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Abstract: The number of chronic hepatitis B (CHB) patients complicated with non-alcoholic fatty liver
disease (NAFLD) has been gradually increasing at present. It is particularly important to identify the
diagnosis and treatment of CHB complicated with NAFLD. This article reviewed the epidemiology, clinical
characteristics, histological manifestations, clinical outcomes, antiviral efficacy, mutual effects and related
mechanisms of CHB complicated with NAFLD, in order to provide data for its diagnosis and treatment.
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NAFLD% & I 5 e AT 4538
1 CHB & NAFLD il R4F4E & BT 68 B B 1T4E
1.1 Ve R4FAE EPE[AEFEE (body mass index,
BMI) = 25 kg/m’] CHBH# KL HE IR R LR
i (alanine aminotransferase, ALT) # &5,
HBV DNAZ AR, Shari 25 [ — 50k 7 1 5 70 3%
B, @ECHBEH KZFEALTRE A&, BA
HH S 1 JHF T 7 A8 1 A 4R 4E 4, {HHBV DNAZ &
A% . CHBRIAE RS 4 M8 W HET % (non-alcoholic
steatohepatitis, NASH) ¥Jr[5[;&ALTT} &, #HBV
EW%A#NAFLDHT 7 XA ALTH s i SR R
AEUTV P — TR 0BT T BF 7 P R g N 2768491 32 iR 2
EP&E%XTM@E%W/‘J A CHBZHO70M, P4l
NAFLD2H8781§J, CHB& 7NAFLD#H253%1, 45 %
B, NAFLD#l5CHB& J:-NAFLDAIY H i =g/ F
fEZER (2.5 mmol/Lvs 1.7 mmol/L, P < 0.001) ;
HHERAEHNAFLDCHBHE HHBV DNA,
HBsAgHIHBeAgfHME R Z R LGt ¥ m L (PH<



0.05) ; HHAB3AME, NAFLDA HCHB & &k
SBRMPIRAEREET R (P < 000D . —IgIA
361%|CHBA HNAFLD I (HA 72452 W yNASH)
TR YL, 5AREIFNASHIICHBEZMILL, &
HNASHJCHBEEBMI, JER. SAHEEE, Hb=
M. ALT. RITAZRR SRR AR IR K
PEE, AR, R AR R S R AN i
HRURIR R ACERAR, FERTE . IER FARRE DRk
NIRRT,
1.2 AFRE R 3 Mt B B 3t A % (transient elastography,
TE) A2 ZA48 (liver hardness measurement, LSM) #
Foomy BEK AR O 7 3 WA T g AR 1k AT R
A= 30%, EHIZFERZSE (controlled attenuation
parameters, CAP) = 287 dB/m]H #FH LSM{H . & Ft
RIS R R EE 2 . MR, H—TiH
TEXS A B AT VPAl PO BF AL B, T A A 4 vl g
AN CHB G HNAFLD A [JLSM, fE(EF4F4E
RN FENE RRE TG SN, LSMAR BT Xk N [ T HAe A o8
T SEBRAT IR, (BRI AR S LSMAE ™
1.3 CHB4~ 5 NAFLDATIRAZ & 69 i P4 77 ik — T
RTBETERT 7 R, TERy-75 2 BE s ik 5 i /i
HILE % (gamma-glutamyl transpeptidase-to-platelet
ratio, GPR) X7 FCHB& JFNAFLD & & FT AL, (1]
i B BR IR RAE 3 CTEE Wi FF A4k A 34K
TGPR) ; ZBFTILIR T T “PiAE” , RI%iHE
GPR, #GPR < 0.21, W GFEHFITTER AEI A2
Wr AT AL ; #GPR = 0.21, NFHBHATTER 2.
WNTE < 10.8 kPa, 35385 40 Z0E b 1 7 2 15
FAEIFFREAY, (o, 240.21 < GPR < 0.65HTE <
9.0 kPaltf i Al HERR HH84L) , A TE = 10.9 kPa,
M RT 2 W AL . VR AT/ 29 1/3 35 [ TEAS
7y, XTERL T S50 A7 PR X 1 2838 B Ao 3 B
R $R 7N TEAS 2 1] B A2 I - 2F 440 70 WA
BB FBL, Xt CHBA JENAFLD & % 51 5
BT B HEBEIRIKE L.
1.4 ATRE Iy THAESTCAPEY#rh — T2 v JIT A P BA
HIWFFRFY, CAPECHBA JFNAFLD & & (AT AR
AR PR R 2R DG, A RAE 410500 K
HIsZme,  HCAPAL A7 I 07 M 08 (R AT o3 27
AR ARG,
2 CHB &3 NAFLD HRFLHLR RN

