TR~ N

HEER _2a iR BIRE WA E UIEE X NAFLD BE K iR
DSV DA

AREEAL, FRRE, AFE A g S AR R, FRE 1T 361000)

WE: BY R HE R e a I & 3RS S B W B 1) 2T 3F VB H b I8 B BT (non-alcoholic fatty liver disease, NAFLD)
EFE R WIS RG %0, 53E R2015F4 A —2017 4 6 A BITKFMBES —ERIT4IE 4 102 4] NAFLD &
#, FA AR Fest L, H40 51 4], MRARAHER M ERERS VB ALKRER K657, STRARA
HEBR_EMERESIT. AR 2 BEH G 2R. wifK-F. FHRGIHAR. BRATEAIER. KBBR. RS EIRR
Fe4r. Bom B E 49 pearson M RXMSAT. RRERMEAENL., R WRLWEH ZLE(94.1%) R F & T35 B 20(80.4%)
(P<0.05). 7697 J& , ME 4L o fIg (TG, TC. LDL-C. HDL-C). /T 4545 48 #=:(ALT. AST. GGT) A8/ i &AL 45 47(SOD. T-GSH.
MDA)L 2t 2848k, £ 3 B 43t 5 & X (P<0.05). VLA K M 4547 (TNF-a. IL-6. NK-kB. LPS)Fehk £ % I 48 47 (FPG.
FINS.HOMA-IR)3) 2 F 4 F 2F B 28 (P<0.05). 2 it pearson #8 % 1547, SOD. T-GSH & 14 5 AF 4145 45 47 2 11 48 % (P<0.05),
MDA. TNF-a. IL-6. NK-kB. LPS. FINS. HOMA-IR 5 AT 415 48 4 2 JE 48 X (P<0.05). 2 AR R R L ARG F £
. HiL HER MR IS VAT E WK E T A B E NAFLD & F 69445, T heS BCEM IR e B8 L &
T KoM R Bk By B AR .

KR HER Rk E; WHEARWRED,; EEEEEEE, FRG; RBEIRR

FE S £S: RI69.4 XEktrER: A XERS: 1007-7693(2018)11-1713-06

DOI: 10.13748/j.cnki.issn1007-7693.2018.11.026

SIFAARS: Mpkir, R, M4, 3R MmER £ IR E AT @B E T 5F NAFLD & & X BI85 ARF AT 34 69 %
s [J]. o B IR R R 255, 2018, 35(11): 1713-1718.

Effects of Diammonium Glycyrrhizinate Enteric Capsule Combined with Bifidobacterium Tetralogy on
Inflammatory Indexes and Liver Injury in NAFLD Patients

YAN Yinhong, LEI Xiaoyi, FU Luhua(Department of Digestive Medicine, The First Affiliated Hospital of Xiamen
University, Xiamen 361000, China)

ABSTRACT: OBJECTIVE To investigate the effects of diammonium glycyrrhizinate enteric capsule combined with
bifidobacterium tetralogy on inflammatory indexes and liver injury in patients with nonalcoholic fatty liver(NAFLD).
METHODS From April 2015 to June 2017, 102 NAFLD patients were randomly divided into 2 groups: the observation group
and the control group(n=51). The observation group was treated with diammonium glycyrrhizinate enteric capsule combined with
bifidobacterium tetralogy, while the control group was treated with diammonium glycyrrhizinate enteric capsule. The therapeutic
effect, blood lipid level, liver injury index, lipid peroxidation index, inflammatory index, insulin resistance index, pearson
correlation analysis and adverse reaction were compared between the 2 groups. RESULTS The total effective rate of
observation group(94.1%) was significantly higher than that of control group(80.4%) (P<0.05). After treatment, blood lipid (TG,
TC, LDL-C, HDL-C), liver injury index(ALT, AST, GGT), lipid peroxidation index(SOD, T-GSH, MDA) in observation group
were significantly different from that in the control group(P<0.05). Compared with control group, inflammatory index(TNF-a,
IL-6, NK-«kB, LPS), insulin resistance index(FPG, FINS, HOMA-IR) of observation group were significantly better(P<0.05).
After pearson correlation analysis, there was a negative correlation between the activity of SOD, T-GSH and liver injury
index(P<0.05). MDA, TNF-a, IL-6, NK-kB, LPS, FINS, HOMA-IR were positively correlated with the liver injury
index(P<0.05). There was no significant difference in the incidence of adverse reactions between the 2 groups. CONCLUSION
Diammonium glycyrrhizinate enteric capsule combined with bifidobacterium quadruple viable can effectively improve the liver
injury in NAFLD patients, which may be related to improving lipid peroxidation, inflammatory reaction and insulin resistance.
KEYWORDS: diammonium glycyrrhizinate enteric capsule; bifidobacterium tetralogy; non-alcoholic fatty liver(NAFLD); liver
injury; insulin resistance
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ST i P AR L R R 40 PR P AR R
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1.1 — B BER

