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[ ABSTRACT] In recent years, nonalcoholic fatty liver disease has gradually become the main factor of liver-related

mortality in China. The pathogenesis of nonalcoholic fatty liver disease mainly associates with the metabolic syndrome and

its risk factors include obesity, type 2 diabetes, abnormal lipid metabolism, etc. These risk factors are closely related to
the cardiovascular disease. Therefore, the cardiovascular mortality has become a primary cause of death in nonalcoholic

fatty liver disease. Statins are the main lipid-lowering drugs. There is evidence that nonalcoholic fatty liver disease pa-
tients using statins not only can effectively reduce the liver transaminase level and the mortality of cardiovascular disease,

but also can effectively improve hepatic steatosis, and may delay progression of liver fibrosis.
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N EEYIAE G, NAFLD f8 il AT 28 25 A UK
SR 7 R, 5 R AR AT I A =l K
S NAFLD/NASH HH 2¢ [0 ML 45 B 6 FE T 3K, I 5%
JHF IR P 2 P A [) P e %o 3B 2 JHF Ik 4 A A A
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F(ER) 212 A7 A8 IR AR 5 A2 043 9 1 ELHEBR
A JEF R 9 95, 0V RS 2 JEE 9 7 PN %) A 1
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AHSE B4 JFF 1 0 A8 2, AT REAF 76 JF 4R 4L, NAFL
FINASH A2 ik J1& Sy Jig i JHEAH G 8 4k | B % iF
S HETTIGN NAFLD F83% AP A S aE R 1),
o NAFL AR | BT 10 ~ 20 4R HTRE AL & 2F R A%
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TRTIRERRE AT | RE A 0TI 7 A=, I DR 200 e ) 90
AT 72 A 40 ) 2R S SR AT RN 2T 24

