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THE: B LB F RN, B = 0 2 T k% VT V8 97 2 BRE PRO A I JE TR YRR B FR (non-
alcoholic fatty liver disease, NAFLD) & HIRRAE . F7ik EF20165E9 H F)20184FE9 H T34
= NREERE RS 2800 BRI & FENAFLD BB 24001, % I BENLE T 2% 4 AT R i . kg
ST B IR, 208011, By B as Tkl Kigshie s, — FXUIMA R — B 3K
0.5 g/, 3k/d; FAIR i BE 2 IR BT R 550 mg/ik, 3ik/d; PERS BT 4R P 4% 51171100 mg/ik,
1R/d; 3EBFERITON A FMIMBARE T EILKE (fasting plasma glucose, FPG) . %52 hill
B% (2 h postprandial blood glucose, 2hPG) . FEMLIMZ 2 H (glycosylated hemoglobin, HbAlc) .
FNEE R /KF (fasting insulin, FIns) . & RIEPTFEE (homeostasis model assessment-insulin
resistance index, HOMA-IR) . Ifili&5fgHt % (adiponecti, ADN) . NEBREILEXEF (alanine
aminotransferase, ALT) . KREZAMRAIEFEKEF (aspartate aminotransferase, AST) . y-AZ LK
fiff (y-glutamyl transpeptidase, y-GT) . TGN & & K Z 1% 4 (controlled attenuation parameters,
CAP) ; Git3dlBFRITHIEA RIRB (BFF L%, BB, o R KEER. S8R 67
i, XA S BT s 2H R v ST AL B Ok [51k: 43 (53.75%) vs 41 (51.25%) vs 40
(50.00%) 1. F# [ (51.24 £5.15) % vs (51.13 £5.11) % vs (51.08 £ 5.10) %], HEIRIFIR
FE [ (437 +£0.43) 4F vs (426 +0.43) 4F vs (442 £ 0.44) 4F]. BEENSHIFFLLH) [33 (41.25%) vs 31
(38.75%) vs 35 (43.75%) ]« FPG[ (743 £0.74) mmol/L vs (7.59 £ 0.76) mmol/L vs (7.52 +0.75) mmol/L].
2hPG [ (12.34 + 1.21) mmol/L vs (12.34 £ 1.23) mmol/L vs (12.25 = 1.22) mmol/L]. HbAlc [0.0821 £
0.0082 vs 0.0843 + 0.0084 vs 0.0836 + 0.0083]. FIns [ (10.55 + 1.06) mIU/L vs (10.39 + 1.04) mIU/L vs
(10.46 £ 1.05) mIU/L]. AST [ (67.18 £ 6.72) U/L vs (67.05 £ 6.71) U/L vs (67.23 £ 6.72) U/L].
ALT [ (56.24 + 5.62) U/L vs (56.11 + 5.61) U/L vs (56.38 + 5.64) U/L]. y-GT [ (62.18 + 6.21) U/L
vs (61.89 +6.19) U/L vs (62.05 £ 6.20) U/L]. HOMA-IR [3.50 + 0.52 vs 3.51 £ 0.53 vs 3.50 £ 0.52].
ADN [ (456.38 + 45.64) ng/ml vs (452.95 £ 45.29) ng/ml vs (454.67 + 45.46) ng/ml]. AFHEHG &
B[ (13.17+£232) % vs (13.06 = 2.31) % vs (13.14 £ 2.31) %] JZCAP [ (274.38 + 27.44) dB/m vs
(275.16 + 27.52) dB/m vs (273.08 + 27.31) dB/m] MIER LG IH#E L (P > 0.05) . HIT)E,
TRRURLE S R 4 e A ST 4B FPG [ (6.42 £ 0.64) mmol/L vs (6.11 + 0.61) mmol/L vs
(5.66 +0.56) mmol/L]. 2hPG [ (10.38 +1.04) mmol/L vs (9.42 +0.95) mmol/L vs (8.77 +0.88) mmol/L].
HbA1c [0.0749 £ 0.0074 vs 0.0679 + 0.0068 vs 0.0631 = 0.0063]. FIns [ (9.43 +£0.94) mIU/Lvs (9.11 &
0.91) mIU/L vs (8.52 + 0.85) mIU/L]. HOMA-IR [2.70 + 0.40 vs 2.47 + 0.35 vs 2.14 = 0.30]. ADN
[ (58249 +58.25) ng/ml vs (643.62 + 64.36) ng/ml vs (74839 + 74.84) ng/ml]. AST [ (44.59 +4.46) UL vs
(40.36+4.04) U/Lvs (36.14+3.61) U/L]. ALT[ (42.58+4.26) U/Lvs (40.33+4.03) U/Lvs (38.79
3.88) U/L]. y-GT [ (4538 £4.54) U/L vs (40.83 +4.08) U/L vs (35.46 = 3.55) U/L]. MJli& &
[ (1026 +1.03) % vs (8.77 £0.88) % vs (7.15+0.72) %] M CAP [ (250.23 +25.02) dB/m vs (241.63 +
24.16) dB/m vs (233.09 +23.31) dB/m], ZRAGHEE N (P¥<0.05) . FHIFITTHFPG. 2hPG.
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Effects of metformin, acarbose and sitagliptin on type 2 diabetes mellitus combined with non-alcoholic
fatty liver disease

