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ABSTRACT Objective: To investigate the expression of serum tumor necrosis factor (TNF-a), interleukin-6 (IL-6) and lipopolysac-
charide (LPS) in patients with non-alcoholic fatty liver disease (NAFLD) and their relationship with insulin resistance (IR). Methods: A
total of 100 patients with NAFLD, who were treated in the First People's Hospital of Qinzhou from January 2015 to October 2017, were
selected as observation group. Another 50 healthy volunteers who were examined in our hospital in the same period were selected as con-
trol group. The levels of fasting blood glucose (FBG), fasting insulin (FINS), insulin resistance index (HOMA-IR) and TNF-a, IL-6 and
LPS were compared between the two groups. The correlation between TNF-a, IL-6, LPS and FBG, FINS, HOMA-IR was analyzed by
Pearson correlation coefficient. Results: The levels of FBG, FINS and HOMA-IR in the observation group were significantly higher than
those in the control group, and there was a statistical difference (P<0.05). The levels of TNF-a, IL-6 and LPS in the observation group
were significantly higher than those in the control group,and there was a statistical difference (P<0.05). Pearson correlation analysis
showed that TNF-a, IL-6 and LPS were not related to FBG (P>0.05), and were positively correlated with FINS and HOMA-IR (P<0.05).
Conclusion: NAFLD patients have obvious IR, and the levels of TNF-q, IL-6 and LPS in the serum are significantly increased. TNF-a,
IL-6 and LPS are positively correlated with IR, which are closely related to the occurrence and development of NAFLD.

Key words: Non-alcoholic fatty liver disease; Tumor necrosis factor-o; Interleukin-6; Lipopolysaccharide; Insulin resistance; Corre-
lation

Chinese Library Classification(CLC): R575 Document code: A

Article ID: 1673-6273(2018)12-2365-04

FIE 2y JFF 448 MR U7 90 RR R0 I 55 B A B AR v 02, EROAR KRR 4
NAFLD £ 2t S A BURIRTT AT AR i #is , (R

FE RS 1R 15 5 ¥ AT (Nonalcoholic fatty liver disease, T B Je ik, HLER & UL N S AV TR AL 5 1R E BUR A
NAFLD ) /248 i sl FC A B i I 5 | & B4, L FE 2% B BRIk NAFLD {752 3E 4 T %04 3k T A (] B9, NAFLD &

RS

*ILATH JPRHR AR X ARG 2 A EL SR H (22015287) 7t A 36 X AL PIRHIG R B LR3I H (22015287)
YEZ RIS 95T (1983-) , L , AR}, VA BEIM , NI B RS PE I UM 5 5 TR O 5T , E-mail ; bsgowg@sina.com
o FEIWER A5 R 22 (1973-), B A, AR, N DhfetE B 77 1955 , E-mail : mzgoop@sina.com
(ks H 111:2018-01-06 #5257 H #11:2018-01-28)



<2366+ MREMESHRE  biomed.cnjournals.com Progress in Modern Biomedicine Vol18 NO.12 JUN.2018
ZHE 2 RGEHRA5RENIEARRIZEAIE, AR AR ASididt.
AN BAG, " ZRAT " E R B AT RO AT S 1.2 AR
GO, FE " AT " AU, JBE R 2 HEHT (Insulin resistance, IR ) Xof R F RS Y H i BOE R as I #E ki 5 mL, g2 F

JEE T M E A L IR A 35008 B A& A 2L AT
20 i SRR, in EE A ARAR D AR TS, S A0 BFAIAEAE " IR
FIb " e A AR A O B I R R DR, R SRBE A
F (Tumor necrosis factor-a, TNF-a) . [ 4l ifd /1 & -6 (Inter-
leukin-6, IL-6)45 , TNF-o I IL-6 ¥ 2T B RIEN T, B35 T
NAFLD F8 & Btk J 1 B v ) R RE SR, it N 1 240 B Y
HEEFBG N EEH BN ZE, JEZ B (Lipopolysaccharide,
LPS) &N E M EZ N A0, Bt A HFFTIE", IR \ TNF-a |
IL-6 & LPS 5 NAFLD (k4 & JeZYIA G, KT B R CT
TNF-o IL-6 J% LPS 5 IR (56 RAYHICHRIE R D . Tk, A
WHIE B AEARTT NAFLD S8 2% [l TNF-o IL-6 J2 LPS 7K -y 3%
BRHS IR R BRIt 25 B RGE I R .