H i E 2 NAFLD/NASH BV YT J7 8 54
FEATE T T B F ARG M iayT, Hd ek
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11 TSI I K B, AT 2501 NAFLD 59
R S B R A AN SR, BFSE R & B,
F 4 AT /N HE R (adult treatment panel guide-
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density lipoprotein cholesterol , LDLC ) K F 3.4 mmol/
L G S B T s (OB E R BBR 3 £%) 19
NHBE, S8 2H (no=63) fdi ] b 5] 522 BT HE A 7T (20
mg/ K )54 JiJ5 2 A WA AL 48 bR AU IERE 7, 42
N (67% ) JFF16 28 i J e 75 45 7 J8 38 IR &2 TE
JCHA . NAFLD §E4E . % B8 20 {5 3R 35 D1RE (200
mg/ K )54 JHJ5, RA 429% WY 54 AT 55 2 B A
WA IEH , SCUR2H S50 IR L He g, by T B W o kst
NAFLD 1 fJ0E g 7 28 P F2 BE (P <0.09) ., Hyogo
ZEOUHE 2008 AT K R T — 30 /NR A S AR 5T S o
NASH 45 I v B s (/D TIE R E 5 f%) i
/NP ARTT 10 me/ K, 3097 24 HJa
52 A MRS BTE 4G A, VI T R 76% i85 NAS W]
R AR 5722 P R BE S5 6 H LR
(0.8 vs 1.6,P<0.001) , 2011 4F Foster %) 5 1t
CT B VAL T VT 25 25 ¥ iR 97 NAFLD 1Y J7 4%
NAFLD f8 2 i FIBTFE AL TT (20 mg/ K ) IR97 2.1
EJE B ANE CT A8 . SEg4H i/ CT %5 B LB
ERITRT R B (1.11 vs 0.71,P<0.001) , BT
JUE R 1D A8 PERR B B S R AIR, PF SRR R . L dl 5
23 PR HRAT E A, it Al 7T T AR A 07 28 4 1 N\ B
B B8R (37.1% vs 77.8% ,P=0.001) . 3.6 4FJ5 F
WEAFNE CT, 5 HAH R A 2538 (34.4% vs 70.4%,
P=0.001), 2012 4F Hyogo % % 3, fi FH /N7 4
BIFERRABTT (10 mg/ K ) 12 DA JF, 41 B E I
K 53R 97 A L%, NAS Bl & N F% (3.0 us 3.9, P<
0.01) , i/ g% B He B i 7H%5 (0.9 s 0.5, P<0.01)
2015 AF S5 B 14 26 T R 5 4t Bie &7 AR A VT R 2595 97
NASH & HARH 55 2B 1E I R I, 45 SR &30
i FHEGEF AR AT (10 mg/R) IRIT 12 DA R R AN
LAV HTE R, 95% B £8 A4 T IIE N 195 28 14 2 43 K i
INHIRAETEST A S R R (P<0.001) 12
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2007 4F- Lewis % i 78 K5 & A fh 7T 518
PR RICR 5 2 A PR R R, 7 NAFLD 240 v, 52
540 il AR AT T 80 mg BT 12 JRS & B . 76 T I
IERBET SR TT 45 5 A xR g,
HFBE T+ JC A 22 5 (11% vs 7.5% ,P=0.6575) ; 1fij
FERFBEEE R T (HFE /N T IEH M BBR 5 %)
(S At VT 45 4 6 B B, I e TG
B T (5.2% vs 6.6% ,P=0.7203) . 36 J&J5 F-IK
ARG, AT A R A S5, I IF R s . K
FH L F A 7T 76 NAFLD £ 435 AT o 2 S 7
I ERE T RL e, ASREUTF IR E ., 2010
AEAE—T14% 4 GREACE B R AYIfG R [R15PE A 5 o
1E NAFLD W4 A g A T 437 B4R <75 %
M4 LDLC>2.6 mmol/L, H i =< 4.5 mmol/L H.
JFUIRE 2 B S 8 (/D T 1E % (5 L BR 3 £%) 1
NAFLD 83 , i PR BT e fh 1T 4 (n =227, F
W 24 mg/R) 523 HXT A (n=210) FLER, 52
By 2H T e = G W R AR (P < 0.001) , AT 22 14
(9.7%) KA T 0 LA FE0E 75 i 23 1 % A 2 AT il
Wt —2Th A 63 111(30.0%) B KA T 0
Foff, SCHRA S IR LR, (3 F BT R AR A TT ) o0
I35 F AR A UG B AIE 68% , TR 5T $ 7 < X
I S T A P 5 b B2 T =5 1 NAFLD 2835l FH v 7
ST ANUAS 2 5 S5O B ) 528 T, R RE AT AR
FEACF I, 203 NAFLD (B3 (W IR RE, 2013 4F
XU E A8 B B fili FH B FE AR AT 20 mg 4R,
SIS 5 X HRZH AR R AR AR EE L IR L 98 5R A ID JHE J
DR B8R 7 BT A W IR (P<0.05) 5 TEREAR
BT T IRYT IR RS 25 A B R L
(P<0.05) , M X FALIRIT TG 22 57 o E M X,
FLRYT 47 30 A X B4 (P<0.01)

AN NAFLD/NASH H83# i Al 7T 25 259036
JTIRHEAT T — RGN R BENLIG PRI . 2008 4F
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* 1. FEFIEMITIEETT NAFLD/NASH MR £ 4R BT
Table 1. The safety and efficacy of different dose of statins in the treatment of NAFLD/ NASH