Li Fan', Li Ming’ (1.Department of Endocrinology, Baoji No.2 People’s Hospital, Baoji 721000, Shaanxi
Province, China, 2.Department of Endocrinology, Xi’an Central Hospital, Xi’an 710003, China)

Abstract: Objective To investigate the clinical curative effects of metformin, acarbose and sitagliptin on
type 2 diabetes mellitus combined with non-alcoholic fatty liver disease (NAFLD). Methods A total of 240
type 2 diabetes mellitus patients combined with NAFLD in Baoji No.2 People’s Hospital from September
2016 to September 2018 were enrolled. The patients were divided into metformin group, acarbose group and
sitagliptin group according to random number method, 80 cases in each group. Dietary control and exercise
guidance were given to all patients. Patients in metformin group were given metformin 0.5 g/time, 3 times/d,
patients in acarbose group were given acarbose 50 mg/time, 3 times/d and patients in siglitatin group were
given siglitatin 100 mg/time, 3 times/d. All patients were treated for 6 months. Fasting plasma glucose (FPG),
2 h postprandial blood glucose (2hPG), glycosylated hemoglobin (HbA1c), fasting insulin (FIns), homeostasis
model assessment-insulin resistance index (HOMA-IR), adiponecti (ADN), alanine aminotransferase (ALT),
aspartate aminotransferase (AST), y-glutamyl transpeptidase (y-GT), content of liver fat and controlled
attenuation parameters (CAP) of patients in three groups were detected. The incidence of adverse reactions
(including headache, diarrhea, nausea and hypoglycemia) during treatment of patients in 3 groups were
recorded. Results Before treatment, gender [male: 43 (53.75%) vs 41 (51.25%) vs 40 (50.00%)], age [(51.24 +
5.15) years vs (51.13 + 5.11) years vs (51.08 & 5.10) years], course of diabetes mellitus [(4.37 + 0.43) years vs
(4.26 + 0.43) years vs (4.42 + 0.44) years], ratio of mild fatty liver [33 (41.25%) vs 31 (38.75%) vs 35 (43.75%)],
FPG [(7.43 £ 0.74) mmol/L vs (7.59 + 0.76) mmol/L vs (7.52 + 0.75) mmol/L], 2hPG [(12.34 + 1.21) mmol/L
vs (12.34 + 1.23) mmol/L vs (12.25 + 1.22) mmol/L], HbAlc [0.0821 + 0.0082 vs 0.0843 + 0.0084 vs 0.0836 +
0.0083], FIns [(10.55 £ 1.06) mIU/L vs (10.39 + 1.04) mIU/L vs (10.46 + 1.05) mIU/L], AST [(67.18 = 6.72) U/L vs
(67.05+6.71) U/L vs (67.23 £ 6.72) U/L], ALT [ (56.24 £ 5.62) U/L vs (56.11 £ 5.61) U/L vs (56.38 + 5.64) U/L],
v-GT [(62.18 £ 6.21) U/L vs (61.89 + 6.19) U/L vs (62.05 + 6.20) U/L], HOMA-IR [3.50 + 0.52 vs 3.51 £ 0.53 vs
3.50 +0.52], ADN [(456.38 + 45.64) ng/ml vs (452.95 + 45.29) ng/ml vs (454.67 £ 45.46) ng/ml], liver fat content
[(13.17 + 2.32)% vs (13.06 £ 2.31) % vs (13.14 = 2.31)%] and CAP [(274.38 + 27.44) dB/m vs (275.16 =
27.52) dB/m vs (273.08 + 27.31) dB/m] of patients in metformin group, acarbose group and sitagliptin group
had no statistically significant difference (all P << 0.05). After treatment, FPG [(6.42 = 0.64) mmol/L vs (6.11 £
0.61) mmol/L vs (5.66 = 0.56) mmol/L], 2hPG [(10.38 + 1.04) mmol/L vs (9.42 £ 0.95) mmol/L vs (8.77 =
0.88) mmol/L]. HbAlc [0.0749 £ 0.0074 vs 0.0679 + 0.0068 vs 0.0631 + 0.0063], FIns [(9.43 + 0.94) mIU/L
vs (9.11 £ 0.91) mIU/L vs (8.52 + 0.85) mIU/L], HOMA-IR [2.70 £ 0.40 vs 2.47 + 0.35 vs 2.14 + 0.30], ADN
[(582.49 + 58.25) ng/ml vs (643.62 + 64.36) ng/ml vs (748.39 + 74.84) ng/ml], AST [(44.59 + 4.46) U/L vs
(40.36 + 4.04) U/L vs (36.14 + 3.61) U/L], ALT [(42.58 + 4.26) U/L vs (40.33 £ 4.03) U/L vs (38.79 + 3.88) U/L],
v-GT [(45.38 + 4.54) U/L vs (40.83 + 4.08) U/L vs (35.46 + 3.55) U/L], liver fat content [(10.26 = 1.03)%
vs (8.77 £ 0.88)% vs (7.15 = 0.72)%] and CAP [(250.23 + 25.02) dB/m vs (241.63 + 24.16) dB/m vs (233.09 =
23.31) dB/m] of patients in metformin group, acarbose group and sitagliptin group were statistically different
(all P < 0.05). The levels of FPG, 2hPG, HbAlc, FIns, HOMA-IR, AST, ALT, y-GT, liver fat content and
CAP of patients in sitagliptin group were lower than those in metformin group and acarbose group, the level

