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Clinical Observation on Liraglutide in the Treatment of Type 2 Diabetes Mellitus Combined with Naonalcoholic Fatty Liver Disease. Ye
Qibao, He Yuanyuan, Lii Qihuan, et al. Department of Endocrinology, The First People's Hospital of Hefei City, Anhui 230061 ,China

Abstract Objective To observe the efficacy and safety of liraglutide in the treatment of type 2 diabetes mellitus combined with na-
onalcoholic fatty liver disease. Methods 30 patients who were newly diagnosed type 2 diabetes mellitus combined with NAFLD or in poor
glycemic control Randomly selected. Newly diagnosed patients only got liraglutide treatment, and the rest patients stoped all antidiabetic
drug( except metformin) , got liraglutide treatment for 12 weeks. The blood pressure, body mass index( BMI) , blood glucose, glycosylated
hemoglobin( HbAlc) ,blood lipid, fasting insulin ( FINS) and fasting C peptide ( FC — P) , Insulin resistance index (HOMA - IR ) , liver
function, blood uric acid (SUA) , urinary albumin excretion rate (UAER) changes after treatment were compared, and the adverse reac-
tions were observed. Results The levels of BMI, systolic pressure, FPG,2hPG, HbAlc, blood lipid, alanine aminotransferase, aspartate
aminotransferase, gamma glutamyl transpeptidase, SUA, HOMA - IR were decreased obviously after 12 weeks of treatment( P <0.05). The
levels of FC - P,FINS had no statistically significant difference (P >0.05). No hypoglycemia and other serious adverse reactions in the
process of treatment were found. Conclusion Liraglutide can effective security hypoglycemic, decrease body weight, blood pressure,

blood lipid, improve insulin resistance in patients with type 2 diabetes mellitus complicated with NAFLD.

Key words Type 2 diabetes mellitus ; Naonalcoholic fatty liver disease; Liraglutide ; Efficacy

BEE AATAE TG 7 sUR R B 45 M A kA, 2013 4F HU(IR) A F] 9888 NAFLD B9 e o 08 T8 Ik i i

S BRAE DRI RO 2 8. 3% , FR [E 20 & DL I Y AR
N 2010 4EAE Iy bR A6 BOBE IR A & AR R R 11.6% 25
MITE 2 AUHE PR (T2DM) A HE I 10 I B £ Bl =0
K 60% ~80% . WFSELE WK, NAFLD % M4
[ N AV N [ i S | Y e = o S (T
T2DM Qi 25 & AF (MS) LA KO Fili i 55 958 95 2% U] Al
o I, IR b H 25 5 AL 2 BOBE IR % A )f NAFLD
) I I2 W, A A58 i IRORE , Del e A R el st e B FR AR

PEF A7 230061 A3 LT 58— A B B B 4 23 WA}
- 152 -

BRI ST PR RIS I 25 W I, 75 255 I T E A 22

Ao IR O B B R AR IR - 1 (GLP - 1) 2K
L), S — Tl A 28000 T U B0 i 25 900, AN A RE A 3L
P MUBE  PRAP R S B AR, i e B B AT, R
W I, 0 BE 25 R SR A R HTDE?HE%$E}§W,
E 2R 2 BUBE IR i 7 25 W0 08 9 BT IR A . AR B
FEor AT 2 BB B 5 9 NAFLD %%ﬁj%ﬂﬁ%)ﬂ(m
I7 R RO Sz At LA S I .

MR 57 %

LA FE X 4 BB 5 R e 2014 4R 1 ~ 8 FYiGIR #9 30 )