NAFLD ] 20 28395 BE 2 ¢ A 6L 45 g i A8k
IV KA /NI SORE L AR B2 I AR R T e P 248 P 4
{5+ Mallory-Denkfk ., EZLRiiRF4F 44k, NASH
JENAFLD i JEPER I, SNAFLDAHLL, NASH
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JHF 20 20995 2 22 5 AiE Dy 3E 47 VT 440 B 2 A 1 45243
JF £ A4k 1 2 5 A A P B kR LA A 3 LY
Zhuang 2R ] UGB O T80k 6t B
AR L1434 2 (HPCHB4155%, NAFLD#142
%, CHB& IFNAFLDAL46%1) MIATFAEY) Fr, X%
2 FE T PR L RO 20 v X85 g 5 AR P AT T
tbig, 45 RKUINAFLDA B H R AW B KA
/N X IR, CHBA JFNAFLDZ B35 1% ik &
FFE /N it DX 85 T 10 A8 14 T 2 35 22 5, NAFLDAH &
F W AR RS A PE = T CHB A JENAFLDZH #3%,
CHBA J-NAFLDZH & 2 [ 1# fik F Bl g i 22 14 5 /s
i 2 M ) A B 2 = TNAFLDAL 85, Hoix
R HEASE AT SHBVIE QA ¢ . —TE T AP 4
TR R, CHB R IR FE 48 1 3 5 AN £ 4
5 W15 AT AR i 28 v £ 551, RINAFLDIAFE/EA
25 N EE CHB & # YR S0 40 s eF 4 (b RE ™1 A
&, Petta5"\ N CHB 5 2 BT S A8 5 BT 2T ik
FEEFEEEA O, MEE AR (CAP = 280 dB/m)
5 CHB & & 1™ E £F e tb A 1,
3 CHB &3 NAFLD Bls R4S

HWFFERY, g WM A1 CAPEUE X CHB &
F R4 MdE  (hepatocellular carcinoma, HCC)
(R e B2, {ENAFLDAE AR 45 & 4E 4
KU 218 INCHB B 3% & AEHCCH R, Tk
PRI AT BEAEHCC A A XU 189 3.6 15" . AT RIFFE %
B, 5H4iHBVEYAHEL, & HNAFLDZ2HBVAHH
KHCCRAMPST fER R Z, CHBA INAFLDA] i
HBVAHKHCC K A= KU 18 hn7.3/%%Y . CHBAINAFLD
A B F R AT 2ORE AR £F Ak, HX PRS2
e 3 2 2 A0 I 52 e JH B A0 R A2 i R B . Das
R R, 2 ARMAASIEE (polyunsaturated
fatty acids, PUFA) 7tk R ImHLHIoH HAA H 2
EH: OPUFATRERAHL4EL/ER, HPUFAGR
Z B HT RARY = BT AR AR B> s @HBV AT
HEEMBEIRIERE T (tumor necrosis factor, TNF-a)
KT E, SEPUFASRZ, K552 5] e 4 VU
BR . b RN MR AN Bk U R K R R
K%, HBV S 135 = A s o i S A gt — 25
Jil T PUFASR ZiE, #Eimml fE (e dbm s 5H; 32
HUWE R K3 L A A8 A DU 0 TR A0 T 2 11 A4K P-4
BAAR 177 JIE 2K 1 A4 T3 I FimicroRNA let-7cff)
TRk 55 e AR R B 4R 4E AL AE R, PUFAAR
WS R AR 2B PR 78 AR % A AE BARFAIE
CHB# FNAFLD &35 1] g tH T PUFA s/ R e B8 5
RAFEN, (B AR — DA,
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4 CHB &3 NAFLD BIinfm ST AR E =

