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Abstract

AIM: To investigate the role of estrogen and leptin in the
pathogenesis of nonalcoholic fatty liver disease (NAFLD)
in male adults.

METHODS: Serum estradiol and leptin were measured by
radioimmunoassay (RIA) in the following 3 groups of
patients: obesity with NAFLD (17 =29), obesity (n =29),
and healthy control (7 =29).

RESULTS: Fasting insulin concentration and insulin resis-
tance index calculated by homeostasis model assessment
(HOMA-IRI) were the highest in NAFLD group while the
lowest in control group (P <0.05). The levels of leptin in
NAFLD group and obesity group were 9.55+3.56 mg/L,
8.07+2.92 mg/L, respectively, which were significantly
higher than 5.17+3.29 mg/L in control group (P <0.05).
Estradiol concentration in NAFLD group was 61.84+16.21 pg/L,
higher than 51.45+12.31 pg/L in control group (P <0.05).
HOMA-IRI was positively correlated with leptin (r=0.604,
P <0.001) and estradiol (r=0.241, P =0.02).

CONCLUSION: NAFLD is characterized with insulin
resistance. Serum estradiol and leptin are higher in NAFLD
group than those in the other two groups, and they may
be involved in the pathogenesis of insulin resistance.
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(NAFLD)ZAR FEEH.

T35 SR S 1 (RIA) I & s A BEP AR & 51
NAFLD %N =29), Szl AEREE (0 =20)F11E 5 % i
(N =29) MEMKE T . HHERFIERKE, FSRBRS
PRSI TH B (HOMA-IRI).

YESR: 2 I R A E R HOMA-IRIEXTREER | 2
NAFLD =@, kTR, FFAERFMLEER(P <0.05);
NAFLDZ R KF49.55%3.56 mg/L SN 8.07%
2.92 mg/L ML, ATHRRIMIE(P=0.124), XFiZHIY
BEETAIEZE 5.1743.20 mg/L (P<0.05); NAFLD £l i
3 61.84%16.21 pg/L, WAEFTAHHALA] 51.45%12.31 pe/L.
(P<0.05). HOMA-TRL 5 3 S TEA ISR (r=0.604, P<0.001);
Ll B B IEAAR(r=0241, P=0.02).
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AETAS RS W HE (nonalcoholic fatty liver disease , NAFLD)
R AE EARAERT /N DU SRS B A8 P AR i DTN
SR ERFAE AR O R R L IR ER AL, LG AR
LG AT RINEI TR L IFErdiil , &5 B fL =Rk
RN R NAFLD ZAEMEZ AR E R, FLHE
S AT, MBS FRARPLE NAFLD & /E
R SREIFERE . Bl A A 2w e, e
JHEIE[H] (ob gene)AIZRIR Y1 2R (leptin) 52 H1 iR 7 40
YUY, TRIEH AR I 2H 27t 2 P R 2R A i
T, SRR TS L IR R R e B 2 BRI 2255 AL
BERE A SO , P8 Sy ELA A it P e —
(B SR P 2R IR S BT AR 105 728 1 A2 i v T 1
FATIE T BUAE B SR LE A 9T NAFLD (NAFLD
), B AT IE A LB I 56 BE O FRZH) A 1M 35
2R R AMERGROK T, B e FIRBER T AR
S NAFLD & e,

1 HRRSE
L1 AT FEHEBE Be TS AR, SRR SR
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YERYBPEARKS E, BAK 29, 4FiY25-55% . NAFLD
VAR 41.187.4 &, REFSE(BMI) - 27.45+
1.21 ke/m’. AERRLHSE-H 40.317.6 %7, BMIF-44 26,96+
1.26 ke/m’. X} HRZHSEHI4EHS 39.746.3 %, BMIF-1422.80+
1.88 ke/m”. ZZHAEEME S (P = 0.112); AEHELH 5 NAFLD
ZHAHLE BMI G2 222 (. =1.288, P=0.205). U\ FArf
ARE YT S, TR AT 5 e 254 5, kil
wERRE/INT 40 o GRS, TOWEPRM S ICH A B 5
IR R . X HRAUIFDhREIE %, AEREHS NAFLD 41
BRAWNHEARALTIN, EANDIGeRmYER, I
BEZH ALT $9{H 37.69120.24 1U/L, NAFLD 4H ALT ¥{E
52.72%19.15 1U/L.
1.2 ik A ZiaCE SNk, ik, R—AREiT,
F—br R, MR Se., K. BEAEE. BMI = {&
Hi(kg) B (m), MERE LLIE(WHR) = [ / . B
FUERRARR Z b, X 32138 15 R I e Ak o Sl i
FIhte. RS . METEERE R, SRR E . R
O A SR e v () e B D et
AW FE I RIAL R WG IT). R AR (homeostasis
model assessment, HOMA)ITH I 5 EADTHE 5 (insulin
resistance index, IRI). 2vF0: 25 MG IMUBE(FBS) x 255 15k
BE(NS)/22.5, AR HRX B A )G, BN IE
oA

FITAIE SRFSPSS10.08K 4047, LimeantSD
FR. BRI T IEA B 255 R g SRR R T 20
Fr(ANOVA), Z A5 A PR HE 4 (Newman—Keuls
PO FIAESE M. L P<0.05 N TA 32k,

2 &ER

NAFLD 4[5 UAB(WHR) & = TACREA, AR &
HER ST R (P <0.05); NAFLD ZH AR FIT ALT 7K - i 2
BT R (P <0.05)(F 1).

