%34k % Drug Evaluation Research %5 39%: SE 4% 201648 B + 623

SCEABRRER S = R UANRS 2 BURE s & FHAREAR RS A AT B R G T

REL, FL4E, #& &, &R, & 4
IRFT P ERE WMWEL 95 TkE#E 215600

 E: BE VPSR 2 BB (T2DMD & IR MENR W LT (NAFLD) TRk, IR JL/E AL
WA R 224, F73% IRBUGKF I P EERE 2014 45 1 H —2015 £ 11 HYUA T2DM £ & NAFLD 2% 96 i, 1 %7
TEBEHLY b BE AR T 20, R4 48 Ao SRR LU H U, AR4A57H 500 mg/ik, 2 Wk/d, 458 BRI I
il BT AR RS Foin ) A IE SR, BT 60 min. WRAERT 60 min 5 ug Bz FES, WIELLHZ 24 . i
WITHT G WAL GRS (FBG). &) IEE (PPG). =FiH (TG, RJHERE (TC). WRIRZILHBET (ALT) FIR[]
XARASEHN (AST) WAL, WEARA KA RSOV AL ELISA A £ 44t i A=K 19 (FGF19) Fll FGF21
LKLk, R WHIRIT S FBG. PPG. TG. TC. ALT. AST. BMI. JE[H. B #JH A IEEL EZ AL (P<0.05.
0.01), HiAF4EE L FXIRA (P<0.05). BIAIT G FGF19 fl FGF21 iAW EETE (P<0.05. 0.01), HiAr4l
FGF19 Il FGF21 FIA &35 = T AL (P<0.05). 7 AL IRIGTT HAE N 85.4%, BEHM TR AN 64.6% (P<0.05) ;
RITHA R RR N 12.5%, STHRALTIN 10.4%, WAL REEER (P>0.05), it LIEMIKIPESE —FXUT T2DM
£l & NAFLD B Wi 5L FThRE R A B IBGEE M, IWIRER A R H %4

KR4EIA: IR 2 AUBEIR: ARRSMERR I AT A KT 19 4R A KR T 21

HEFES: R969.4 EPRERD: A XEHS: 1674-6376 (2016) 04-0623-04

DOI: 10.7501/j.issn.1674-6376.2016.04.021

Clinic effects of exenatide combined with metformin on liver in type 2 diabetes
mellitus patients combined with nonalcoholic fatty liver disease
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Abstract: Objective To detect the clinic effects of exenatide on liver in type 2 diabetes mellitus (T2DM) patients combined with
nonalcoholic fatty liver disease (NAFLD) and explore its mechanisms and clinical safety. Methods A total of 96 T2DM combined
with NAFLD patients were enrolled in this study. Patients were randomly divided into fetmormin control group (n = 48) and fetmormin
+ exenatide observation group (n = 48). The patients in control group were given metformin, starting dose of 500 mg each time, twice
daily, combined with specific patient’s condition to adjust the dose. The patients in treatment group were given metformin and
exenatide at 60 min before breakfast and 60 min before dinner, which was treated for 24 weeks. The FBG, PPG, TG, TC, ALT, and AST
was compared. FGF19 and FGF21 were detected by ELISA analysis. The rate of adverse reaction was compared. Results After
treatment, FBG, PPG, TG, TC, ALT, AST, BMI, waistline, and B ultrasound in liver fat storage were all decreased (P < 0.05, 0.01).
However, which were all lower in observation group than that in control group (P < 0.05). After treatment, FGF19 and FGF21 were
both increased (P < 0.05, 0.01). However, which were both higher in observation group than those in control group (P < 0.05). The
clinical effect rate in observation was 85.4%, which was higher than that of 64.6% in control group (P<0.05). The rates of adverse
reaction were 12.5% in treatment group and 10.4% in control group. There was no significant difference between the two groups
(P>0.05). Conclusion Exenatide has a significant role in the improvement of blood glucose, blood lipid, and liver function in T2DM
combined with NAFLD patients, with significantly clinical efficacy and safety.
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Table 1 Comparision on blood glucose, blood lipid, and liver function before and after treatment in two groups ( X*s, n=48)

A5 WHE FBG/(mmol-L™)  PPG/(mmol'L™") TG/(mmol-L™")  TC/mmol-L™") ALT/(U-L™) AST/(U-L™)

XTRC JTET 7.82+1.81 12.38+3.14 2.7440.85 5.73+1.64 58.84+13.58 61.78 £13.42
JTIE  6.46+1.22° 9.26+235" 2.1740.68" 481+124"0 46231136 49.54+12.33"

WITOJTHT 7911178 12.34+3.21 2.6940.82 5761730  58.69%13.61 62.04+13.52
JYJE  5.74+1.13™ 8.17+1.82"™  1.62+043™ 4.1240.86™ 3726193574 3892497340

SR4IT TS TP<0.05, YP<0.01; SxHB4AITIE L “P<0.05

"P<0.05 P<0.01 vs same group before treatment; P < 0.05 vs control group after treatment

%k 2 W4RITRIE BMI. FEE. B BETAIASE. FGF19 1 FGF21 RiAALLE (xts, n=48)
Table2 Comparision on BMI, waistline, B ultrasound in liver fat storage, FGF19 and FGF21before and after treatment in two groups

(xts, n=48)
4o HA BMI/(kg'm ?) FE il /em BBAFAI EE/%  FGF19/(umol-.L™")  FGF21/(umol-L™")
M WBITET 26.47+3.52 108.31£13.14 44.82+4.22 22.14+5.26 20.44+4.56
WY 2227+3.12 93.12+8.64" 37.64+4.03" 31.62+6.74" 29.68+6.15"
WY VAITET 26.5113.64 107.88+13.43 44.77+4.56 21.86+5.32 20.52+4.63
WITJE  19.62+£2.2474 81.51+6.32"*  30.16+£3.34™4 40.25+8.13"4 38.57+7.59™0

S4BT : TP<<0.05, TP<<0.01; SRS *P<0.05

"P<0.05 “P<0.01 vs same group before treatment; * P < 0.05 vs control group after treatment

x 3 MARITIEIGARTT AL

Table 3 Comparison on clinical efficacy of two groups after treatment

25 53 n/f BRI BB TR B HHHE %
pagit 48 18 13 17 64.6
T 48 24 17 7 85.4%

x4 LA 4P<<0.05

4P <0.05 vs control group
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