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Abstract

With the improvement of living standards and the change of lifestyle, the incidence of non-alcoholic
fatty liver disease is increasing year by year worldwide, which may become the leading cause of
liver transplantation in the future. At the same time, the population suffering from Chronic B virus
liver disease is large in China, and the number of comorbidity patients cannot be ignored. This
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paper gives an overview of the interaction and possible mechanism between them.
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1. 5|15

12 40 4E T, AEVEHRS MRS T P % (Non-alcoholic Fatty Liver Disease, NAFLD)ZE 4 ER (K47 2 iA |
25%, HONEE WL R, HoTae S BT 4Etb . B, EEFARE, &R RS S5
FA[1]; 3T 20 4, HAE o E AT R AL IE ) 29.6% [2]. [AIA, A 2484 2 BT % (Chronic Hepatitis B, CHB)
IR E S, 32016 AT R A 6.1% [3], LTt SE A TE . B NAFLD S 20X 4
Fhim, B E CHB & Jf NAFLD 5 AECA /N, ASCERTT NAFLD 5 CHB fRIAH B 520 & n] GEALH,
FEX} NAFLD 49 CHB il AR BRER HY — Le i .

2. AETEE 1 BE A 1M AT 9o A& Foa AL

ARG PR 3 1 B o T T 7 78 5 | S ) — ZHE e 1, 45 R RS %2 IR 3 BT (Non-alcoholic Fatty
Liver). =E & 1 i 7 P2 BT ¢ (Nonalcoholic  Steatohepatitis), Az FiAH < (£ 44k . FFREAL . JHF 40 i e
(Hepatocellular Carcinoma). At JETRRE 142 AR 7 DAAE BOAN AT 42 P JO0E A E 2R s ARIPRS AR g 12
9 LAIRFENE SO AT A 3k e N - BHFE. C P Day 2542 H “ k4T, v NASH RImALI 14 dh2g
Ut B NASH e — DR ENRNAR M, PRI AN, BETFIRN, FARFEI NAFLD
MBI A, HRAER R RZ M@t KRR Z MR, # “2EE7 S Uiz
RE “ ZUATE” HRBCN BT FERM S TR L 5 BRI AR S H 35 m il st R, 8 3Rl 55 R 2 0
BN AL HER o E IR R AR P a5 IR . R R A 2 R R o WA IR T R R
FER T, MRS R GRS JORE S0 (e 3k F IR e B M A0 /B 4 B M B 3 K, AT 5 8300 28 Ml
% . NENGKE BRI 2 . & iR g b 2 A2 O il 8 SR i, i R R A S A S
I 2 25 BURRAE T B S BB T o T IURE I v, AR T

FEE NN A & SUIR I [4] [5] [6]. RN AN A S, g7 Az i in, ik & 2 R0 L HE KT
Ieah, ZMEFRRAGIERER . TR S 5 2] NAFLD R4 K& .

3. HBV iR B &S

Mk 2R 2 2 B 2R I 48 9% 75 (hepatitis B virus, HBV)& 4L 5| EE A BRIESR, 2016 4FiH 7T Bon 4
BRI G NBUN 2,57 12, FRE Z BTG AN Hh 8600 F5[2], 23k [ 51 A4k AN 40 e (HCC) ) 8 B9
Al 1963 4= Blumberg S5 7EBAHIE 42 N\ ML A 2 HCH ORISR B HBsAg,  ME i I+ 2 B4 T
RANFBIITEILY o 2T 55 AT N & 1/ NE T DNA WD 55, 280K ZIPREHER 42 nm
f) Dane Fuki A1 H N B A% 27 nm % ORI 4 K. Dane ok B A G, 32 B0 2 i 5 U2 A i
Ery3 Mok, d. NREHUR(L-HBsAg, M-HBsAg, S-HBsAQ). #%.0ik: /e AR TR OEE 8
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f&(HBcAg)~ 3.2 kb #A 5t ¥k DNA (reDNA)FIER AR . LA EEd@id L-HBsAg 5 A& 1 i) 4= fs iH
RN 12 Z IR(NTCP) &5 &k N4y, BRI Al i@ i A% FLdk Nz N, AR N3 SRR 11 & DNA
(cccDNA), cccDNA HHEANAEH. FHEA. HERT. FHRE TSR cccDNA gLk, 1%
SEECRRRE, BHA G NEREAH L], HELERR . cccDNA FIHTE R G MEATH M EH], £
JH- 40 6 A 9 2 26 3 B o DGR AT [ 7]