F 1 BH-RERLLE

HEE(em) MEREH(E FBS(mmol/L) ALT(IU/L)
popiiei| 72.16 + 5.60 0.82 + 0.05 4.08 + 0.44 27.21 = 12.28
AEREA 83.39 + 5.25° 0.88 = 0.05° 4.21 + 0.74 37.69 + 20.24
NAFLD # 87.45 £ 4.87° 0.91 + 0.05° 4.48 + 0.53* 52.72 = 19.15°

*P<0.05 vs XTHRZH, P <0.05 vs AEFEA .

2.1 AME 45 R NAFLD 2 £ 2 /K SEAl HOMA-IRI
S TREREAL, AR B 3w X A (P18 <0.05);
NAFLD 2 — Bk V- 222 5 X0 HEZH (P <0.05); NAFLD
ZHANAE IR ZH s 28 KO- i 2 R R A (P1<0.05), 5
RERELHAREL S, NAFLD 205 s f 1 ) (P=0.124)(# 2).
22 ABARE S TR HOMA-IRT, [75EE
W S T S50 . HOMA-IRI 51058 2 (r= 0.604,
P <0.001, K 1)L MEHE _—FE(r =0.241, P =0.02,

P 2) W IEARK.

F 2 HERENELRILE

INS(mIU/L) HOMA-IRI M —Fi(pe/L) ¥ & (me/L)

popiiei| 10.13 £ 2.82 0.57 + 0.32 5145 + 12.31 5.17 + 3.29
AEREA 13.17 + 3.29° 0.86 + 0.32° 55.04 + 15.18 8.07 + 2.92°
NAFLD 4 16.07 + 3.87* 1.13 + 0.29* 61.48 + 16.21° 9.55 + 3.56*

2P <0.05 vs BT IR, *P<0.05 vs AEJELH.
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3 e
T FRARB TR NAFLD A KRR AYHERES T FeAr 1A
NAFLD £ B i 2 /KR HOMA-TRT & 2 73 FHE k4 A
XFHRAL, H NAFLD 35 % SR ARDT A2 BB [R) BMI Y
HEJHETCHE W 8 ™ B, o T RH JB 15 ZR A2 NAFLD
(AR, NAFLDAY A& 2E SR /A 2R O 1
25 et al"SETCTA TR IE P9 B T AR S5 I R i
ZIMOCER, S5 R & B s AU AL b (1 P 20 i) A2
NAFLD f EHE G K & 2 —; Nakao e al'"“5@ 1t B #8
MIEREIEE, A BUE N ANEREZ NAFLD &A1 —fE
[ K% Ruderman ef al'"'fEBMIIE ¥ i) P R T
MR EER. FoA T & FINAFLDZH AR LU (E(WHR) (2
FRT BMIAHFIAYREREAL, X 18R P2 [ ARy oA 2k
RIfFE 225, BB A2 NAFLD BYfEi R =K.
HroeRM, R TRERA MAMNE E SR A2
PERGPER". S8 Al IS AMP 151k 5 3 (AMP-
activated protein kinase)‘()ﬁz//l\ﬂlaﬁﬂ)‘i?ﬂﬂgﬂm] , IS TR R
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il FFF I R s RS G K — #5RE A 221 ANEE (stearoyl-CoA
desaturase—1), {FFAE VLDL A= B AHE B iR 0,
ORI R BRI FIR S TR A B A& T DL
BRI DUARM . (H 2 Chitturi e 2l %P1 NAFLD £
BR R MAE, HE RS RE A PR
HIEIEAMZE. BB AT Chalasani et al™" ]38, 82K
SRR R AEIT R EEER R, R, HEXT AR
AR AR i JCAE TS . ANFIE 45 R /R NAFLDAL 8 25K
SRR AR HEA THm AR, (ECSE TR S

RN g AL AR B 4% IR A HEEAE
FF RS EMAL BB, IR, BES Mg A
SO RAI PR R E A, (RS R,
EDVI BT BORe t e 2 I B S e R 2 A
RS R AUEAE™ ) S K IR B 2 R 1 R AT
FEMaRT , I 2545 R DL B TR . AR K
Fhen, FIREMAE T MmN p s a8 i R(E™Y, BibE
A AR RGN TCAR R I, KRR R
X} R B LU E AR B ., DR B 2 R L
PEERR S F BTN E. A TE B HOMA-TRI 58 E K
REFIEAK, A A BEEHE T NAFLD &1
RSB HRYT, BT ARS8 1.

REJEE AR AR o, BB, HEREE ™ A3
I, AR AR, 7E NAFLD 40 F0AE L 2H oo —
P FE T 5. A CHEM R SR R 2%, —
T, MK SR BRI I & 2L Jones
et al ™ K, F5EACBEIREF RER FRAKO /N F A RE
A N TR 2R, i P A A IR B Hif &
DU R A A I RS R B - (LB R B A R A
LRI AT G AR 2 Fh e S E ™. JRA TR TR
2P VR A R B B A L R R A KO N, T
NAFLD Tt s, O HREHERA/NIEHESE
JFIIE L H NAFLD B R BT AR EHE. H—Jr
T, T S 2K rT R R A B B R S Ak . i
RGBT R A B R O 2 AR S BRI . AR 5
A, IRATR BURAE B NAFLD 53 Ho — ok oF
EFXTEA, H'5 HOMA-IRI B2 IFAHX, $RTE
AR, T AR I AT ReE o g R K
Pt BT
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