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Abstract

AIM: To explore the role of leptin in the
development and progression of nonalcoholic
fatty liver disease (NAFLD) by exploring the
relationship between leptin and liver fibrosis in
NAFLD patients.

METHODS: Blood samples were collected from
33 NAFLD patients and 30 normal controls.
Serum leptin, hyaluronic acid (HA), laminin
(LN), type III procollagen (PC-III), and type IV
collagen (IV-C) were determined by radioimmu-
noassay. Fasting blood glucose (FBG), triglycer-
ide (TG), total cholesterol (TC), fasting insulin
(FINS), and body mass index (BMI) were also
routinely measured.

RESULTS: The levels of leptin, BMI, FINS and
HOMA IR were significantly higher in NAFLD
patients than in normal controls (11.07 pg/L *
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3.40 ng/L vs 5.45 ng/L +1.86 ng/L, 27.33 £ 2.98
vs 6.32 £ 1.76, 1419 mU/L * 2.65 mU/L vs 8.71
mU/L +1.79 mU/L and 3.48 £ 0.65 vs 1.93 £ 0.37,
respectively; all P < 0.05). No significant differ-
ences were noted in the levels of PC-III, IV-C,
LN and HA between mild NAFLD patients and
normal controls (all P > 0.05). However, the
levels of PC-III, IV-C, LN and HA were signifi-
cantly higher in moderate and severe NAFLD
patients than in normal controls (all P < 0.05).
Serum leptin was correlated with the degree of
liver fibrosis in moderate and severe NAFLD pa-
tients (P < 0.05) but not in mild NAFLD patients
(P>0.05).

CONCLUSION: Leptin is closely correlated with
the progression of liver fibrosis in NAFLD pa-
tients.
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BBy #F 50 3k B H b AR By AT 9% (nonalcoholic
fatty liver disease, NAFLD) % # i J% Z K
T 5T A R AT ey AR R, CRIRITR F A
NAFLDZ e #t 42+ #9415 .

Fik: B RS % (RIA)M Z 334 NAFLD
A B30I AL F L EPRIR(HA)
EA& A (LN). AR PCI. VA ik
JR(IV-C), M2 = g 45 (FBG). HI2E B
(TC). ZBHH(TG). =M B Z(FINS).
PRI 38 He ] (BMI) 5 15 R 45 47

R NAFLDE& 4492 %, BMIL. ZHME S
A B AIEF(HOMA IR) ) 411.07
ng/L+3.40 pg/L. 27.33+£2.98. 14.19 mU/L
+2.65 mU/L. 3.48+0.65, 2% 3 T x4
(P<0.05); AFPCII. IV-C. LN. HAZE#E
NAFLD & # % % 468.17 ng/L+19.31 pg/L.
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39.06 ug/L 11384 pg/L. 62.51 pg/L+2137 ug/L.
44.52 png/L+14.73 png/L, 5B £ 2%
P £ F(P>0.05), ££F . EHENAFLDE 5 7
#164.62 pg/L+18.47 pg/L. 83.32 ug/L+24.73
pg/L. 15222 pg/L+20.74 pg/L. 21251 pg/L
+19.62 pg/L, ¥ 2% F*F BAP<0.05), \HA
%A B EP<0.01); % FENAFLD &%, 3 f k8
F 5 AT ¢ S ALIE AT AR K X £ (P>0.05); .
FENAFLD & % e 7% Z KT 5 BT 4 e 45
A AR X & (P<0.05).

28 A EZ 5NAFLD® LA 4 it 2 5y
EES

REEIE: IETERE R AT, R, AT A4

BERSHAEKNXR. BRENBIRT 2010; 18(19):
2055-2057
http://www.wjgnet.com/1009-3079/18/2055.asp

03I

ARG 4 I By % - (nonalcoholic fatty liver
disease, NAFLD) &5 55 15 K F1 A B A 1) 452
JH DR 38 P 300y, DAk M T 40 i DR ve 1k g s A
g A BRRAE I A BE SR A AE, AL FE Al A
Ji AT BEMG AT 48 (nonalcoholic steatohepatitis,
NASH)FFAEAL, NAFLD 2 By v T4k i) &
B A 22— R 0T 07 4 e IR
KWz, 25T IMEEAWRHT, 5
NAFLDXRE ). LA SE F AR LT AL
TR PP A P ROROBR 52 9%, AR SOl R Wt S
T KV 5 LT e TR PR IG AR DG 1, R4 )
Y8 X {ENAFLD R R E R h iR 1 H.

1 #RFEE

1.1 A e At = e v 4k P #F2007-03/091
YANAFLD & #3361, 2 WrbrdErT & JEWR Ve e
Wi PEITRE 7 R Horh 5184, 154, Py
TEWE45.87% £9.35% 5 KA AEIDRS 14 ig g ME H
W fe b E S b BRI @ = 10).
BRI = 15). EERRNIT@ = 8). Pt
FEARK #3005 Ty 5 I 4, b B 1641, L1441,
SRR 46.46 % £8.72% . IR B4 5 0 R 4 v
. EREHEENER. T ANRELEE
A A 1.
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1.2.1 RRE b M R2Ee14 h, FERS
i, A SERA IR, TR TE s AR, THEAA