WA IR H 201544 A—2017 4% 6 HJE[]
KW B — R 1H2W0aH) 102 5l NAFLD &
E OEZS Ol IN: =y o vl A E R Rk R RN Ll
WA NFRHE: BITEA ClETE R 1 AR 1 P
LITIRE) 2010 SEAEITRRCH B2 WikndE; ASH
REHFHZENERE . HbRtrE: B,
99 B PR L 2 Ve S AR PR AT 5% T T SR
BRI R s AR R
YR ZYIE f: 2 a SO AU R R
1 ANANHEEE. MAESHE. MR,
R 48 B8 HL DX 20 W 10 B 3 o W8 2 R xS B2
(n=51). HAMEAR TP 35 61, Lotk 16 4,
% 32~61 %, FH(38.613.4)%; WRAH FME
34 61, Lotk 17 1, F#E 31~63 ¥, “F14(38.11£4.2)
2.2 HEBRHEW— BRI AL g2 M T B 2
B, HARHE. BARE 1.

1.2 BT

2 LB H B TR AR, A TR TR S RE BhR
S, BHAE. SIRA% T DGECE K KIEZ
W AR A A R A, B 255 H20040628)75 77

150 mg tid, T4&HT 0.5 h iR s WG AR b kAl |
Jn R DY B TR (e N ek R A ) 245 A BR
m), EZ1ET S20060010)7E77, 1.5 g tid. 2 21
HELEIT 8 A H EHATIT S0P

z1 R EER

Tab.1 Comparison of general data
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& b5 M EE 4L Xt 2L yai P
EAE 58] 51(35/16) 51(34/17) 0.045  0.831
R % 38.6+3.4 38.1+4.2 0.641  0.523
o TR /AT 3.5¢1.1 3.6+1.2 0.426  0.671
BMI/kg-m™> 27.38+3.29 26.49+3.72 1242 0218
g/ B LA 0.900.12 0.91£0.11 0.426  0.671
JIFRR CT EofE 0.810.14 0.79+0.15 0.675  0.501
RERERS/4r 31.25+7.48 30.61+8.13 0.401  0.689

1.3 WEFER

1.3.1 BT RCR RITE R, AR T bR ki
1T

1.3.2  [Mfgfaks  Fra o6 RIERITRT G,

BRZEHE 0.5 h &, HMEEHKM 4 mL, DA
3000 r'min' B 15 min, 2 E3KEME, BT
—80 CLRAFFFAL . K FH BN E =Bt H(TG) &
JH [ B (TC), X758 K H R ut g AP TR 5T
JIT o 5 % FE HE 2R 1 (HDL-C), fi % % 6 2% 11 (LDL-C)
KA EEERN, 5% 8 HAH S 7600-120 43 H
BN T
1.3.3  JFUiaedEds  FEACRER “1.327 BIF
%, NRIRFE A BE(ALT) K F M G e kA, R
A B Z W (AST) K F B iRk, y-2 20k
IR (GGT) K H & ksl o5&k A
IR AR ECA PR A A, Rl & A O H AL
7180 4= H BN AEAL AT T AN
1.3.4 JERUEEATEAR FEACREER “1.3.27 T
T, R B (SOD)K H B RS S AL
%, W (MDA)XH B T EZ R (TBA) L 4.7
Hrid, BARHEH K (T-GSH)R I Sl A, 177
BYR E R R TAER AT .
1.3.5 RYEdEbR FEACRER “13.27 TR,
Ji 98 IR BB -0 TNF-o00) K FH Ak 2 K6 B 988 43 B i
i, R &k B BB SRR A MR I A A
BRAT . AN EK-6(IL-6)F1#% T -«B(NK-xB)#J %
FH BRI G e W BRI, R & ok B RS
EVRHEA R AR, NEZRLPS):KH sha il %
Mg, #RF Gk VT B A R A .
rh E PR 255 2018 4F 11 A28 35 %58 11