4.1 CHBAJfNAFLDM ¥ (B2 ) R hMiimaack
#%m Kim& R R, B el HBeAg
FH 4 CHB & 38 IR 7 20Uk (HBeAghi %) ZHF
HE W A2 P s s AR A 28 1 B R 5 1097 AL
(HBeAg#:HZE) LM, JinZPIWrs£m], It
IR i S K i S SN N PNV 4 VA R 7S b <}
Ry, FHEE RFEUR#ERTE, CHBA
FJENAFLDAH B # 511 (12) HBV DNAAMK T4
TFR (HBV DNA < 5004 Ul/ml) KT #4iCHB
H, H12F fFA R £ R TG 5= X 48)5 196
JE B PR AL R HBe AgIfil i LR %2 R LR ¥ &
N; BIHENAFLDAEMCHB & & 51 (24 71)
A RIE A (Rl RS2 BT 5 0 OR 9 A A
FERGZGP 5 EER) , Tl RE PR (48)8 )5)
M EN LR, FHAEVRENE RN TEFS
NAFLD™ AR ¢, JUH 5B E RILPUIEEH
X LivsP st £, CHB& HNAFLD & E 5
YU BT S PR IR YT 1 2 I ILE A4 R
(interleukin, IL) -21/KFAHE, 41RIL-217EH0IH
BRI 12 R R E S, MR Q248D PURE
JTRUAME

42 CHBAFNAFLDt-F#F i L R e vl 1
CHBE )L (0~18%) R HFMEBH T EIA
B (B8 KZ5WaI7 968 5 £ B, NAFLD
R TNHBsSAgIE RIS 2R 28 E 0 HRM,
CHB& JFNAFLD & # R & F-NAFLDFJCHB i %
B 5k AEHBsAg#E P, I8 H M AN N, H AR AS
PER BESE CHB X B 2 WAL T B8 97 RO )
TR 2, T B A8 M ) BB FEPUR 8RR TT 45 R
JE 48 Ji e AE B AN U7 BATEJHBYV DNAAK T4 T R
R T HF AR A i

4.3 & FH3tCHBAFNAFLD & # ¢4 %7h Shaw25Ihf
FLR, AT 8] R0 5 08 B I8 Bl 2 b Ak o T &Y
TN B S = A e R B N - T Ry R
73, FF H 0T RESE N i SR AS A6 E I 11 2T 48 A1
TTPETYE M R B cE XSS TA AR 7 ) 7= A Pt % 4
Mo A FIL-4FIIL-10) , XA A& S EAARHLHT R
B AR 20 PN 8 S AR (s a8 ) IRE JdekEs,  FE3E N
TSN 5 30 10 XU . Wang 25205t fz i 7 m)
gmitHBsAg (pVAX-S2) FIHBV DNAYE 11 1/ i
BRI FUER B, R A s B ] PR T R -
Feak . TIbk B 20 1 6 B % B D R S A M
N, A RES I @ G (LIRS ) X
BSrs & 432 3 mT N4 28 40 B PR 1 i FR AR ANt SRR

SEVEAIB A T 0 G SR, AR AT i E AU e 1 0
RS o B8 AR B B T 2 N AFLD S JE 1 4
i, PRI HT G A ERY . (HOR [F 9 i 5h 4T CHB
A HNAFLD 35 11 520 5§ v 0 B A i E
5 CHB 5 NAFLD W48 5 #2002 46 < #51

RESLE B AL 2 R EHBV & E E AKX, )
KZHCHBA HNAFLD & & (E B YHBV I 3Eas_ R
4 TNAFLD, CHBEEZIHEESEMN (BMI = 24 kg/m®)
25 E B AR R 2= A2 B8 R AT g 2 i N CHB R A4
NAFLDMfER R ERY, MIEHBVE Gt CHB A IR i
PR CRHENASH) KRR, RIHBsAg#
H# ZENAFLDI & 4 5HBV DNA/KFFIHBeAgR A& TG
5%, HHACHRZACHPRSHIREY,

HBVA] GEfENAFLD [ & A& o 0 H Ok #8457 AR
PER, ZEY 1 5CHB&E E K ZAENAFLD X
B ¢, HBVIEYL 5 Mg /K-F CRHEEE ., H
T RIS AR R i AR 1 A v R T AR 1 H
[ i) 2 G, HBsAgPHMEAN AR ENAFLD K
Wy Eb i B 32 iR 3 IK38% Y, B A S B R R IE
LT HME M EER . HuZP S THBV Y
BAE A B H Hp S27E T AE A & 1l I FVB-N/IN R sl A 45
B, XHZAN R T SR EE R R AR, 4
R, AETEAS 11 S A g 07 22 % 7T P ICHBY DNAF!
HBVH KUK, /N RFAEHBYV &, H
HBVE fil A& /NI i AR . X Al g5 Toll
B2 (toll-like receptor, TLR) 4 (TLR4FJFEE ]
PIHFIHBVIER G, SIEFMEHMEEEELD A FH
Je KA PE NE AT HHIHBY & i F 5% HANAFLD
[THBV 4% i [R)/IN §RORT 70 s R 75 5 1) R A6 g i 72 1
) HepG2.2. 1541 il H 3% TLR4/MyD88 15 5 1 5 il
e, AP R VMM T, MHEEBV AR,
Chung 2P ot 2 7 HBsA g 56 R /)N BUBLZ R 1,
eI HHBVIE YL A, HBsAg S 1 P 5 I 3R
AT B 1 B 1 IRONE T R B AR R A 1 L A
(promyelocytic leukemia protein, PML, —fi&5
FE IR 2 4 45 AR T R SR A PO kB P IR 7 ), AT
SEF R AR IR RER R T s AR, FERE
Ji FTHBsAgiE FRBYBL, PMLK S v] 5 35006 5 7 ik »
R Fevl G A PE I 5 o