TEAEFH B Z AT Be 59 90 12 B0 Wl 25 )R R 2 BB I A F



Igh"ﬁﬂ:ﬁ 2015@57):] %44% %7;@%

e B

NAFLD 5 ; A A brifi: O4F ik =22 % ; QB R A% 12 Wi 7F &
1999 AF A 5t T3 AR 40 211 12 W b o 5 B 4L 1 20 85 (1 (HbAlc) >
7% ;ONAFLD {2 Wi £ & v [ 09 RS 1 g B M 3T 9% 1297 48
(2010 4EE 1T /) ) B4R i s @BMI > 25kg/m’ ; B J ™
JFTDIRE %, A T E M (ALT) < 1% {EH MR 2 £ ; @ HEBRbE
PRI I 2P T & RE DA RRR S o 53 R I 48 VR s ™ R A
IR A AE , IR BR AN YRR SRS . JLP, B¢ 23
LT B, BEATA 23 ~64 B AR L 44.6 £9.6 % Hi
8 B, A 22 B e e RS E sl DR Z5 9
i 0B, BT A 9 90 38 52 B 12 TR W 4%
2 HES  E  TE BE AN E —Z LR S
R iR, IR SR AR B (BMI = (R T/ B 7)) s W E A T
$ AU (ALT) 45 B4 S0l (AST) (4% & Bk #% K ( GGT) (i
JREZ (SUA) R EE(TC) H M = (TG) k% B JR & [ 0
B EE(LDL - C) %5 JE I 4% (FPG) K 4& J5 2h 1 Bk (2hPG) 4
A1l 21 2 11 (HbATe) K PR 11 8 1 HEE 36 (UAER) 50 28 %8
2 CRE(FC - P) 25 i 5 2 (FINS) |, TS AR A5 A Jie 1 2 41K
Hii5 % (HOMA — IR =FPG x FINS/22.5) , Fi 47 i % 4 32 32 i

RAH BN, WI2REAETUMBE KA, R
FAEF A B 254 ( W SR ER 21 ), i R B & BKIE 97 o
FI P KA LA N 0. 6mg, Wi |- IEHT R T i 4,1 BRI =
1. 2mg/d, SRR I 4% 15 0L 8 = 1. 8mg/d, H B J5 L% K
BRI 2 M G He R b, Hoh 4 B DIRe R B A E
PREENEE. £ 1 AABRITEHT 1K, %2/\)51%_
B2 1R, IF 90 SR B 5 30 LKA BN
J7 12 JBJG B A AT A T .

3. 803t vk A Bl SR A SPSS 21, 0 B i AT 43 BT,
B R B H = bR 22 (v +5) R IRIT G HL R F BO X ¢
Kig, LA P <0.05 H2ERAEFIT¥RE L,

& R

L 3G Y7 AT OB . HbALe (C K RS 2] R & &R
Wy ds B A2 4k 3R 9T J5 1 FPG .2hPG  HbAlc  HO-
MA -IR W AHB B FE(P <0.01) ;1M FC - P FINS
K FIRITAT M 2E R S 2#E X (P >0.05, %
1),

X1 BreiigE . FC -P . FINS.HOMA - IRH’JHS?(%‘FV)
s} [] FPG ( mmol/L) 2hPG ( mmol/L) HbAlc (%) FC - P (nmol/L) FINS( nIU/ml) HOMA - IR
VR IT T 11.1+1.4 15.5+2.0 10.1 1.2 0.6+0.3 12.7 +6.8 6.2+3.0
RIT R 6.8+0.7" 10.1+£1.3" 7.6+0.8" 0.7+0.2 13.7 £5.2 4.1+1.7"
5YRIFATHE:, " P <0.01
2 VAV E AT BMI L I R DL K A DG AR T 48 AR AGitrE L (P <0.01);SUA AST 53R 7 Hif Bk

AR Ak - A 7B BKIR T S B R A BT I 4 T
(SBP) ALT GGT TG .TC LDL - C ¥ & F 4, 2 5

®2 RIFEEHR

HLESAGIFEE X (P <0.05) ; UAER A J7 Al
A PTREAR (22 R G #E (P >0.05,%2)

fl3EFRATLE 3R (v £ 5)

Bif i) A (kg) BMI(kg/m?) SBP(mmHg) SUA ((pmol/L) UAER ( wg/min)
YEIT T 82.2+5.8 28.5£2.5 134.9 +9.8 320.8 £68.9 19.8 £9.5
BIT R 78.4 +5.0" 27.2+2.1* 124.8 +8.4" 305.2 +44.7 " 18.7 +7.1

i i) ALT(IU/L) AST(IU/L) GGT(IU/L) TG (mmol/L) TC (mmol/L) LDL - C( mmol/L)
BT R 37.8 +11.4 26.6 6.4 39.5+13 3.4%1.7 5.51.4 2.920.7