of AND was higher than those in the other two groups, the differences were statistically significant (all P <
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0.05). The incidence of adverse reactions of patients in metformin group, acarbose group and sitagliptin group
were 17.50% (14/80), 13.75% (11/80) and 11.25%(9/80), respectively, the differences were not statistically
significant (y° = 1.300, P = 0.522). After treatment, FPG, 2hPG, HbA Ic, FIns, HOMA-IR, ADN, AST, ALT,

v-GT, liver fat content and CAP of patients in sitagliptin group were significantly lower than those before

treatment (all P << 0.001). Conclusions The curative effect of sitagliptin on type 2 diabetes mellitus combined

with NAFLD is relatively better and can effectively improve liver function of the patients.
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BT (non-alcoholic fatty liver disease, NAFLD) [{]
RER N20%~80%, i T{d AR, NAFLD&
— FhIRAS AR ST AR, 2 g 7 A i et
FEHEAR S BUNLEGAE, BT R A A4 453 ik 1)
HEAL, &5 RRyTA R BREEE S
HNAFLD¥ 34 0 34 bk 66 AE 8 10 1) & A2 XU, FEm
S RARPURLE T o ] - dol A oo R L il 10
700, RT3 U D R R A R A R
FaA% FITT 72 —IKEE KR IV (dipeptidyl peptidase
IV, DDP4) 5], i ik 4 i) A iy ifi b 2% 5 K B
il 2 B AR VO R U ) % ot 2
W, I NS PR 2R AT 1R R A R e R A B
BEE I R T LR3Fh W36 7 2840 IR & I
NAFLD B>, A7 5 7 L3 Rl B AE 254
Xof 2 R0 R HENAFLD 52 35 111 R 2 R
1. AR5 HE
11 ARt % 1EFE 2016 4F 9 HE 2018 9 A %
AT N R Bk 12 1 240 151 2 BURE SR A
NAFLD & N 5, K BEVLEE R B35 5
MR R EHEA . PEAS AT f — XU, B34 80
Bl ARWFFILIRGEE RF BB RE, KK
FRZE G2kl (BJ2016030482) .
1.2 tANHERAT A INbRIE: OFF S (hE 2 kR
PG TR (2010 4R ) ™ R (ARTERS M AR v
FHwRLIT iR " rhislbaEd; @5 & LRI
PRI AE R a. A7 S R T XA 37 [B] P R 8 P S 5 1T
TR PR ETE G b PN TS o TR
FE Aok Bl g sl et d Rt S i B 4% T
DL P L3RS 5 9 DB AE [ IE R e AT A
SRR R PR ANE M A e e askib~d 1
R BENGITTE, 2 a B b ~ d 2 TR EERE T AT,
WiEa, edlib~d 2 TUNEERNT: @Ff &
HYVIIE BRERTRT 43 PR e s i