4. NAFLD %} CHB g8
4.1. NAFLD 5Z FfwEB=Fieir TR X

IR E# L NAFLD & 3 HBV 36 LR /IS B 7 285 SR s« A 35 6 10 /N B 1L HBeAg HBsAg
J HBV DNA /K-35 EE B 5 T FE[8] [9]. YR 2 IR 7t & DG I A Pt 2 BT I8 995 75 44 B bm 5 i 56
o BF ML, AR EE LIS+ HBeAg FHIEZRFI HBV DNA BHPEZR, FFN HBsAg il HBcAg
L M2 398/ (P < 0.001) [10]. — 0Bl MER T2 A I, & R G 7 A8 1 3 &) 8 RS HBSAg Vi B
(49vs. 53 ¥, P=0.001). X A]AEAEHTA0M P37 RO AE A B A 5% T8 R 57 4 28 HBsAg FAIML R 4 #ii
AT, INimdndlm s Eh, S HBsAg £RAK[11]. —TArBEMEM 7L+, K4 HBsAg J& %
B, 2 FibroScan 2 Wi if1 e o B g A8 14 (0 P s v, 1 o8 P85 IR D B 200 R AR R At Jg [12] o 3T
R JORE B AR ARG, RPAR R A BB I RPER, A TAHSUEE G NS ER, MEE
PRE SN AT RSB AR R B e, MR & Ff e 1) 2 SRR E, bR B SR TTI FA% . 2F
P FNBOEA K.

ZUF TR, AFEIRITIRIEM QI 8, B TR 28, I r] kA SORE N4 44kt f X
W6, 378 11 R A P 4 e JRURG: K T3 7 FR B [13] [14] 3L 45K , ARk % Hh 2 B B4R 4V IR 7 SRS (“ Treat
All” ). B3 43| CHB & JF NAFLD B MLIEH T . IL7E HBeAg FHMER AR, (HSLbr EA AT RER
BELEST N P40 M 400 35 R RF SR AE I, DRGSR P AT 48 7 P B0 8 9R 7 AR, T R B 1R IX 35 40 B8 IR T

4.2. NAFLD 3@ ZFFinm BT iA 250

KZW TR NAFLD X0 8557 00 B S5 mi . — 30 rp B 6 38 (8T ¢ [BBHE 47 7, 196 44 HBeAg
PHE 235 Ui T 5 4 J5 HBeAg B, MRIEAT ZF W EL 4> N ARG AT B H2H, P4 5 4F )5 HBeAg &R %R
To 72 R [15]. LH M — I ST AT IEERE U S PR ANAE 1 TR SRR 3 [N, 45 R B R RrEt
993 2 S S LE AR W T AR LB R i, BES# E R [16]. ZREWE T — TS 7T, K8 shPumaEih
JT I G BT AT C T A A, ARYER B I N TC R e . RET B vELH . MRt iF & =4, #%
TR ERLIETT 48 JJG, AAPNE I 6 4 A5 T i 22 R [17] . FRE — T 2 HhoOo i PRARES: 1) 45 43
Br, S8 B2 W 18 2T HeE 2y NASH 4LR19E NASH 4, B K507 72 A5 17 HBeAg i
FiZ. HBV DNA %2 A ALT 59200 % 2 7 [18]. KB EM— T 7GR AER W4 1R, Eid
M B 3 PR AR VT AT 334 % LU R R E AR I & &, 45 PR 5 4F 5 K AE HBeAg IfE 2 55 41 A A%
) CAP 8, HPEARNIFFZH HBeAg IMLif e TG Wi 4 [19] . B VCNIX T Re SO NBER IR 2 57t
&SI BbRiE . 1IT R AN G — S5 K

