af filiated Hospital
of Kunming Medicinal Academy , Kunming,Yunnan 650032,China;2. Department of Clinical Laboratory ,Yunnan
Tradition Chinese Medicine s Kunming ,Yunnan 650031 ,China)

[Abstract] Objective To observe the expression of the Leptin receptors gene in experimental fatty liver and
cirrhosis liver, and to discuss the possible mechanisms of OB-R in experimental fatty liver and cirrhosis liver. Meth-
ods 1. We established a method of fluorescent quantitative reserve transcription polymerase chain reaction(FQ RT-
PCR) to test the exppresion level of mRNA of Leptin receptors(OB-R) and its standard curve. 2. The message RNA
(mRNA) expression levels were measured by the FQ RT-PC method and compared quantitatively between non-alco-
holic fatty liver(NAFL) model, cirrhosis liver model and the control group. Results The mRNA levels of Leptin re-
ceptors gene increased in the liver of experimental NAFL and cirrhosis liver. There was no significant difference be-
tween the mRNA levels of Leptin receptors gene in the NAFL group, cirrhosis liver group and control group (P >
0. 05). Conclusion The mRNA levels of Leptin receptors gene were all expressed in NAFL and cirrhosis liver and
the control group. This data do not support a role for leptin receptor in the pathogenesis of NAFL and cirrhosis liver.
These observations proved Leptin receptors might appear to promote pro-fibrogenic responses in the liver. Our study
results not only provide experimental basis for us to research the mechanisms of fatty liver and cirrhosis liver, but al-
so establishe the theoretical foundation to prevent and treat all types of hepatic injury.
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A A% o B T AR 2 e T A R G R R ) 5 E TR A R
IH Bt e S DM J5 16, JGAE I8 7R M AR V) AT 25 DR E 4 IR A
WHO 1 IFG 34 .

1€ 2007 4 FPG At F 5. 6~6. 0 mmol/L [ 525 ] H1,2009
AEA 106 ] 35 B IFG 6. 1 ~6. 9 mmol/L. 20 i i 5| 48 Jf %5
FPG & Wids . 43 53 5 2009 4E 3% %] IFG 6. 1~6. 9 mmol/L.
FPG=7. 0 mmol/L % 57. 3% .34.5% . {nHAEXS FPG 4b
F 5.6~6.0 mmol/L iy NBER A7 A 36y K F 0 oo
HE JHE L I R I 45 A O S AT R M S AT A AT R
i H FPG /K-, B K IFG A1 DM & 2B 10 KU L 14 6 12 5
— AT R E W R R S B R R W S T E S LA
AIRES R Z M H M EM . X7 A 2 8 FPG; Wk 4% WHO f4x
#E (6. 1 mmol/L)AE by IE & 1 4 & BR U1 & K A v] B K X 35 43
HE A o DT 35 A 3] DA {38 ARG T A A2 o (g R IR 0 L 700
KPR LRAERBENEN . /EHIARIFG TR A
5.6 mmol/L 7E 7 Hi [X fift B 4 46 b o7 FJ2: AT A7 19 o

% F FPG 6. 1~6. 9 mmol/L ) IFG 5 DM % & iy i i 2
& F FPG 5. 6~6.0 mmol/L i IFG, AT%F H Ik %0 0 2 B AN
[f, 3¢ H H A7 1 % 1 v 9 b B3 6 H WHO #5 # (6. 1
mmol/L) , if LA 3¢ 1 FPG 4 F 5. 6~6. 0 mmol/L Ay A B, 42
BB AR A C FPG KFE AR 5IEMATIEE A S/
FPG 251k, 50 3 1 BEA7 76 1) DM B KR ™ .

AW S NBEZ DL 2 4 o [ bof 0 38 A7 e 52 A A 1 2R
T 2 /0 PR A A IS 1R] R B L BB R B FPG SR T REXT S48
N GUIY B PR A R BE S A A,

&% ik

[1] Expert Committee on the Diagnosis and Classification of
Diabetes Mellitus. The report of the expert committee on
the diagnosis and classification of diabetes mellitus[ J].
Diabetes Care,1997,20(7) :1183-1197.

[2] The Expert Committee on the Diagnosis and Classification of
Diabetes Mellitus. Follow-up report on the diagnosis of diabe-
tes mellitus[ J]. Diabetes Care,2003,26(11):3160-3167.

