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Effect of atorvastatin combined with ursodeoxycholic acid on
non-alcoholic fatty liver disease*

Zhen-sheng Yang', Pei-zhu Su’
(1. Upscale Medical Center, 2. Department of Gastroenterology, Foshan First People’s Hospital,
Foshan, Guangdong 528000, China)

Abstract: Objective To investigate the efficacy of atorvastatin combined with ursodeoxycholic acid in the
treatment of non-alcoholic fatty liver disease and its effect on the levels of nuclear factor kappa B (NF-kB) and
transforming growth factor (TGF) -f in serum. Methods Totally 112 patients with NAFLD in our hospital from
January 2013 to October 2017 were included in this study. The patients were divided into the observation group
and the control group by random number table method, 56 patients in each group. The patients in the observation
group was treated with atorvastatin combined with ursodeoxycholic acid, while the patients in the control group was
treated with atorvastatin. All patients were treated for 6 months. Body mass index (BMI), waist hip ratio (W/H), liver
function, blood lipid, B-ultrasound score, serum levels of NF-kB and TGF-f3 were compared between the two groups.
Results There was no significant difference in BMI and W/H between the two groups after treatment (P > 0.05).
After treatment, the levels of ALT, AST and ALP in two groups were significantly decreased, the levels of ALT, and
AST in the observation group were significant lower than that in the control group (P < 0.05). The levels of TC and
TG in the two groups were decreased after treatment, and the observation group was lower than the control group

(P < 0.05). Two groups of ultrasound scores were significantly decreased, and the observation group was lower than

Wk B . 2019-04-19
*ILETH  TAREESBMIIELSTH (No : A2018291)
[EISVEF | TRIER, E—mail : 99320729@qq.com ; Tel : 18038863370

e 77



T EBREE 2 Ak

29 &

the control group (P < 0.05). The level of serum NF-kB decreased significantly in the observation group, and was

lower than that in the control group (P < 0.05). Serum TGF-p of two groups decreased, and the observation group

was lower than the control group (P < 0.05). Conclusions Atorvastatin combined with ursodeoxycholic acid is

effective on the treatment of NAFLD, and can reduce serum NF-kB and TGF-f levels.
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LT ITHEARABTT F 10 me/d, WiZH R FH 4 TRk E
HE, WHIEMEA, 251, &Mz 8h. /Y7 R R
ST SO BT A T, WEIRYT 6 M H R
FHOCHEPRIAEL . P AT B A5 2 S8 7
1.3 WMEIEHR
13,1 Adhgagts WEEEN S, (KE. WEEM
B THERERSE (BMI) AR (W/H ),
132 JFlEey BAEME SRA DW-C8 B L5 i
P (IR 2 ~ 5 Hz, BN FRE&A IR
oE]) KA. BRI - gl AR
1R B G AR 1 4y, w3 RIS . FAE
PR IRTE RS BN AN A REIHAS T 2 4.
133 i fednfigseml SR DL 78S AU6SO 4
H Bl Ao BT AR I 25 TR % 2 (ALT ), R
fiti (AST). BRPEBERREG (ALP) FI v — 25 % L kG
(GGT). RHEEE (TC). Hih =W (TG). =%
JEH#EH (HDL), fR#% AR A (LDL ),
134  difzmpe B F4em SR B G e e FHR A G
LT NF—« B FI TGF=-B 7K. 75 & B L
REE YRR R A,
K4342-100,
135 RRRE WERTT IR E IR R R
N, WFXORE . Z 7, PSS
1.4 FitEFHE

BAE TR SPSS 19.0 Geit#idt, HHRgeOR L
B + BRifE2E (xxs) FoR, FRBCRTIMSIREA ¢ K
SRR ¢ A, THECRORER IR (% ) FoR, T
BERH xR, P<0.05 HEFAGIHFE X,