G A 27.7 £5.3" 23.8+4.2" 28.3 £7.9* 2.5+0.9* 4.8+0.7* 2.0+0.6"

5BYFHT L P <0.05,P <0.01

3N RN : BT A fE AR IR YT I AR R HELIR
MBE o A RO L E o 3, R BN &G RS
AR 314 ), 2945 47% (A543 ~7 KJG 1 2%
fifto AT 1G] A A b R G TE R Y, T LAXERE VR 9T IS 22
fitt o

Wi

AE T A A 0 A5 1 SR S 45 B3k R R At 1
F8 2 DR 2R T 550 4 Y 9 B e R AR O T
fiE Y i R FRZE 5 AE . F AT T2DM 5 3 NAFLD % A

REFAFMK M. PF5IEH T2DM 4 Jf NAFLD
A5 A ZE AL B R AChT (IR) KB S5 A
S, IR Wl fE & NAFLD % 7k % J& a9 3 a ™
NAFLD %4k T T2DM g8 3 (%) I8 4 il , £ i 4 R
o 18 M I S E B & AR FIEE T . T2DM Il NAFLD 22
VE1) T2 300 98 A, i A AR i 3 8L A0 I 5 o Ja ) 25
JA) o

15 G5 1 e 7 58 2 T &5 28R 10 Al e A 24 (L 5
EN 3R IP N : | I NTS 3 § 7F  E  i

153 -



J Med Res, Jul 2015, Vol. 44 No.7

71 R A 2 U T i 5 SO T B T S W
FOA MG A 1 RS o R RO —Fh L GLP — 1 2%
W4, GLP — 1 T B R AEWE S B/ T B I 14 , B
I B 4N O 1 7 40, e B Y A RS 4
D410 o I 25 L 2% 4 0 ID AR 7 £ R L AE 2% 1
25 IR IR TE A, M me R ST R Y BoR B M 6
JRER B = HOUIGE ST 2 BB 12 S, it
FPG 2hPG i 52 HbAlc Bl FE(P <0.05), 74
W 5T [ A A 5 7 i R B & BRIG F T2DM 4 JF
NAFLD £ 519 FPG .2hPG .HbAlc HOMA - IR ¥y
BYRITHTA B R R

AR Z I PR WF 58 #BAIE 52 T ) 30 4 Ik RE I % T2DM
AR [ R BT R, ST IR K
i % KB NAFLD B, GLP — 1 3457 4 JAKE F
WS- P97 1% 10.889% 1 T 2% [ AR TR 1k N 5 AT
TGS A AL P SC B AR ) PR AT R 3% ~5%
Db gk T O A T O A o A F i L B 4 ik i
A RO AR T -4 3. 8kg (1K 4.6% ) o

ZEROMT R IR KA 26 5, T AR 0k 4
JE B LDL - C 37 8 I8 07 B2 . TG /K. 37 & ik
F9 KA F A JH 2k S IR0 400 IR P #2540 L GLP -
12— A 28 W AR M M 2 T 3R, mT s 34 o g Dy R
AL, 3 T 4 B M7 7 K 407 L, X A S o e B
P A ) A A B A . GLP — 1 SR A AL
WL RS S o B0 Y ApoE B 1A% 2 3K 51 R A B
LK, B E AR TG, TC K, W/ LDL - C (4
T N 1 n A i = S A2 S/ 1A= N Al 19
SBP TG .TC .LDL - C, M1 2k 3% T2DM & Jf NAFLD
EEM IR = AL A PR R, & F NAFLD
T2DM 2 SUA Fl UAER B g 75 T JC NAFLD g 3#% |
J& T2DM 4 Jf NAFLD #9457 fa e P& 0 A BF
Fe 45 P AR R L6 IR RE R IR SUA Rl UAER, B i A%
T2DM H 3 K H: NAFLD 9 KU . A BF 55 38 3 W ) it
£ KB M % T2DM 4 3 NAFLD % ) ALT, AST,
GGT, X 52 BTt Je—2i 7 o phy TR 8 ik 2
0 B AR 10 77 2K AR AR L L 0B S 5 i GLP -
1 A RENEVE T, 00 00088 1 5 B, DUAS Pk — 2 b
B0 R L A T R A SR e T ARL R o 2 R
16 o ARBIFSE bl 7 5 K 0 U T 46K L 2% 24 o
W R LB R B RN LU I I L RN
Wt METS A AL B, K 2R S —ad e, AT [ 4
i ARWRTEN G AR S B A R S A
R I AT DAL o M7 5 K A LA LB 1) 22 2
- 154 -