[3] Borch-Johnsen K, Colagiuri S, Balkau B, et al. Creating a
pandemic of prediabetes:the proposed new diagnostic cri-
teria for impaired fasting glycaemia [ J ]. Diabetologia,
2004,47(8) :1396-1402.

(4] BB k. 25 18 imoBs 52 B B o2 i R L . I IR 25 28, 2008,
23(16):1208-1210.

[5] ERWT6.™2r, # £ vk, %. 1 550 4 A 25 15 1 4 52 45 8
AP ALT]. 4R 222808, 2009,29(24) : 3270-327 1.

[6] A, bliggml, TR E 55 W w2 AR RAE —
A 5 i O TE R OB s e R ZR A AR . A e gy AR
B4R, 2007,23(5) :429-430.

L7] LW, e r 0 ok, 45, 53 I 1% =2 30 U0 A5 I B A
VARG IR A [T ] o [ 4 R B A4 2% 75, 2009, 3 (1)
26-28.

[8] iRt sr, 2=y, #E R, 45. 106 260 ] 7 M {4 A BE 25 1
A% 52 15 R FR 9 28 9 R A8 Ak i A L . v [ M JR 9 2%
w:,2008,16(3):169-171.

(e H 3 . 2010-12-05)

(355 1050 7O
B FE R R0k E MR B b . AR 5 & B IR RS R AR
J5 T 4L B Ak 48 A%t B 2R SD ok B OB-R 9 mRNA 7 K BUIT
MR RB AR ZEHMERLRITFE L. X H5EHK
SRS A —5

Zi B FTR . OB-R 18 I8 [ JIF AT RE AL 1) % 9 b ol R 7 % A
3 B eV PR L i s 0 e L A s 2 4 LR Y B 2 AR R
B WER. HRTET OBR BERBE S HLH 4 RAg e R
il B 1t T E — 2 TR

£ % 3Tk

[1] Pelleymounter MA, Cullen J, Baker MB, et al. Effects of
the obese gene product on body weight regulation in ob/
ob mice[ J]. Science,1995,269(5223) :540-543.

(2] %o m, T E R 5. B8R & s I o A 1 o i R
R A SE [T, 24 3 9 B2 5 4 B, 2000, 17(2) : 16-
20.

(3] lECHT B0 WIRE, Tk 35 . 25 BUR 20 Mo 453 45 55 200 M e 26 B 5
F-1RIXME R, 38 R 2% 2% 4 B2 iR, 2009,
29(5):517-520.

[4] Torres MI,Fernandez MI,Gil A,et al. Dietary nucleotides
have cytoprotective properties in rat liver damaged by
thioacetamide[ J]. Life Sci,1998,62(1) :13-22.

[5] Dashti H, Jeppsson B, Haggerstrand I, et al. Thioacet-

amide and carbon tetrachloride-induced liver cirrhosis[ J ].
Eur Surg Res,1989,21(2):83-91.

[6] Bkse2 g0k, Ay, . FLIREH B MR E T 1 7EARK
PR IR RO G MR MR R A LT ] R
[ 2% 5l IR . 2008,5(16) :961-963.

[7] Dotsch J, Amelmann M, Englaro P, et al. Relation of lep-
tin and neuopeptide Y in human blood and cerebrospinal
fluid[J]. J Neurol Sci,1997,151:185-188.

[8] Myers MG Jr. Leptin receptor signaling and regulation of
mammalian physiology[ J]. Recent Prog Horm Res, 2004,
59.:287-304.

[9] JESCAR B4 MR BH 55, S0 M AR s AT o 38 R 3L 2% 1k
B A 5 2 38 2 LT JHFE . 2006,11(2) 1 117-119.

[10] JESCA MR BY , B4, 46 S PEFRE AL Leptin K H &2
MmN 5 238 B SCLT DL B W 2% R 2 2 35, 2005,
14(5) :483-486.

[11] Qiyu G,Yan G, Lin C. Effects of free fatty acid on gene ex-
pression and protein tyrosine phosphorylation of leptin-recep-
tor in rats[J]. Bull Acad Med Sci,2001,25(2):115-118.

[12] Chalasani N, Crabb DW. Does leptin play a role in the
pathogenesis of human nonalcoholic steatohepatitis[]].
Am J Gastroenterol,2003,98:2771-2776.

(e fis H 9 :2010-12-24)