, NAFLD/ R - B AE £ 4k 1k
315C HbIT (mg) NASH n B JFAE(ALT AST) CVD  HFAERE AR P B 4 E it A s
19 BT4EMABIT(20)  NAFLD 63 54 J& A - B IE -
20 BFEHARIT(10)  NASH 31 24 A 74.2% F % - SR PRI K. FRR A5 4 65% JHF &F 4 4k
2% NAS PEATH R RE e IR
21 FTHEARABIT(20)  NAFLD 44 3.6 4F  93.2%HGIEH, - CT. F/Pg 2 Bt H F+ -
6.8% 1T T T 7o ", IR W A s s
22 PlEARARYT NASH 2 12 A" - FFMETGAS: BT/ s Ll -
FHEb  NAS TR
23 IEFARARIT(10)  NASH 20 12 TR - S 3. NAFLD 3% 8l %/ -
S | A0 M S ER R AR
2
26  WARMIT(80)  NAFLD 105 128 R BFFE - - -
27 BHEAANIT (24)  NAFLD 227  34E TR [ -
28 BHGtRAyT(20) NAFLD 135 6 A TR - B e A M -
29 BAHLARARTT NAFLD 22 128  S0%MREIEH, - - -
(10~80) 50% R T F% 10%
30 VRMIT(40)  NASH 14 127 LEE T - PR HARDEE I 2F E AR W
BOMESRE A DL I ¢ R
31 HEPARMIT (2.5)  NASH 19 241 REAS - SR BTG AR . NAS PEor R 0L LR 4 (b 7R R
RAALS N
38 FFGARARTT NAFLD 326 42 H TR TR T0%BF IR AEEER -
(10~80)
39 BFEHANIT(80) NAFLD 1081 4.8 4F TR Mefe - -
FEARABTT (20~40)
40  fhiTREY NAFLD+ 8863 1H - MACE
STEMI HH TR
42 TR NAFLD 68 13.64F - - RETE -
43 BFEAABTT(10)  NASH 43 12 A TR - SRERIE R MR DAY JRNT ASEED I £F
AR A" Yrfk®
44 PHEFABIT(10)  NASH 27 6 R - RS -
45 MiTZ25%) NAFLD+ 941 124F - - - I 2% JF A Ak
CHB B

a N P<0.05, 5463 DARH HLE ; b i P<0.05, 5IAI7AT LA ;¢ A P<0.05, 525 X BB LU #e ;d i P>0.05, 525 AN IBA b4 ;e o P<0.05,5
FARMITHLLES £ 2 P>0.05, SIRYFHTILES . AST: RITA ARG AR ; ALT. WRARASLERB/E; CVD OIS B ; NAS AETAE IR I
TSNSy s STEMI: 2t ST BriA mi ALO IUEESE ; CHB . 48 M £ AR BEME T 5 MACE 4% Be 18] 32 2R RO 4 1

Hyogo % TERF X VT 2 25 ¥ 76 NASH 35 1) %
A & B, NASH PRI B2 T (/N T IE R
1B 5 A%) 1 £ 35 70 A /N 350 2 BTG AR T (10 mg/
K24 AJa, 74.2% BFHINFEKE T 1IEH . 2006 4
Gomez %2 K F T —FF NAFLD 4 Jf il g 5 (1 &
HAH T BTFC A AT T /NI RIS, AR 4 3 il A
JKF-fdi FHBATHE AT 10~ 80 mg, 6 4 H J5 M HA
8 1~(36.3%) BBEH ML ARSI IER . 12 MHIEH
AEE A 3 N (20%) $E AR IR, A ks

SR N S R ME AL T 10%, 2009 4F— 31 56 F
NASH H 35 F ) i (Ml T (40 mg/K) (1—A>
/NI RIS, FH NASH HB 2 v 351 42 A A
TS O B2 I & BR 2 7 v T 4% 20, NASH
SRF A R R AR AT R AP 2012 4R
BR[31] & T NASH 8 3 {8 FH /N 551 1 B &7 AR AT
(2.5 mg/R) B/NEVIGIRARGY VYT 24 DR, BE
JHF% S A B S T v, I BH /NG o s AT AR T Y
APk, 2015 A IRB I 06 T R o H &7 AR A 7T R
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253797 NASH & IFACH = 5 25 8 1R 1 I R BF 52,
FE B F M EE AT 2 5IE 1 A3 3.6 4.9
A 12 AR 8 G S | IR A R bR, W2 3
ALT ,AST y-GT ,ALP $R2E R[>