1.3.6 JREZFIRPL FEACREER “1327 BITFT
%, B G IRE(FPG)R H i ) B e A Bk i,
JI IR I R (FINS) R TR S e Aar i, 179 & 380k
HAb st db i AR FU AT, RS R IRPUIR 2L
(HOMA-IR) 5 8 24 =0 it 5 JR & 25 #K Pi 45 2
HOMA-IR=FINS(mIU-L ") X FPG(mmol-L')/22.5.
1.3.7 WK R pearson A<M 4T M HFIh
AETEAR(ALT. AST)5 SOD. T-GSH. MDA . TNF-a.
IL-6. NK-kB. LPS. FPG. FINS. HOMA-IR f]
A
138 ARKMEAEMN HEBANGT R
OS2 HEEA R R, ket
MERK . 2. k@S, O, METEE.
1.4 J7TROFEN

MR 2011 FERR CHETRRS 14 g 107 2 9 ) v 1
BE 4 &L T SRR L) I R E b ER) s i
J7lE, BEWADRZE WK, M. HIhRe%E
IR IER, CT R SR MaliFE k& B8 ¥
J70E, BEMRIREAW R, M. HIhRessdE
IR 50%, CT fad& Wos gl FE &, s80r
B 2 AN B BT, ERE BRI A
¥, AR, IR FIE 30%~50%, CT £
BRI TR 1 N0 B wIT e, &
HIREIR ME . HFDIRESE4RMs AR LF 4, CT
o 25 3 T 10 G B AR A
1.5 Rt

KH SPSS 19.0 G2 xt &5 Bk 47 50t
MIb B, MREZK BFDhREFEAR . JE B S Ak de
Fry RYEFEIS. R RIPUIBAR NIF 2R, M«
R TTEEA N IRITRCR . AR MR ER NI
WKL, H /B0, P<0.05 NERHS
HEI-9'@
2 R
2.1 RITRCRELEL

W %2 21 1) S8 AT R (94.1%) 55 35 i T B A4
(80.4%)(P<0.05). 45% W% 2.

®2 ORTBRMALE

Tab.2 Comparison of therapeutic effects %1 (%)
45 Bl e B2 EEg TR BAENE
MEAH 51 10(19.6) 25(49.0) 13(25.5)  3(5.9)  48(94.1)"
WA 51 6(11.8) 18(35.3) 17(33.3) 10(19.6) 41(80.4)

TE: HxRALE, VP<0.05.
Note: compared with control group, "P<0.05.

R EBAR R 24525 2018 4F 11 H 28 35 555 11 34

2.2 AR b

BITHT 2 HILEK PRS2 5% BTG
57T b, 2 i R AKF A I A Gt =
(P<0.05); M %4 TG. TC. LDL-C /K3 & E K
FXFHR4L, HDL-C 7KV 3 = X B 41(P<0.05).
SR N 3.

£3 MEKFHLE(X+s,n=51)
Tab.3 Comparison of blood lipid levels(x £ s, n=51)

A5 e TG/ TC/ HDL-C/ LDL-C/
=7 mmol'L”"  mmol'L”"  mmol'L”"  mmol-L™
VAIFRT 3.97+1.71  5.37+1.72  0.77+0.12  3.86+0.52

X HE2H
YBITE 3.81+1.13Y 5.02+1.46" 0.91+0.34"  3.15+0.47"

VAIFET 401136 5.41+1.36  0.79£0.11  3.77+0.42
BIT I 3.47+1.022 4.81+1.51"2 1.32+0.36"? 2.64+0.31"?

TE: SyRITRTHLE DP<0.05; SfHR4LE, PP<0.05,
Note: compared with before treatment, "P<0.05; compared with control
groups, 2P<0.05.

2.3 HIDIREFR AR HLER

BITHT 2 AIHDIREIRIR B S T E R BT
JE 5mIT AT, 2 AR ThReiR bR B T %
(P<0.05); MZL4 ALT. AST. GGT /KT & E K
F XA (P<0.05). 455 ILE 4.