HEBRbRAE: WEURIA . WAL LR T
24 B R IR R BT i

g s AR AR ZE0 . o SR VI R B & e
PERF B3 AR Ol EEIT40 g B ™
EaO. B B AW RGER B, HAh SR AR
PRI ARREOLIRBLL IR E . &I
i e JR B IR YT B A S MR A 25 1
RS PR B R B B R B MR
T FURIER D RE 7 H B ET I 2

1.3 7%

1.3.1 097 7k hA BEY S TR s
MIET, BRI R (EHZEF
H19990205, FHEHA{R@EARAHF, 50 mg) ,
50 mg/ik, 3Uk/d; PEASRFIVT AR IRV (EZ5HE
120140095, FAFERWDRGRAT, 100 mg) ,
100 mg/¥%, 1%/d; — F SN AR A — FF OUE C[]
ZiiET . H20023370, w36 Bl or EH 25 H R A
A, 0.5g) , 0.5gik, 3k/d; 3HEBEELRT6A
H, fEMRZ AR N 2 A& DiGe, — B HIHIhRe
Fabr e TR R EUT 2.

1.3.2 ARG & &AW R A E L E 3
(computer tomography, CT) MG & &,
¥ Terbutyl 8¢ (5 RNTHZE FEARIL) IN18.5%
HEINE (5 IR AR 2% B AR 430l e B Rk
AL N10% 20%. 30% [ 40% W, B N RFAE
HASTA] B B S AR IECTINRE ;. il it
TCTALI, AR IECTIMAE W EARE L EIE,
FERFTI TSR0 TR A A R 2% 53 )
SECTIE, FASFRALIE4RICEIE, K IECTE N
BH2XHCFIME, RIERIECTER MR, %
MFECTE W E IR & & .

14 R4 O 3 HEH 2 Mk (fasting
plasma glucose, FPG) . %5 2h [MF# (2 h postprandial
blood glucose, 2hPG) . ¥k 41 2K 1 (glycosylated
hemoglobin, HbAlc) ; @failll 3 ZH 3 A IR F K
“F- (fasting insulin, FIns) | i & 2 {1641 (homeostasis
model assessment-insulin resistance index, HOMA-
IR) X IfiLiE AR BX 2 (adiponecti, ADN) /K°F; @16
W3 H B ThRe4E bR, AFE N AR A L%



(alanine aminotransferase, ALT) . K[ ]4&% 2 &
% ¥ W (aspartate aminotransferase, AST) . y- & &
Mk %% Bk B (y-glutamyl transpeptidase, y-GT) ; @4
3 HEEIN RN S8, ZEEWZSE (controlled
attenuation parameters, CAP) ; ®%iit 3 HEEIRIT
BRI BB CEAESLE, JEYE. O SRR

1.5 %ot 4 38 $dE % Bl SPSS 17.0 Gttt 2% W i3k
ITHEE, fFEIESSARTETE (R, .

FPG. 2hPG. HbAlc. Flns. AST. ALT J% y-GT 2&)
DL x+s Rox, 3 HIFBCRHASRRE T 206, A
) PR P L3R ] SNK-g K56 (] SigmaStat #5044 ,
R 2EL ()67 7 s LR X « 56 THEss kel (i
Al RN I P Je IR ACRE ) DA E B o E R
Ry KH AR . DLP < 0.05 HE RG2S L
2 FR

2.1 ARETH RITET, 3 ABERMEN . R HER
Joi i A2 B2 IR 7 AT G5l FPG. 2hPG. HbAlc,

Flns. AST. ALT. y-GT. HOMA-IR, ADN, JJgfi
BB & CAPHZERTS TR L (P> 0.05), &1,
227697 BAIK BRI LA VRIT ), 3 4L FPG.