&R

— R
WAL —RVOR L, 25 SRR (P>

A 1

P55 E-EL-H1388 HI

2

2.1

- 78 -



551919

W, 4 - BFEHABT VI AR 22 SRR YT AR IR AR AT

0.05). W 1,
2.2 T4H BMI F1 W/H 155

P4 BML ORI W/H JRIT RIS AL, ZRA g2
H (P<0.05), IGI7 G HTRE s (AP LR, 225
TGi=E X (P>0.05), W 2.
2.3 WAHAMINsEMmMAETLIER

WiZ ALT. AST I ALP VAYTRIJE H#8, VRIT )R
BITRE, Z2RA%TE L (P<0.05), HUELL4 ALT

®1 MABRE-RABBOLE (n=56)

pUk 37| 35/21 4756 +6.84 413523+777.24 38/18

XTHRZ]  38/18  48.00+£7.02 4265.27 +894.25 34/22
t/x’ 18 0354 0.336 0.821 0.622
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pUE It 30.25 £2.51 26.35 + 3.64 6.601
XFHEZH 31.00 + 3.60 27.05 £2.74 6.534
IR 1.279 1.149
P1H 0.204 0.253

0.000 0.94 +0.36 0.75+0.21 3.412 0.001
0.000 0.93+0.71 0.74 £ 0.20 1.928 0.049
0.094 0.031
0.925 0.975

x3 FARTAIEFIRER L

U =24i) 96.52 +10.21 45.68 + 821 29.039
payiista:l 95.68 + 11.60 70.21 + 6.24 14.470
{8 0.407 17.801
PAi 0.685 0.000

(n=56, w/L, x+s)

0.000 61.25 +8.54 38.69 +6.32 15.890 0.000
0.001 60.89 + 10.01 45.21 £6.67 9.755 0.000
0.205 5.309
0.838 0.000

ML 67.53£9.32 53.21 +10.01 7.835
popilskE 68.01 +12.25 52.9+9.35 7.337
i 0.209 0.169

Py 0.835 0.866

0.000 42.54 £ 8.88 42.51+£9.01 0.018 0.986
0.000 41.89 £ 6.74 42.34 £ 6.37 0.363 0.717
0.436 0.115
0.664 0.909
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Fz4 WAETEIEMELEE  (n=56, mmol/l, X+s)

Uk =37 5.87+1.25 1.89 + 0.65 21.139 0.000 2.78+0.51 1.68 +0.32 13.672 0.000
poyite) 59+1.11 3.01 £0.54 17.520 0.000 2.67+0.14 2.01+0.21 19.569 0.000
XIS 0.134 9.918 1.556 6.452
P1A 0.893 0.000 0.125 0.000

WEELH 2.01 +0.09 2.03+0.10 1.113 0.268 3.22+0.08 3.18+0.12 2.076 0.050
XTHEZH 1.98 + 0.09 2.00+0.14 0.899 0.371 329+0.34 3.24+0.61 0.536 0.594
RN 1.764 1.305 1.499 0.722
P1E 0.081 0.195 0.139 0.473

®5 WARTHIEBBRSWLE (n=56, x+s)

pUEZSIE] 4.01+1.01 2.82+0.08 8.789 0.000
X HRZH 3.97+0.84 3.42+0.23 4.726 0.000
L 0.228 18.438
P{E 0.820 0.000

k6 WMAEBTHIEME NF-x B TGF-B KFEHELE  (n=56, pg/ml, x=s)

Uk =37 2.68 +0.12 1.20 + 0.08 76.793 0.000 7.26 +1.01 321+1.55 16.382 0.000
poiiEe] 2.70 £ 0.32 2.65+0.10 1.117 0.269 7.12+2.01 5.94 +0.94 3.979 0.000
XIS 0.438 84.731 0.466 11.269
PiA 0.663 0.000 0.643 0.000

®7 WARRREHLER [n=56, fl (%) ]

W 9 (16.07) 3(5.36) 7 (1250) 2 (3.57) 1(1.79)

AL 8 (14.29) 4(7.14) 5(8.93) 2 (3.57) 0 (0.00)

X H 0.069 0.152 0.373 0.000 1.009

Pt 0.792 0.696 0.541 1.000 0.315
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