5. ZHF®ES NAFLD B98N
5.1. HBV EHERIEF L EHT 4

HBV 3 [ 3Rk F1 & il A AR A 3244, 350 0 A% 2 AR P A A S o B B 2 5 5 i JUE R B S 2
Ag B A AT AE [E BE A A5 . HBV DNA DU S S AR EHE /- A 4 C. X Py S &M, Hi X HEATEWH
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BRAVE A R E AR, AR R T BRSSO A R, N HBV R IRk AE
B, HBx EHERIET EFABEHEEIER I LXRa/f. SREBP1. C/EBPa Fll PPARy [ iAFIHE 5 0%,
B4R E A A [20] [21]. HBx BT 175 S IR MR 45 & 2 11 1 (FABPL) ¥ 21k 34 4t i i i 7 R 1 4% 12 - HBX
AT RLR T BE, 3N kLA TG P UK P (ROS) A AL ST B I R R B R . HBV 75 5 1H [
G RGERIERIE, i HMG-CoA #l LDL 24k, M- SBURNANE. HBV @it 454 NTCP, {2iF iRyt AN
R R =, B SREBP-2 il HMG-CoA i& J5 g 1) ik [22] . 7E Hep2.2.15 AHJES 77K A6 v AR AR VT
(Lovastatin), SKANHIAREEE G Rk, 45 R BRI EET HBsAg K-FFEC, 110 HBV DNA 7K1 A WL B 238
1k[23], 15 FH i 10 % &5 FTI A1) 771 (Fatty acid synthase inhibitors) b, 7545 2% B AR A P KB i 105 R 7K ~F- F) [+)
i, }%9% _EiE HBV DNA /KT BRI 41 50%, HBsAQ FRIKZE 80% [24]. iXLL4E L], HBV #
SEE R N Z PSRRI A R, SEURDISYE, {ERART & AR, a8l HBsAg 7K.

5.2. HBV RULA At R RAEIIF R £ B FIHEE

AW TN EE G T 5 AR W AR 1, 50 s PRV 252 28] TR 28 % 6 B s 38 1 e e — M N B v
LR BRI FUIR R HBV IR v] i S AT IR A PE . MIF R0, 2 CHFIRRT IS 3] HBV &
PSR ROW R R AAARDE, WA T HBV G BARIR I R B A FIR R, X ARES HBV YL
2R R TR 743 WA I B AR i R AT 5% 2 TR N VAT 78 S /s BUAE HBV JBE % A2 1 i 77 FEF JXUIG: () ik 57 (K]
#[25][26], HmH M =EEIAE . SRk ) OIUESE, ARFEEAIE RS AR, 3P o BaEi
BREARAMT WA, 45 R R HBV DNA /K-F i EE 2k R 268 . HBeAg IR#& 5 NAFLD KAEF T K[27]
[28] [29] [30] [31]. Z&T-sude s 5 NBEUERAS At 2 ib, HE—PHE il AR5 HBV S il HZ 4] (1)
BCR, FIRES AR IIRITHE ARt &R .

6. RFIEEE CHB R PENETERE

Z UG RAT FE R B, AR A 18 I S I e S AR 4R R0 B S5 PP A DG A RS R AR 1
fER R, Mo AMERWHERRG, KRR S A R\, 2 ZI0ER .
RERE S ABAR I D e BRAS S5 R A R 45 R A HF R R, AR R S8 OB B4tk PRl
R4 e 1) PR, 184 0 85 DT AF DG [32] [33] [34] . T R 58 L %¢ 31 NAFLD 5 5 HARARI e 1 &,
fE—IZ O EIBPEDT T, CHB & 9F NAFLD &35 A U 3L (5 85.6% [35]. LIRS ELVFnlfiR
PR S RS AR 2 Ak, R AE A R AL SF B B () AR i, (R A T AR 35 LT CHB #E 47 fa s
R, R AR E T T, AR E AR, v S I R AE AN LT AEA[36], DRI IR B AT
B AT

7. BE

KE HBV BELEHZ, BT EBATHE, & NAFLD B % H sl & o T, #5 CHB &7t
NAFLD &bl . AHE 2, 48 FIGRE R, SCEARTUG, AR A k™ Ei a5 il B S %
=9V

HHATRF RS, B NAFLD FREE O B M #2248 ORI R R, HBsAQ #5 B SL il n] B
PERH R o B8 B2 I 17 JFF U 7 1 g 90 i S 58, NI T P4 9 - 2R 4k s, 5 IR IR A 25 LB NASH,
Mt ) fafe R 2%, 75 B A I R Pl

HBV S il 53 i BE AR AR IR 24k, T8I Z Rl s i S N IR AR, P JE M2, AR
WFFHEIR 2 P NAFLD S R AR I & . BIH HBV E A S AR X R, NIRRT
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