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Clinical efficacy of fluvastatin in the treatment of nonalcoholic fatty liver disease

and its effects on inflammatory factors,liver steatosis and fibrosis
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Abstract ;[ Objective | To investigate the clinical efficacy of fluvastatin in the treatment of nonalcoholic
fatty liver disease and its effects on inflammatory factors,liver steatosis and fibrosis. [ Methods ] The clinical
data of 88 patients with nonalcoholic fatty liver disease treated in our hospital from January 2015 to 2017
were retrospectively analyzed. According to the different treatments,the patients were divided into observa-

tion group and control group(z =44). The patients in the control group were treated with oral hypoglyce-
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mic and lipid-lowering drug treatment and the patients in the observation group were given with fluvastatin
on the basis of the control group treatment. The effects of different treatment methods on serum inflamma-
tory factors,liver steatosis and fibrosis were observed and compared between the two groups. [ Results ] Af-
ter treatment,the effective rate in the observation group was 88. 64 % ,which was significantly higher than
that in the control group(68. 18%) (P <C0. 05). Before treatment,the hs-CRP,1L-6, ALT, TNF-a, AST ex-
pression levels had no significant difference between the two groups(P >>0.05). After treatment, the hs-
CRP in the observation group was(7. 544 1. 36)mg/L,which was significantly lower than that in the con-
trol group[ (14. 62+2.57)mg/L,P<C0. 05]. The TNF-« in the observation group was(12. 62+2. 51)ng/L,
which was significantly lower than that in the control group[ (28.62+5.47)ng/L.,P<C0.05]. The 1L.-6 in
the observation group was(12. 54 +2. 34)ng/L,which was significantly lower than that in the control group
[(38.61£6.85)ng/L,P<C0.05]. The ALT in the observation group was(46.59+8.57)U/L, which was
significantly lower than that in the control group[ (58. 34410.52)U/L,P<C0. 05]. The AST in the obser-
vation group was(35. 67+8. 67)U/L,which was significantly lower than that in the control group[ (44. 63
+12.52)U/L,P<0.05]. The HDL-C and BMI showed no significant difference between two groups(P >
0. 05). The levels of TG, TC,LDL-C and FBG showed no significant difference between two groups before
treatment(P >>0. 05). After treatment,the TG in the observation group was(1. 04+ 0. 26) mmol/L, which
was significantly lower than that in the control group[ (2. 85+ 0. 66)mmol/L,P <(0.05)]. The TC in the
observation group was(3. 0240. 46)mmol/L,which was significantly lower than that in the control group
[(5.10%1.12)mmol/L,P<C0.05]. The LDL-C in the observation group was(1. 3240. 35) mmol/L,which
was significantly lower than that in the control group[ (3. 02=+1.03)mmol/L, P <C0.05]. The FBG in the
observation group was(4. 874 1. 46) mmol/L,which was significantly lower than that in the control group
[(6.87=£1.85) mmol/L, P < 0.05]. Before treatment, the HA, PC III, C [V, LN showed no significant
difference between two groups(P>>0. 05). After treatment,the HA in the observation group was(98. 57+
21.31)g/L,which was significantly lower than the control group[ (162.57 & 35.85)g/L, P <(0.05]. The
PCIII in the observation group was(86. 57 +£18.57)g/L,which was significantly lower than that in the con-
trol group[ (135.67+27.54)g/L, P < 0.05]. The CIV in the observation group was(84.65+13.57)g/L,
which was significantly lower than that in the control group[ (136.75+22.51)g/L,P<C0.05]. The LN in
the observation group was(74. 26 =14. 53)g/L, which was significantly lower than that in the control group
[(114.02420.42)g/L.,P<C0. 05]. There was no serious adverse reactions in two groups during treatment.
[ Conclusion JFluvastatin in the treatment of nonalcoholic fatty liver disease can reduce the serum inflamma-
tory factors,blood lipid index and liver fibrosis index levels and inhibit inflammation, improve abnormal
lipid metabolism and relieve liver fatty degeneration and fibrosis degree.

Key words: Fluvastatin;nonalcoholic fatty liver disease;fatty degeneration of liver tissue;serum inflam-

matory factors;fibrosis degree
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