CHE - 5

2hPG. HbAlc. FIns. HOMA-IR. ADN. AST.
ALT. v-GT. HEWi &8 & CAP ZRE SR
X (P3<0.05) , HAFUKSIVT4 FPG. 2hPG,
HbAlc. FIns, HOMA-IR. AST. ALT. y-GT. J#F
JE W & & CAP il 7K T ¥4 T — FF XU 2H Fn ] =
WeRELH (P 3<0.05) , ADN ZK-Fm T = B XU
FIFT-RbEA (P 3<<0.05) , —H X4 FPG.
2hPG. HbAlc. FIns, HOMA-IR. AST. ALT.
y-GT. FFAENT & & CAPE/KFIEE TRl Rk
i (P #<<0.05) , ADN 7K 5 354K T Fil - o b
H (g=8263, P <0001), WH2., FtgkFIITH
i % 36 97 J5 FPG. 2hPG. HbAlc. Flns., HOMA-
IR . ADN. AST. ALT. y-GT. AF/igli& = A1 CAP
Y E EAR TR IT AT (e 1H 5 B N 25399, 29.786.
26.194, 17.352. 31.642. 38.715. 28.961. 27.954.
32.774. 40.024. 14.137, P 3J<0.001) .

23 RRERM KA ZE JHBEEBINRR &N
Sk, IBVS. SEO AR IMNE, T H XK. PR
W W AN TR BT A BB AN BRI AR 4 N
17.50% (14/80) . 13.75% (11/80) . 11.25% (9/80) ,
ERLG ¥ E Y (F=1.300, P=0.522), W3 3.

1 ZRYANAE. FRIEEMAERIITA 2 BIPERKR S I NAFLD BE& R 5K

45 ik R T BRI G
[#) (%) ] (x+s, %) (x+s, ) [# (%) ] (x+s, mmol/L)
WAL (n=80) 43 (53.75) 5124+5.15 437+043 33 (41.25) 743 +0.74
FTkAE2L (n=80) 41 (51.25) 51.13 £ 5.11 426043 31 (38.75) 7.59+0.76
55|74 (n=80) 40 (50.00) 51.08+5.10 4.42+0.44 35 (43.75) 7.52+0.75
SitEMh 2 =0.230 F=0.020 F=2.854 2 =0.410 F=0915
Pt 0.890 0.980 0.060 0.814 0.402
. 2P HbAle _ Fins _AST _ALT
(x+s, mmol/L) (x+s) (x+s, mIU/L) (x+s, UL) (x*s, UL)
ZFRIRLE (n=80) 1234+1.21 0.0821 + 0.0082 10.55+ 1.06 67.18 + 6.72 56.24 +5.62
FTF kA48 (n=280) 12.34+123 0.0843 + 0.0084 10.39 + 1.04 67.05+6.71 56.11 £5.61
5T (n=80) 1225+1.22 0.0836 + 0.0083 10.46 + 1.05 67.23+6.72 56.38 + 5.64
git EME F=0.346 F=1467 F=0.467 F=0.014 F=0.046
Pt 0.708 0.233 0.628 0.986 0.955
a5 rGT HOMA-IR ~ ADN HT:}]S%/Z\’E: cap
(x+s, UL) (x+s) (x+s, ng/ml) (x£s, %) (x+s, dB/m)
ZWHRE (n=80) 62.18 £ 6.21 3.50+0.52 456.38 + 45.64 13.17 £2.32 27438 +27.44
FTFikAELe (n=280) 61.89+6.19 3.51+0.53 452.95 +45.29 13.06 +2.31 275.16 +27.52
FA&EF) T (n=80) 62.05 + 6.20 3.50+0.52 454.67 + 45.46 13.14 £2.31 273.08 +27.31
gt EMh F=0.044 F=0.189 F=0.114 F=0.048 F=0.117
PiE 0.957 0.806 0.892 0.953 0.889
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=2 ZFANANE. FRRIEEMAETITH 2 BIERRB & H NAFLD BEGTTEHER (c£5)

