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FHEZH:  (2.93 £ 0.31) mmol/L vs (3.65 + 0.34) mmol/L] /K3 FE LT IBITRI, &=
B G R K53 = TR R g4, (1.63+£0.53) mmol/Lvs (1.21+0.40) mmol/L;

WHEZH:  (1.33 + 0.41) mmol/L vs (1.16 + 0.37) mmol/L], ZRAH it E X (P
$1<0.05) o BITIE, WEHH =R, I AT R R A KR B EL T X
MAH, mEEREOKEETHRA, ZRAGTHEE L (PH<0.05) . @FEITE,

P 2H R T S e B (R4 2.59 + 0.43 vs 5.71 £ 0.59; XJHEZH: 3.46 + 0.51 vs
5.58 + 0.67) FIEEB-ZHMLINAEFEEL (152,71 + 8.84 vs 105.42 + 8.34; XTHAZ: 12645+
9.35 vs 105.05 + 8.02) ¥RIAITRI W E S, SXTRAMIL, WEAHGIT 5B RI
PR SR FEAC, REB-dNThae B R E T (PH< 0.05) . @iHIT e, WEAH
CIEH R P/ /B 1250/1980/951/ 1451 vs OfF1/1641/1741/8451 ) FOxtHRZH (1% /%%
B/ /R R 8451/154510/17451/3 451 ws Of5/ 144510/ 18451/ 11451 ) K635 Mg o JHF 7™ B R B 35 By
JYHTE E NGE, HWERA R I ™ B R R (2=2.029, P=0.042) . BT

DOI: 10.3969/j.issn.1674-7380.2021.04.008
SETHE . FriEdEER BIaIX 3 ARG (2017D01C343)
WI/EH: M#k Email: yangm76@126.com



G, PILEEBMI [ME4: (19.97+£2.66) kg/m’ vs (24.88 +3.28) kg/m’; X A4
(22.11 £ 3.08) kg/m” vs (24.94 +3.30) kg/m’]. ALT [Mi%4H: (21.27 +5.26) U/L
vs (41.02 +9.83) U/L; %HRZH: (3341 +5.02) U/Lvs (4094 +9.80) U/L] ZAST [V
H. (24.23+3.69) U/Lvs (36.33+£6.70) U/L; XfH84H: (30.50+5.04) U/Lvs (36.18 +
6.63) U/L] WEZFKTIHITHT, HWERHAEZCTXEA (PH<0.05) . ©MEEH
IR ZHAS B S R A R4 5N 14.63% (6/41) | 9.30% (4/43) , ZRES¥E X
() =0.174, P =0.676) . £5iL Flfi & ik Al o5 2 A0S IR % & HNAFLD & 4% IR AR
HRRR B KB, DR AR A AR, B R .
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Effects of liraglutide on glucose and lipid metabolism and insulin resistance in type 2
diabetes mellitus patients with non-alcoholic fatty liver disease