JF e #(body mass index, BMI).
122 S d: AL T14 h, THREM.
i U # K 4 mL, ANPikE, 2@ 102, -20 C
IR OKAE DR AF. 4> B 3h AR A 23 A 430 e o A=
thfehs, W52 MG IMRE (fasting blood glucose,
FBG). LM H[fE(total cholesterol, TC) =t H
M(triglyceride, TG). %5 &% i (fasting insulin,
FINS) FH b 5t b 77 A Py ARG8T A 77 (13 77
&, e dotkie, c-ik(C-PyHAtatdb sy
BTSN L, RO S e
(RIA)MI & .
1.2.3 Jk By AR ik R PE ) 1480
8¥(HOMA IR) = FBG(mmol/L) X FINS(mU/
L)/22.5.
1.2.4 s % 2w 2 RIRIANE, W76t
J7 ARG AL,
1.2.5 JF 4F et g anabml: SR FRLARS I 100375 2%
Fe bR B R (hyaluronic acid, HA), JEASE A
(laminin, LN), TIIZYFT R (type I procollagen,
PCIID), IVA i 5 (type IV collagen, IV-C), 171 &
FH IR 2 AR A AR AT B 2 ] L

Brit #4038 RHISPSSILSGUHEAE, M4
WF9C H A FIEE I ) 43 BTG 56 oA
B0 A5, KA R (A AH OGOk R H 2 e g A [ml UH 4
#r, P<0.05 0 7 e A Ge vt 27 i X
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2.1 NAFLD% 5 %+ P8 20 69 — ik 5 L NAFLD
HIIBMI. FEMEHE 2R MHOMA TR/ 33 5
TR, ZRA g5 E X (P<0.05, £1). LA
8 R (Y) N ANA B, LIBMI. HOMA IR, C-Jik.
TCKATGH B &, #ATZ o &m0 Hr, 45
RBMI. HOMA IRANIE, 3 2]FHT5RE: Y =
0.159BMI+1.570HOMA IR-10.731(P<0.05).

2.2 NAFLD# 5 2t PR 2098 F . FF4F 4t 354708
T4k MIEPCIT. IV-C. LN. HATE#JENAFLD
B 50 R LR e W 1 22 e (P>0.05), 1E
i, HEENAFLDERE 8 5 10 4 (P<0.05),
FFUAHA B T35 (P<0.01, 3%2).

2.3 f iR F R 5 IFLFEALIS AR AR R
NAFLDE, HIMEE R 54 3atr Jort 5%
KA P>0.05); F. EEENAFLDHE MG E K
V5T YEA SRR A HH OO FR (P<0.05, 3).
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payi:) NAFLD NHBLA PlE
BMI 2733+298 1632+1.76 <0.05
TC(mmol/L) 4.33+0.95 3.89+0.59  >0.05
TG(mmol/L) 1.61+0.38 1.29+0.41  >0.05
CAR(mmol/L)  1.72+0.30 1.37+0.88 >0.05
FBG(mmol/L)  5.41+0.92 5.01+068 >0.05
FINS(mU/L)  14.19+2.65 871+1.79  <0.05
HOMAIR 3.48+0.65 1.93+£0.37 <0.05
R (ug/L) 11.07 £ 3.40 545+1.86 <0.05

(I A BEZR -G AIE. 988 38 XRRAR W H 3, 2& th it
RS DR 2 ) (0 AR PR W 3, R A IR T A
GUR PR, REAIHING 1074 B, 36T 1 H A4
JE T URR % fig P, ARFC N AFLD 3 1
T AT BB T A, HL DA 3RO R AR
i, ZURARE N AR, BT 2 0E 2 R 5y
Fr, KIBMIKHOMA IR %6 R %), $#1
NAFLD #8250 5 2= K 55 A
FATK, HICHRIE 5.

NASHHEE F1520%-40%3E g 2 T 4T 4k
B RS I 2T 4 4k =N AFLD3E R 1) 5
SRR, WIS RYIHA, PCIL, IV-C.
LN 125 Ak 7K T 5 JHF 27 4 A 1R R 38 Rl i 4 2B,
AWFFURIN, WA AR EENAFLD &, R ILEE
JENAFLD 8 274 Ak DY 5 $ A 15 56 TR AL AR L
T EEMEZE (P>0.05), MAEH . EENAFLD A
W] TR R 2 (P<0.05), IFLAHASR N B,
Forr HE R AR OR PR IR s T A a3 8 2K
5545 YAk M35 24 4R AR S AEAE G, SRR
NAFLD 4R 4EAb R A G

HEA A, T AR 40 M (hepatic stellate cells,
HSC) 2 51 45 4E A6 1 3= 40 M, 77 K
PR 5 P P A Je v, s 3R A AL A n]
REA LN LA T (1)L K HS CRE R ik
ob2Rb, S F 4L S 5l i Januskg 2 MR e /{5
S G 5 SR IR T (JAK/STAT)ig #2459l
EE 5SS IHLHSCIE K R ik EmRNA
A E, Wl | e s B BiEi, S 5T4F
bt R ()4 K M 7B 1(transforming
growth factor beta-1, TGF-B1)/E T £F 4k id 2
RSB 7, AU, FENASHE S, F5
JE AR At S AL 2k, 98 32 2 AR SR aa i,
TGF-B1AE K F Ik W] B4 n, — & S IEHSC, W&
Rt FATGF-B1I & AL B 4T 4k 1
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ax’:| HA N PCll IV-C BE
WBHE 3893+ 6020+ 5989+ 3211+ 545+
1462 202 246 126 1.86
B7E 4452+ 6251+ 6817+ 3906+ 757+
1473 2137 1931 1384  3.79
. 88 21257+ 15222+ 164.62+ 83.32+ 13.01=+
1962 2074 1847 2473 256
Bax il HA LN PC Il IV-C
ZENAFLD 0.301 0.142 029 0.363
. &ENAFLD 0.603 0598 0557 0.626

J8; (3)E 2R T il A 2 S AR AT
YELAEH.
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