=4 FFORETHLR(X s, n=51)

Tab.4 Comparison of liver function index(x £ 5, n=51)

ML

4151 I ] ALT/U-L™ AST/U-L™ GGT/U-L™
e HEITHT - 93.47+6.92 84.53+5.19 101.18+22.68
TTUOWIFE 48154337V 34.46+4.08" 61.38+5.61"
VAITHT  94.27+5.12 85.59+5.75 102.25+21.24
WHAL ) ) )
VBITIE 25.31%2.16 23.72+3.46 34.46+4.35

TE: SiRITRTHLE, DP<0.05; SdHR4LE, PP<0.05,
Note: compared with before treatment, "P<0.05; compared with control
groups, 2P<0.05.

2.4 RS EAGTE RS B LA

YEIT AT 2 44 SOD. MDA. T-GSH L4 it %
S IRIT B HIRIT AT, 2 41 SOD. MDA T-GSH
A5 41t 5 2 B (P<0.05); WLEL4] SOD.
T-GSH /K34 8.2 = T X f 4, MDA 7K 2 1K
T B ZH(P<0.05). ZEHRILE 5.

x5 BRIAAMMETHLE(X L5, n=51)

Tab. 5 Comparison of lipid peroxidation indexes( x * 5, n=51)

ikl W SOD/U-mL™ MDA/umol-L™" T-GSH/umol-L™"
A VRITHT 65.79£9.05 5.95+1.04 327.31£33.75
MR 77.3546.58" 51241120 347.25+27.06"
VAITHT 65.27+7.38 5.88+1.68 331.75+32.32
W EE 40 [ 12) 12) 12)
WITJE  91.56+8.59 4.46+0.89 362.61424.57

FE: SIRITRTELE, DP<0.05: SR$IR4LEEE, PP<0.05,
Note: compared with before treatment, "P<0.05; compared with control
groups, YP<0.05.
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2.5 IMiERMEFRAR L

BITHT 2 AR LSNP ER. BITE
50T TR, 2 HR AR A G 2 R
(P<0.05); M %4 TNF-a. IL-6. NK-xB. LPS /K
P15 B AR T XHIR4H (P<0.05). 45 R L3 6.

R6 MIEREBITILE(X £, n=51)
Tab. 6 Comparison of serum inflammatory indexes(x x5,
n=51)

) TNF-o/ IL-6/ NK-«kB/ LPS/

A A o 4 0 4
ng-mL ng-mL ng-L EU-mL

VRITHT 61.15+7.12  36.74+4.55  3.57+0.76  0.528+0.128

Xt e
VAITJE 39.74+6.12" 21.45+4.36" 2.86+0.27" 0.485+0.054"

VAJTHT 61.37+8.11
ML
VAITJE 25.56+4.121214.39+4.57Y% 2.14+0.25"? 0.416+0.035"%

37.28+5.48 3.51+0.63  0.535+0.113

TE: SIRITRTEE, DP<0.05: SxIR4IEE, PP<0.05.
Note: compared with before treatment, 1)P<0.05; compared with control
groups, 2P<0.05.

2.6 RS EAIUIER LR

YRIT AT 2 44 FPG. FINS. HOMA-IR L4t it 2%
ZS. IR ESIRTRTEE, 2 4 FPG. FINS,
HOMA-IR & 2 1L (P<0.05); M4 FPG.
FINS. HOMA-IR #J%2 Z K T X RE4H (P<0.05). 44
KW T,

RT REFMIAETFLBE(X £5,n=51)

Tab. 7 Comparison of insulin resistance indexes(x s,
n=51)

2151 Wfa  FPG/mmol-L™'  FINS/mU-L™ HOMA-IR
VAITHT  7.91+1.47 10.1542.29 3.22+1.03
X BR 4L
VAR 7.14+1.36" 9.31+2.04" 2.75+0.68"
VAITHT 7.85+1.25 10.37+2.28 3.16+1.01
FUE-Z::|
VBT 6.58+1.37Y7 8.42+1.48"Y  2.08+0.57"?

TE: SIRITRTHE, UP<0.05; SXTHRAILLEL, PP<0.05.
Note: compared with before treatment, 'P<0.05; compared with control
groups, DP<0.05.