FFLLLIGRESE (£ 1) ,NAFLD/NASH %
PRSI E ZE Ts (/N T IE R B RR 5 A% filf
FH/NR i Bt i bV T 2R 25 0 2 4 1 AT 2
YA | A S 1 S T o, 2 R 1 T
Fhi 0 B T D RE K &2 1E % . 2013 43 [E ACC/
AHA O IS KRS PEAR 6 B ) X TT 2825 9 1) 28 4
PEFFIEAL 8 . U 2 ( ALT) BRIk N i
FEMLTT 22503097 6 Z 00, 7R IR 7 o B P oA R 2
ORI AT I BE 5 2014 4F 35 [E IE IR 2# 2 (NLA)
JHF I 22 4P SR A AR T AL A 18, [R) B 4
ALT 8 AST i iE#H FBR 3 158, A E &
D RETFRE DT B AR AT 28251 x5
BB AL AR A 1 (L PR 3 A5 D) 5 52 At 7 T A o
o FEE FDA MR T by T AR A v e 10 W 00 i 1y
ZOR AR YT AT SR T A B E e B = )
TRAIR SR 8 IR | R DL B g 55 1 2 1
ARG I T i 7K S (E R A7 AE ™ 5 9 & 877
RPN, BR AN BB T 52 7T 5, 0 1k i R 1 T g
FrE>IER FRR 3 A%, [R5 ma A VT 4Q 8 254
SRR DR BRI R T TR YT

4 flIT 220 BE PR 3R B 45 1 RS B BT i Y
10 I B XU R

NAFLD Hyfas R4 . S IR e At g 2 45
1y 22 A D A2 35 D7 20 IR (MS K H 2 45 (IR
T L ML IE 2R LA 2 BB PR ) 4 R R |
2 AUBE IO BRI 5 8 A LR O IS W Y 1 1
XU R 2 . fE NAFLD/NASH 9% (1 [ 2R 5 7 v
NAFLD 5535 T 5 75 iy 45 4, FE R 32 22 0 X8 g |
S R A O 1L A5 53 R EF R AT s
AR A e R FET R T 2R Y1k
g ARG AL D s, 0 0 0L A R — R 2, A
NAFLD/NASH & Jf i i LA 2835 3R T7 H, e &k
0 AR D A8 1, FLAS 25 8O0 B s /Y
T, TRV fi BH @ A% NAFLD/NASH A5G0 Il 45
HmEE

2010 4F3CHk [ 27 JBIFFE IR 4 0 B v, 78 IR AE
WAL M HBTFEA AT 415 AR Al AR T A% B2
FeAs, O LA SRR T 39% ; i 76 JIF B = 4,
il AT 4525 A0 R ZH LR A, O A5 35 14 RERR IR

68% ; %I RAF 5T 26 W1 . NAFLD £ 50 A P T Bl 53 5
()RR A R T T 25 24 0 12 e I AP HE O 1 2 7
RAF, SCWR BT T AR A TT 2R 25 iR 9T Y
S G s A AT 2 25 ) R AT i A
B W AR F A B OE H 4l (68% wvs 39%, P =
0.0074) 2" 15 ATTEMP SZ56 v, i FH BT 46 £k
T 42 A J5,LDLC HFREN 100 mg/ KA 5 HAw
{E°4 130 mg/ KA1 HLAL, 0o M55 =5 14 B R BRI (P =
0.024) % 2013 4E3CHk [ 39 ] IDEAL 5256 % B, fifi
FABTFE AR AT (80 mg/ K ) ALK& O il 45 = 14 1
T E AT 4 (20 ~ 40 mg/ K, P=0.028) , 2016
SEBCHTIT ST K B, AE 2k ST Bodf s vk o L ZE 17
28 B AR BIKA AIRYT 10 BB, ST 25259
5523 0 B2 LA, A3 B 09 a) ) 3 O R0 i A
4 (in-hospital major adverse cardiac events, MACE)
BRI (31% vs 8% ), 7E NAFLD & H, it 2
B IO i AL TT 2 25 AR Re R AR
MERRFHME,