HBV ik A] i8 i i 15 ZNF 30055 #H ¢ 2 (K 52
JFF g 5 A8 1 . ZNF3007E HBVAH < HCC i #%
KRIFEEVER, ZNF3007E i 55 5 7 B8 7 S 1 g
5 P JFF 993 H I Rk B PR AIK . i RIAZNF300
A] BB A A T I A Ak W B A Y B R O 2

f&ka (peroxisome proliferator-activated receptor,



PPARa) MFRIE, MIGERERR IRk, TR IE
MR ER, IR MDNAF AR
5, 5l AEEZNF3005R 1A T BRI ] 3 55 it 25 g A IR 75
SRR E; DNAH AL AT RS2 NAFLDEEE 1)
FEEH R WHE RN, HBVATALEL Nk
LA E U 2 A FENAFLD ) K 8 th R 35 1EH -
T 2% kB8 A X (hepatitis B virus protein X,
HBx) #\ A 2HBVE YL 1) B 7, FIAHBx
147 &4 B H om0 1) B8 vy 7K B SR AR Ve PR AR, T
S AR I AT BT Bh T 2R A HBx A 20 L H 1 o i 14
%[40]0

CHB&E# PNPLA3Z A EH 5SNAFLDI K 4
RIREIIF S, B PNPLA3 AN 542 1) AL 1 1R
Z &M (rs738409 G, rs3747206 TEEAr
FE[R, rs4823173 AZEAFE R Flrs2072906 GE5:fr Ft
R [CHBE#H 5 K 4AENAFLD. NASHH £ 4
tk, 1738409 (GZEL7 R | rs3747206 (TZEf;
FEFD | rs4823173 (ASEALEEHD Flrs2072906 (G
SRR TTRES SRR, JF Hi T ix L
MHR 2 S PECHBE A HBV DNAME & & & 3%
BRARP2, b, —IifE s B B e R,
PNPLA3 151010023 CZ: i 3L [KICHB #34 5) HPLAT g
JliAS Y, [FIF, PNPLA3 rs1010023 7] GEi i [T A4
HABECRIBR R B R AP, AT PR3 L e 52 7 4 B
R Y. HBVIEAE 75 S TLR2 [ R K £
15, JE NS5 A R AR A A DG T PR ) R A
Mo AR B AR, HE i pORE b 5 ™ s
ChnfH R AHCC) Mt EA 5%, (HHBVE] LI AR
TUR SR 75 22 B ITNAFLDATY 75 33— 45 W Y.
6 RE

CHBA HNAFLDW B 2 FF#a%A, R
HBV /&4 5 NAFLDIH] ¥ AH B 52 0 A H 2 & X
T NAFLD &8 i % 3 2 HCC K Je 1) B 2 fa
K&, 75 OBUF 9 B3 vh it AT NAFLD 7 25 48 0K
HE, HFHLIEK 12K CHBE JENAFLD I £ b
#E . FEICAIVEIH R R G A ZUE R )
A HEAZ W TV 2 IR IR R AR AR 2B SR I H AR . (H
WA T TC B 21 4 10 12 Wi A L A7 YR 2 TR 3% 2 i)
BK, LWt Z48 7, HCHBA HNAFLDR 2
Wr FyE T 7 B AR LR . B AT FCHBA I
NAFLDRIFHLE] . 12 W1 S IGIT SRV 2 FF
Ff R ) R, (el D B R SR AR B A A . AR SR
At THIERAE R A > = F 1
RGO AE . 38 B AR A7 & A7 R A IR RTA
JTHSEE B AR, AR EIRE IR T
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