207 FPG (mmol/L) 2hPG (mmol/L) HbAlc FIns (mIU/L)
Z WL (n=80) 6.42+0.64 10.38 = 1.04 0.0749 + 0.0074 9.43+0.94
FIFgAE2L (n=80) 6.11£0.61 9.42 +0.95 0.0679 + 0.0068 9.11+0.91
HAEF T4 (n=80) 5.66+0.56 8.77 +0.88 0.0631 + 0.0063 8.52+0.85
Ffa 31.999 57.077 60.070 21.011
Pla < 0.001 < 0.001 < 0.001 < 0.001
gfa 4.589 8.954 9.143 3.177
P& < 0.001 < 0.001 < 0.001 0.004
g8 11.250 15.017 15.412 9.036
P < 0.001 < 0.001 < 0.001 < 0.001
g1t 6.661 6.063 6.269 5.858
P& < 0.001 < 0.001 < 0.001 < 0.001
28.5) HOMA-IR ADN (ng/ml) AST (U/L) ALT (U/L)
ZF R (n=280) 2.70 £ 0.40 582.49 + 58.25 44.59 + 4.46 42.58 +4.26
fTF k2L (n=280) 2.47+0.35 643.62 + 64.36 40.36 + 4.04 40.33 £ 4.03
A5 T8 (n=80) 2.14+0.30 748.39 + 74.84 36.14 +3.61 38.79 + 3.88
Ffa 51.050 128.610 86.996 17.635
PiE < 0.001 < 0.001 < 0.001 < 0.001
g/fh 5.838 8.263 9.316 4.957
P < 0.001 < 0.001 < 0.001 < 0.001
g8 14.214 22.424 18.654 8.350
P < 0.001 < 0.001 < 0.001 < 0.001
gfh 8.376 14.161 9.338 3.393
Pt < 0.001 < 0.001 < 0.001 0.002
8.3 y-GT (U/L) AREW&F (%) CAP (dB/m)
Z PR (n=280) 4538 +4.54 10.26 +1.03 250.23 +25.02
T k20 (n=80) 40.83 + 4.08 8.77 +0.88 241.63 +24.16
A5 T2 (n=80) 35.46 +3.55 7.15+0.72 233.09 +23.31
Fi& 118.688 246.703 10.055
P{& < 0.001 < 0.001 < 0.001
g8 9.982 15.046 3.182
P < 0.001 < 0.001 0.004
gAh 21.764 31.404 6.342
Pfa < 0.001 < 0.001 < 0.001
gfa 11.782 16.359 3.182
Pt < 0.001 < 0.001 0.004

Ee qn PrOR T HRUMAMBT-RBHEARLE, g P, A" XM PERFTHANLL, g5n Py J9BT-RBCHEA M PE% 17T A AR L

3 ZEXNANAE. F-RRIEEMARTITH 2 BIRERBRAH NAFLD BEFRREAE R

8% K@ M5 Zos AR A A KA F
AL (n=80) 4 (5.00) 3 (3.75) 3 (3.75) 4 (5.00) 14 (17.50)
FT kAL (n=80) 3(3.75) 3(3.75) 3(3.75) 2 (2.50) 11 (13.75)
A% iT4E (n=80) 2(2.50) 3 (3.75) 3 (3.75) 1(125) 9 (11.25)

Pt 0.692 0.000 0.000 2.063 1.300

PiA 0.707 1.000 1.000 0.357 0.522

3 ¥Whig

NAFLDZ 3 E & WIS s, SEFERss
NEHIR, R EREIRI T 5 FFEFEil S ATig
11, NAFLDR AR HLE] A7, Horp = ka7

SR UNDIIBERA . IR I BRI 255 2 B

ARG IERAT N IRHTHERR, ks T AR HERR
PRI N EALRLH, A5 o I R T 0 4 e e
R AR T RE, AT 51 A FERE RAE S22 4EAL, FRN



TRAT O PR IE S B AR BT R A
HELBEHENAFLD K4, MNAFLD Xt — 2 1¢
BEIR e, D0 R B B PURE R, WURR B A
P2 36 BN FR % A NAFLD % 9 [ L R L et 2
HUWE PRI S FNAFLD B 355 K XU (S &
BRgGRD PO TR CE AT PR R D B
PERHIVT (DPP4MHIFD P525miayr, Hal A%
MAEARE, BA—EMIEARIT 3. (HHERT, 2805 R
o & IFNAFLD B35 IR R TT M E 45— briE . Rt
AW TS LA AT T LRI R F 254036 T7 2808 R 9 5
NAFLD & I PRI 7 3850R 2 4k

AT, RO, B I R R AR ST IR
J72RBE PRI & FFNAFLD B A K N e/, H.
TRFEZES, FORIMAWIRIT N eVERE, 1T
FAFIGPR o AHEE T B OUNT A AN B < 98 W 4 R 3
P2 VA AT IR 9T B2 BYKE JR G & FENAFLD i 2% I
WERRAR T 3%, WTRE IR RN PO RS SV T REAS 3 n &8
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