2.7 HIhae 5 AHICH W K 2R () pearson 43 7
234 pearson #HIAESHr, SOD. T-GSH i 1%
5t ohagfa br 2 A 2 (P<0.05); MDA. TNF-a.
IL-6. NK-kB. LPS. FINS. HOMA-IR 5 fT1fE
fibr 2 IEAH2E(P<0.05), o BA PEdE R 5 DB
IR D et . 45 R ILFR 8.
2.8 AR JNRAERM
BITIE R, WA 5 B BU%CIX
MEVE . BEdE, XHIRZAE 3 6 H BRSO IR JEYE,
2 AR R R RAERTEG I 25

=8 AT 54 KB EH & W pearson 44T

Tab. 8 Pearson analysis of liver function and related factors
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ALT AST
EALPSES
7 P r P
SOD -0.215 0.012 —-0.273 0.008
MDA 0.237 0.018 0.252 0.016
T-GSH -0.205 0.027 -0.197 0.031
TNF-a 0.573 0.000 0.594 0.000
IL-6 0.615 0.000 0.641 0.000
NK-kB 0.642 0.000 0.675 0.000
LPS 0.683 0.000 0.701 0.000
FINS 0.438 0.000 0.472 0.000
HOMA-IR 0.325 0.006 0.364 0.004
3 Wi

NAFLD #2& DA -4 B i 5 P96 28 2 = 1) 48 1 1T
I, AR ER AL 32 AR RN, s AR - IR BT AR
SRR SR, HAT, ERESAAT I NAFLD &
AL W EST 250, 5B 1 AT R R
HEBT Al b= 2 K & Ui 5 1 107 R (FFA), 1 JHFE e
T2 4%t FFA BAAERIRTS, SBUBNMHER T
MEs 28 2 IRATHNE iR —RIUER, SEZH
SR IR 1 K B A AV, 51 R AF I 280, T2
BT 5, F S BOR S Z B

DGEC 2 H M5 3 IRy, &H 5K
B FIBE IR RE AR I R E A, NRIUEES A &L
P o~ H R VA RRE, R s AR
R EEDY, A BRI H AR
SRR, BN SR ER, AT
NI AE VUIGER « AT SRR E 55 28 1 IR 7 BRI
TP AR RS A2 5T, DA A A
RGO AU =0, 3 7 o3 P 4 i 8 5™ i
Tl MG Tk FIEL T 4t v 44 L PSS O 0 1 D B8 iR 0B R
g, dEmfedE AR EEAEA GKE, %
250 T R4 BRI 9 B T I 98 5 2 e
Wl ARH S E . B, DGEC 3 B i # i T
JUE 98 14 S S AR J4E JFT- 440 AR R 7 T R 5 B A
HfER .

TEMRS 2 b, R @ I ) & KOG B 5 i 3 %
PIMHSG, “Mg-FHsit” h3e 2 i w i & al, &
SEGIE bR A E, WOE AR RN, Rk T
JUE 0 SN, I L 38 AR 2 5L AT S M AT A 1Y
RER AT, BRSRIRPT. B HE S, X5
NAFLD Hi &4 R IE s TIAU faf s sty

oh R AR R 2452 2018 4F 11 A28 35 B2 11 3



NAFLD @ #FFAAEE AR, FBANFTRRE
Fhim, (ERmRE BRI, K& N R4 Bk
NIMRAERR, SR B~ A mE. Kk, @
B E IR B B4, e EEE, ART
NAFLD BT« VUBRIE B F e —Fh i A 25 il 550
AT B B ) LU AT B . PETR AT B . K
IR ESZMEAEE, R ETERA.
sAEEXE B A A RN A E A
K, FEGERES), 2wl AR i i
BRI RE TR, R 0 W 20 5 R B g ML) P s R
RN, AMERGE, ERNER, BLEMEH
¥ A 3% NAFLD.

AT aE R, MR B R (94.1%) i
Z T R 41(80.4%)(P<0.05). W4 TG, TC.
LDL-C /KP4 B E KT X 4, HDL-C K&
& T X B4 (P<0.05). M4 ALT. AST. GGT /K
- 341 8 AR T RHIE 4H.(P<0.05). 1B DGEC Bt & 1Y
IS B o NAFLD I 20CR 2%, DGEC il B
TRAF AR BRI . 50 D e SR 22 i NAFLD JpiiE,
7 D B V7% T ) () 2 8 ¥ 7 I T R R RO
i P TE A FR R, RIEIEA R RN,
fFNEE R TNF-a. IL-6 2 R F KRG, F%
XTI BE 45 5, IR EVE T NAFLD 1 H 1.