25 BRTIR R RO E AT D)2 4 A A0k e AT 1f

W i [+ BRF 3R AR 100 9 A 1 . 0 e B R AR,

FOIE A 2 BB PR 5 JF ARG M i s T 28 2, AR

it | AL, 9 8 A 4 i 17 £ £

&% it

1 Hirst M. Diabetes in 2013. The new figures [ J]. Diabetes Res Clin-
Pract,2013,102:265

2 RARRE AR B RN A o 2. PR 2 OB RO B 36 48 B (2013 4F
f) [J]. A AEms R 2% & ,2014, (07) 447 - 498

3 Vernon G,Baranova A, Younossi ZM. Systematic review : the epidemi-
ology and natural history of non — alcoholic fatty liver disease and non
- alcoholic steatohepatitis in adults [ J]. Aliment Pharmacol Ther,
2011,34.274 - 285

4 R A O3 T A 4 8 I I RO ORE A 05 2 2L vl ] R TR
i J05 P T 995 1297 4 1 (2010 AE BT R [T ] b B BE 2 HiT i 244 35
PR ,2012,(7) 14 - 10

5 EYLE, IR 2 RURE RO R 3R R PR IR DT I 60 I DR B A i
R (] R A ,2012,14(2) 2212 - 214

6 Gariani K, Philippe J, Jornayv az FR. Non — alcoholic fatty liver dis-
ease and insulin resistance: from bench to bedside [ J |. Diabetes
Metab, 2013, 39(1) :16 -26

7T e s MG IGRIT 2 BORE R 0T R R LT ]
I A B ,2013,34(23) 33651 - 3653

8  Dharmalingam M, Sriram U, Baruah MP. Liraglutide: A review of its
therapeutic use as a once daily GLP -1 analog for the management of
type 2 diabetes mellitus[ J]. Indian J Endocrinol Metab,2011,15:9 —
17

9 N TR N k. A B ST SR IR T 0 0T R B AR AR A K R
AEFEFR BN [T]. SE B A2 2% 3K ,2013,29(14) 52270 - 2272

10 Fonseca V,Plutzky J, Montanya E et al. Liraglutide ,a once — daily hu-
man GLP -1 analog, lowers systolic blood pressure ( SBP) independ-
ently of concomitant antihypertensive treatment[ J]. Diabetes,2010,59
(suppl 1) :296 - PO

11 Svegliati — Baroni G, Saccomanno S, Rychlicki C, et al. Glucagon —
like peptide — 1 receptor activation stimulates hepatic lipid oxidation
and restores hepatic signalling alteration induced by a high - fat diet in
nonalcoholic steatohepatitis[ J ]. Liver Int,2011,31(9) :1285 - 1297

12 ZR i, 248 A WU, 45 R hr 5 BRI B 56 2 AL AE /) BRI [ e
AR AR S 2L R A [ T]. e o3 AR 2 5, 2011,27(7) < 10

-11

13 U1 RACE IV 2. 2 BUME SR B2 L PR R UK T 5 A TR
JiE W BT B R OGHERIE 2 (0] e 23 AR 2% 5 ,2012,28(3) <215
-216

14 SRR AR 2 BUR RO AR ORT T R 5 T S R
HEMER A SR [T]. AR I PR BRI 4% 5k - HL T A, 2012,6 (15) :4225
-4228

15 Buse JB,Rosenstock J,Sesti G, et al. Liraglutide once a day versus ex-
enatide twice a day for type 2 diabetes:a 26 — week randomised, paral-
lel — group , multinational , open — label trial (LEAD - 6) [ J]. Lancet,
2009,374(9683) :39 —47

(W Fs H 3 :2014 - 12 -29)
(f& [ A #1 ;2015 - 01 -07)