Xie Jing', Yang Miao', Xing Ying’ (1.Department of Pharmacy, the Seventh Affiliated Hospital
of Xinjiang Medical University, Urumgqi 830000, China; 2.Department of Comprehensive
Internal Four, Xinjiang Medical University First Affiliated Hospital, Urumgqi 830000, China)
Abstract: Objective To investigate the effects of liraglutide on glucose and lipid metabolism
and insulin resistance in type 2 diabetes mellitus patients with non-alcoholic fatty liver disease
(NAFLD). Methods The clinical data of 84 patients with type 2 diabetes mellitus complicated
with NAFLD in the Seventh Affiliated Hospital of Xinjiang Medical University from
January 2018 to January 2020 were retrospectively analyzed. The patients were divided into
observation group (43 cases) and control group (41 cases) according to the different treatment.
Patients in control group were treated with metformin and patients in observation group were
treated with metformin combined with liraglutide for 3 months. Glucose indexes (fasting
plasma glucose, 2 h postprandial blood glucose, glycosylated hemoglobin), lipid metabolism
indexes (triglyceride, total cholesterol, low density lipoprotein, high density lipoprotein),
insulin resistance index, islet B cell function index, severity of fatty liver, body mass index
(BMI), liver function [alanine aminotransferase (ALT), aspartate aminotransferase (AST)] and
adverse reactions were observed before and after treatment. Results (DA fter treatment, the
fasting blood glucose [observation group: (5.42 &+ 0.63) mmol/L vs (8.87 + 0.65) mmol/L;
control group: (6.49 £ 0.55) mmol/L vs (8.92 £ 0.71) mmol/L], 2 h postprandial blood glucose
[observation group: (8.27 + 0.95) mmol/L vs (13.84 + 1.25) mmol/L; control group: (11.19 £
1.04) mmol/L vs (13.69 £ 1.18) mmol/L] and glycosylated hemoglobin [observation group:
(5.62 £ 0.64)% vs (7.37 = 0.87)%; control group: (6.34 £ 0.71)% vs (7.44 £ 0.75)%] levels
of patients in two groups were significantly lower than those before treatment, and the above
indexes of patients in observation group were significantly lower than those of control group
(all P < 0.05). @After treatment, the triglyceride [observation group: (1.80 + 0.27) mmol/L vs
(3.12 + 0.37) mmol/L; control group: (2.51 + 0.32) mmol/L vs (3.05 + 0.41) mmol/L], total
cholesterol [observation group: (5.31 £ 0.59) mmol/L vs (6.70 = 0.67) mmol/L; control group:
(5.94 £ 0.65) mmol/L vs (6.64 = 0.73) mmol/L] and low density lipoprotein [observation group:
(242 £ 0.27) mmol/L vs (3.59 + 0.39) mmol/L; control group: (2.93 + 0.31) mmol/L vs (3.65 £
0.34) mmol/L] levels of patients in two groups were significantly lower than those before
treatment, the high density lipoprotein level was significantly higher than that before treatment
[observation group: (1.63 + 0.53) mmol/L vs (1.21 + 0.40) mmol/L; control group: (1.33 +
0.41) mmol/L vs (1.16 £ 0.37) mmol/L], the differences were statistically significant (all P <
0.05). After treatment, the levels of triglyceride, total cholesterol and low-density lipoprotein
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of patients in observation group were significantly lower than those of control group, and
the level of high-density lipoprotein was higher than that of control group, the differences
were statistically significant (all P << 0.05). 3 Compared with those before treatment, insulin
resistance index (observation group: 2.59 £+ 0.43 vs 5.71 + 0.59; control group: 3.46 + 0.51
vs 5.58 = 0.67) and islet B cell function index (observation group: 152.71 + 8.84 vs 105.42 +
8.34; control group: 126.45 £+ 9.35 vs 105.05 + 8.02) of patients in two groups improved
significantly after treatment (all P < 0.05). Compared with those in control group, the
insulin resistance index of patients in observation group decreased significantly and islet
cell function index increased significantly after treatment (all P << 0.05). @A fter treatment,
the fatty liver severity of patients in observation group (normal/mild/moderate/severe: 12 cases/
19 cases/9 cases/1 case vs 0 case/16 cases/17 cases/8 cases) and control group (normal/mild/
moderate/severe: 8 cases/15 cases/17 cases/3 cases vs 0 case/14 cases/18 cases/11 cases) improved
significantly, which was lighter in observation group than that in control group (z =2.029, P=0.042).
®After treatment, BMI [observation group: (19.97 + 2.66) kg/m’ vs (24.88 + 3.28) kg/m’; control
group: (22.11 = 3.08) kg/m’ vs (24.94 =+ 3.30) kg/m’], ALT [observation group: (21.27 + 5.26) U/L
vs (41.02 + 9.83) U/L; control group: (33.41 £ 5.02) U/L vs (40.94 + 9.80) U/L] and AST
[observation group: (24.23 + 3.69) U/L vs (36.33 + 6.70) U/L; control group: (30.50 = 5.04) U/L
vs (36.18 £ 6.63) U/L] levels of patients in two groups were significantly lower than those before
treatment, and the above indexes of patients in observation group were significantly lower than those
of control group (all P < 0.05). ®The incidence of adverse reactions of patients in observation
group and control group were 14.63% (6/41) and 9.30% (4/43), respectively, the difference was not
statistically significant (> = 0.174, P = 0.676). Conclusions Liraglutide can improve glucose and
lipid metabolism, insulin resistance and the severity of fatty liver disease of type 2 diabetes mellitus
patients with NAFLD, with good safety.

Key words: Liraglutide; Type 2 diabetes mellitus; Fatty liver disease, non-alcoholic; Blood
glucose; Blood lipids; Insulin resistance
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LI 41 62.18+6.22 23/18 3.21+£0091
xR0 43 62.37 +6.19 21/22 3.14+0.84
sitEMh t=0.140 7 =0.438 t=0.366
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280 5 (283 = JE A (mmol/L) AJE2 hinds (mmol/L) i EE (%)
MER4E 41
ST AT 8.87+0.65 13.84+1.25 7.37+0.87
GG 5.42+0.63 8.27 +0.95 5.62+0.64
Hh 24.404 22.716 10.375
P& < 0.001 < 0.001 < 0.001
<t B8.4a 43
ST AT 8.92+0.71 13.69+1.18 7.44+0.75
e 6.49 +0.55 11.19+ 1.04 6.34+0.71
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Xi: < 0.001 < 0.001 < 0.001
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0.05) , N34,

2.5 MALRR AT = A2 AT, WALEE AR T
P AR SRR T AT G, HOWE AR I
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A 41
BT AT 3.12+0.37 6.70 £ 0.67 3.59+0.39 1.21 +0.40
B 1.80 +0.27 5.31+0.59 2424027 1.63+0.53
Ha 18.452 9.969 15.793 4.050
P& < 0.001 < 0.001 < 0.001 < 0.001
xt B8.4a 43
I 3.05 +0.41 6.64+0.73 3.65+0.34 1.16 £0.37
B 2.51+0.32 5.94+0.65 2.93+0.31 1.33+0.41
Ha 6.808 4.696 10.261 2.018
P& < 0.001 < 0.001 < 0.001 0.046
4 0.820 0.391 0.752 0.595
PfA 0.414 0.696 0.453 0.553
A8 10.964 4.644 8.024 2.909
Pt < 0.001 < 0.001 < 0.001 0.004
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zfh 2.108
Pt 0.016
xf FR 41 43
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