1 7R 577

11 — M

VEHL 2015 4F 1 A #2017 4F 10 A 75 3K BE 4% 5238 57 1
NAFLD 3 100 FilVE N LR, MAARUE : (D) A BE B
A CHET RGP RG U5 PR 95 1297 48 B ) Hh AR DGR TED 5 (2) 2891
[*]3955 k2 R A4 A T B M 84 e IR 5 (3) 4R % 18-70
A5 (4) BERHFEXNAPT AR, JFC 828 AR E
o HEBRBRAE: (1) B IFAEPEME () FMIF R B Sy
PEIFI A 5 ()AL FRABRITIARY 102, And it sl L0 (4) &
AR RGP E s (S)BIFA IR E . WA B 55
B, Lotk 45 ), AR 31-69 25 P-4 KRS (48.94% 6.48)% K[
HE(21.45% 1.21) kg/m? 7R 1-6 4F , SERHGHE(3.221 1.15)
AR I3 RN ZE TR B (A i il B AR S 50 VR XTIR 2, 53
P 30 6], 4o 20 6], AR 33-70 %, SEIAEL (47.68+ 6.41)
& AR E(21.64% 1.25 )kg/m?, L2 19— fRBORHEL
HICH B 225 (P>0.05) , T AT b, ABIFSE Ol i B B2

AR S5 HhEUH RS IE#R KIS mL, ¥ 7E iR P # B 1h, X5
1 3000 t/min (850 BEHEFT 10 min A9 ES.06E Bh, HE 2 I3
AT EP BN KA T -80°CHYVKFE P ARAAFIN . SRIH4 H
AL HTALCH 7, TS 7600 ) Kar i 19 20 57 124 2 1 23 I I
(Fasting blood glucose, FBG) #1125 i ik &% 2% (Fasting insulin,
FINS) /K3, Jf-AHR4 FBG Fl FINS i1 i B 5 23K Hi 45 5
(Homeostatic model assessment insulin resistance, HOMA-IR ),
HHEARUT : HOMA-IR=FINSx FBG+ 22.5 . % FH B ey
BRHRAGHIN 1L 7 5 TNF-o IL-6 ¢ LPS 7K, AR & 31 T
BB R AR e A PR ] o LT Rl 35t 5 447 e B s
B RHE S AT A, TNF-o IL-6 K2 LPS fy 4G 25 B8 ™A% 35
R ST
1.3 W Z24EHR

LRI 4 32 1 1) FBG (FINS /K- J2 HOMA-IR, [R5
FE P2 32 1804 I TNF-ou IL-6 . LPS 7KF-, R JH Pearson 4%
ZB0Ur T TNF-o IL-6 . LPS 5 FBG . FINS .HOMA-IR 2 [&] Y 4H
L4 it FHE

A s 4 ] SPSS19.0 BEATHE 1434, LA (%) B X
FORTIECEORE, R < K56, I (EE bRk 22 (xt o) IEER
ARTHEGORE, SR AT t K36 . SR Pearson AHC 453 HT TNF-a,
IL-6 .LPS 5 FBG .FINS HOMA-IR Z [A] i AHDGA: o K SordmifE i
B Na=0.05,

2 R

2.1 WAZIREDR FBG.FINS 7kE R HOMA-IR Lb#&
W2 () FBG \FINS 7K & HOMA-IR 58 & & F % iR
M AFFES 2R 22 5 (P<0.05) . BAREE ISR 1 iR,

% 1 WAZFiKXHEM FBG.FINS /kFRK HOMA-IR L& (x+ s)
Table 1 Comparison of levels of FBG, FINS and HOMA-IR of two groups (xt s)

Groups n FBG(mmol/L) FINS(mIU/L) HOMA-IR
Control group 50 4.98+ 0.54 12.73+ 2.64 2.87+ 0.75
Observation group 100 5.57+ 0.59 15.61% 3.11 3.84+ 091
t -5.935 -5.612 -6.509
P 0.000 0.000 0.000

2.2 WAZIRER TNF-o IL-6 LPS 7k F L
WAEZL i) TNF-o IL-6  LPS 7K1 14 B 5 i3 T % FR 4, 7278
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Table 2 Comparison of levels of TNF-a, IL-6, LPS of two groups (xt s)

Groups n TNF-a(ng/L) IL-6(ng/L) LPS(pg/mL)
Control group 50 5.32+ 1.93 3.10% 1.52 0.02+ 0.01
Observation group 100 10.24% 3.12 6.48+ 2.09 0.06+ 0.05
t -10.207 -10.163 -5.592
P 0.000 0.000 0.000
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Table 3 Correlation between TNF-q, IL-6, LPS and FBG, FINS, HOMA-IR

FBG FINS HOMA-IR
Indexes
r P P r P
TNF-a 0.162 0.721 0.326 0.033 0.413 0.012
IL-6 0.173 0.684 0.334 0.029 0.426 0.009
LPS 0.105 0.863 0.286 0.045 0.364 0.038
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