5 fiT Wt 3R E 5 RS B AT R Y R R
R VT : BERR S HP I BT 4T 4L 3t R

NAFLD/NASH %% (4 2058 J5 P BR 1 o0 Il 45 8
Jpa A, FLUR I A 2 1 iz R R Ak, NAFL
AR BT 10 ~ 20 4F A Ak & A2 R A% (0.16%
~3.00%) , 11 NASH H.3# 10 ~ 15 4E N IFRE AL & 4= %
B 15% ~25%"" WEFEAE SE AT 2 25 4 R
B2 4 T NAFLD/NASH , A5 JiF ik 75 8076 1
I ELRE R AT 17 7 T B, o) 410 ) A U 27 4 1k
PEETTREAFTE— R WIT 8K, SR 1A sh ¥ 52 56 1
SR AT REE 1 INK {7553 8%k [ A K IR
F B(GF-B) MEIRFEH F o ( TNF-au ) 55 R IE K
RAEPURPUAAANE T, 3000 200 J6 2 68 2 1 % &1
bttt R X I R AT B R T AN

2007 4F Ekstedt 2 %F NAFLD H& 6 Fi 7T
FRGYIEAT T BRI, & A 68 A b
17 NMEH TATTZ 2591697, Ba17 13.6 4F 5 2 A4
SUF 2SR B, HMTTH HA 4 N (24%)
R B 4L By By, 53R Y7 T a4 4R fb 2
JETCI B (P=0.16) ; 145 F X BB 4L 45% T 21
Yefb it , 5097 AT e, AT i AL R 5 0 B Jn
(P=0.002) , AFFEUESE . T2 259 AR A e 0 i
JFEF YA A1, {5 e U e HE HE 9% FL 3 Je RS, 2008
4F Hyogo AR IR A £5 38, 78I R 56
o NASH GR35 F1 AT B b B TH s (/N T IEHE S £Y)
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i /NI BT HE AR AT 10 mg/ K, By 24 S H 5
JHNEs BRI A A B V69T Je B 249% 1) (838 41 4k
TiFEJE | 65% JH 27 4 Ak oK UL IR & 2l 48 . SR, 2009
4F Nelson 2510 % L NAFLD H (I fih 7T 2 254 %
T BT £F 2 Al Je o B R 16 NS 1%/l
I AR BEHLXT IR, 10 AFEfE B = AR T 40 mg
BIT 1240 AT, REMBTT 2250307 i 5 40 21
LY IO B B3, VT A 52 A IR e, I
FAEAB A 225 (P>0.05) . B Kimura %' 1
2010 4F- D)3 3 g (s FH BB AT (10 mg/ K, n=
22) Tiij Jei FO B 2 235 4G & B . 7T 28 25 iR T 12
NHJG 9% KT £F AL I 55, 59% To iU AE , 32% I
2003 4F Kiyici % X Bl F6 A Al 7T 8K A AE 25 0 R
TAYT NASH i AHEAT T — I /N (1 6 BRI PR BE 9%
Ll FHBTFC M T VR YT 14 27 29 A R AR
W5 YT HIAR LB R TR (38.1 vs 48.7,P=0.
0001 ) , TiFBH £ 35 I Ik Jig 77 28 14 7 B2 R A1, 2016 4F
G VS B KA BASI ST B & B, NAFLD & 9712 1 2,
RUG BRI A 10 f (0 A T T 2R 253097 ), B
FFRE AL 1 KUBS: HEAE M 0.512(95% CI = 0.413 ~ 0.
634; P<0.001) , 5 8 AT 8 1k 59 KBS HG (B A 0.534
(95%CI = 0.433~0.659; P<0.001)'*_

7T 2257897 NAFLD/NASH X 4 2% JiT ) 21
Ak FE T ROTAG AR R i, BB BLA
B PR ECHE (1), T 2R 25975 97 X NAFLD/
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