JE B 5 LA 1A A8 A S SR i o o A e v
BEYIRFR . e E 4k B B wT 520 i Py T o 1
U, 3 AR AR, SO i A R R,
TR BB A RE 19855, 5 28U SOD. T-GSH
WETRE, SR, S 8RN R
SOD. T-GSH fERHLAMNF], w5 b MLk 2 2 g
J A, AT DL I 3 R O A R
H RS, SRR G i 2 A ) 2. MDA 22
JE B SE A & 7=, FLoKSF T AT DU 4 e
KA RFE, AT PR S PEAG R B A A
P05 FE E A AR bR . AWFFLEE R, WA
SOD. T-GSH /K383 = T X R 4H, MDA /K~
3 FART R 4. (P<0.05) . 15 8] DGEC 1Bt £ DU B
B A Rk NAFLD 835 1 i it Ak 8, 41
B I E R A TR .

TNF-a. IL-6 2 HEME KA, FEHE
W 20 L= A4 o NAFLD f8 35 7775 g A X aL A 4
RETNREZREL, JE A0 A A T 23 K B 1) TNF-as
IL-6 25 R, XL FE 58S NK-«B 51

R EBAR R 24525 2018 4F 11 H 28 35 555 11 34

55K %o NK-kB A& —JSE B % N
T VT AORE A G I B I R B Rl T . NK-xB
fE59 R B0, e RERER T4, I
SRR I (1) 9 RE S5 82, o g %) 45 4 Ak 45
Pl LPS RGN EERN K, AfEHRsE
NAFLD &L . LPS 7] 5| iz Ji i P 55 & IME,
FHEHE BRI, 38 AT 3E0E AT Kupffer 400, {2k
TNF-a. IL-6. NK-«kB %52 ¢ 1K+ RS,
T HR45, Rk NAFLD 1% A=Ak et Ao
iR, MELH TNF-0. IL-6. NK-kB. LPS /KF-
Y5 8 AT X B 4H.(P<0.05) . T B G 245 BE A ] ST 2%
F%{k NAFLD ) TNF-a. IL-6. NK-kB. LPS
SR bR, DN I DR S A 24 T Al ok O T i T
Z0L, MEEL MR, K LPS K, B
1R R N B 3 R R AR, ISR R b R s
HEe)1, HFFpER A RINGEN e, i3t
117 B3 125 R FEATL ) T P R 452 55

AR LI, IR & NAFLD f 5 1 i
T, H5ZmMERAE. REEDML. IR 7 Gz
NAFLD KR —NFIARIM, wReS ek &
FHE R A o0, TR HT Y A & 2 out A o A AR gt
ER, RFERE W3, S80S R ME, 350
TR MR WG, Wb e B A R, AR Y E TR
HEAR . IR FUARITHERR BLAHRE W, T8 BCHEYEIEIE,
FEE DN NAFLD ()8 R . AF7eas B, Megd
FPG . FINS. HOMA-IR & # 1k T % I8 41
(P<0.05). #&7~ NAFLD i35 [f /i & =L RBAE
P, XH5HHRGSGE. B Sk ).
KA R Bk S5 5 2 PR R A KR

M B EE eI 5, 7E NAFLD EENAN, IR
SEEIE AR, AWM IR, {EF8 5
e, [FEEshae ZELA R R ARE R, N
B RZMREFFRER, XEH 2 B
PO I R38R 5 s TR B PN 2 26 ] e I o o R
PRSONE,  Skk F R 3 SR 2 WRAT o, 3 AT A%/
W 4 R SO & R MR, ORI IR 90E S B
A SR S S S TR R, A B 2R
FEH L, R RPN S . PL BRI A AR
Mgz, B2 GBI, ABr{idE NAFLD )
KA KRR EAL . I NAFLD & — P2 K&
W) (P48 1 e g, FLVR YT R LN S F A A . T
WiE Dy Ee . o R R KPS RS Z
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7RG A 75 8 AR 7L 258 pearson AH <44,
SOD . T-GSH ¥ % 5 i Th it 48 #5 2 1 M %
(P<0.05), MDA. TNF-a. IL-6. NK-kB. LPS.
FINS. HOMA-IR 5 i Dheda br 2 1EAH 5%(P<0.05),
Forp DLR Ve AR 5 R Th e HOAH G PE A i, O IE 5K
T A Hoh, 2 AR R R ER LG 2%
F(P>0.05). PNPAE RN, Aar=4m
BRI

25 I, DGEC It& YIS B F Al A 2 B IR
NAFLD &2 B G 5T 7K1, 5035 4 B i T 19 A2 12k
A B o AT I A R I AR s A T SO S
A K.
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