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Abstract

In 2016, the World Health Organization set a target of eliminating hepatitis as a major public
health hazard by 2030, with a clear goal of reducing mortality by 65 percent. However, LLV still
occurs after long-term treatment with NAS drugs, which can seriously affect the prognosis of pa-
tients, such as promoting the progression of liver fibrosis, aggravating the occurrence of liver
cirrhosis and liver cancer. This article summarized the definition and incidence of LLV, the general
situation of occurrence and selection, and the influence of the existence of LLV on CHB patients, so
as to provide reference for clinicians.
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1 B ZBFRRBESMENEXREER

R B MAE (LLV) S FAE HIV A DS SR g e 51, BB XS Z R IT R AL, BATE
WK ENME LR & B FE LG IR R MARES, KT8 LR B3 B IR 3 URE 1)
ENX, AU, WRREME LLV: $BEZ2 BSR4, B BRE AR Tl E SRR MY S AR TR TT 48
JA K VL e 2 AR B ERT K R, F RBUE B PCR LR /D IESAGI 2 Wk, &IXIENE 3~6 N H, Ik
HBVDNA #J8H14E, {H<2000 IU/ml; [EJ&ME LLV Z&f8: H R B qPCR VEZ/DESAGI 3 IR, R[AIFE 3~6
AN, s HBV DNA IR BRI, (H454839<2000 1U/mI [1]. 2018 4E36 FE R 2248 H: LLV A
HBV DNA < 2000 1U/mL, {HR FH ok i 5= B A7) S8 REAE My Ah oA 2 (Rl 1 B 10 1U/mL) . Kim £5[3]
T 1 DA SRRt al R R VR B IS HBV DNA < 2000 1U/mL R4 LLV. 52 22 FidG i [A] e Y. 4552
ETV. TDF 5t TAF HAMMPESF(H) CHB 3%, 697 48 J& X LI L, %5 HBV DNA > 2 x 10° lU/ml & 5& SUA
RZAE, EAARIE] HBV DNA, {H<2000 1U/ml 3 5& OB ILE . R0, 78T /i1t CHB
BEGZORET LLV, BATMATESR, EE—T[5]5 0 4 21,614 4 B2 HURFIHIT 8 28T R
BF AT RIBLRAT R A R, &R 10,538 L4252 10 7 B FH L 20%K 4 T LLV. [FFE—TgN
AT 875 LA REERZIEIT I T, A 1 U LB EIT R4 i KV A 8.7 4E, )5
RIA 377 B P TR EEMAE, B HBV DNA 4EFE7E 12~1999 1U/ml, 5Lk 43.1% [6]. HHULATIL, 12
CHFEREF I LLV BIEIHEAE N, AT 2 IR £ MURE LA & LLV B H IR A e
X CHB &3 P2 A ERE IR, [RGB MURENS 2 B 3 SOZANUTIE £, ASOB sk L b il @ 1T 4518

2. BZHFZ48E LLV NEEBREIEE

LK T e 55 LR R IR FL AL BRRAIR, 05 B, 4kl T S8R RIR[T]; AL B Rk
NAs, 41 ETV. TAF £ LLV ABF k246 A v Redt— 0753 VR, B IR M 247 X5 A0 2 2% A
i H AT R TR R WHESE F T8 O B R T 7 RAFE R, W —L R NAs (BB R
ETV. & SRSl TOF. & SRR A& WitE T/ TAF)M Peg IFN-o FHLERIGYT, —Kkims, R
AR, R —& 249, Tif 20%~40%01 % 2 K4 LLV.

2.1, RE®BR

1) BERFAVORTIRIT A — LAz —, HAERER ZMTEE N N 5 2 BRI F Y
FCEAVRITE B =R A, F591 S B 28 3 856 BT 75 2 1 0 480 S =B IR E A M 9 R AR AR
VEFIHE RURTE HBV S HIERY 1 R Sl A s, mIZERRT (8] A {24 HBV-DNA KA G N2
MIEFHEA[6]. BB~ FBLEFTA B LRI 508 B A% R T B B K 1 22 A 1 R F ORI 1) 56 A 152
RO, ETV AT RN, LA E R H RS 25, H252 4. fEX) 1051 4[8] CHB &2 HEAT th 7 I [H]
N 3.5 AEIBET , RIAN 1% &3 LA RS, SR — - DL E [ 2 HBV DNA #&E T 2 5L .
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It H BB TT I 1] (14 S A AR 1) 284 2003 75 07 T B BRI 70 — T [E 9 5] BAF B o 40N 163
PR LR T 4F 44k (Ishak > 3) 2 3 1)V CHB B3, AT B #2 LR B R 35 v EAlifi6yT 78 i, JH1E 78
JEIRF R HBY DNA 7K1, 45 B % BLLE 239% 11 i35 Hh A7 BEAS: T 21405 25 2k 5 (<2000 1U/mL). AT, B
RAGIT AR L LLV BT 5 Z SRR TT 7 R MANE £ [3]. FFEA B[94 HEE RS R Hi6y7 78
Jei» LA 20 IU/mL PORURIEAE e & R IR, LT 30%F0 B3 Al k&l 2 /K - HBV DNA. 7E—Ii ETV
2836 1L ERY 560 44 CHB B kI, #ubWg iR, B¥H IR HBV DNA #iE. & HBsAg /K
P HBeAg PHH 2K ETV HUmEEIT HIL LLV BIfaRk: K2 [10].

2) ZZHPOIRKRIFRER TR, B SREEAEBE(TOR) AT s ml iR S Hl, W RAERMK, H
BEE RIS I AE K, TREESA N R IBHTE m . BARI[LLM— IR, CHB HELE LR EBiEE
FERYURTEIRIT 2 5, 0H 2 20%0) 38 kAR I SRR 2 00, @ d—2 0 B0 KL, HBeAg
FHE CHB 8 FOR 75 IMLAE A & 2E 2.(25%) 2. 35 =5 T~ HBeAg B CHB [ (10%). NAs 2543677 A
AR DR EE MURE, AR F TR, AMBG TIRBIT R Xl ? —IURRIER BT
WEFR[12] b T K 2 —BE T3 & (Peg-IFN) + NAs fil NAs + NAs 2 Fil& 77 9677 HBeAg BATE LLV B
TR A A R, PR T SRR RO REE ], 5 Peg-IFN BXGVRYT 77 521 48 Ji 58 4 5 5
R, H HBsAQ IERRRIA 30.9%. (K181 OB R IURERAIT L X E W) hiE XTI
IF. NAs 897 48 A KU by HBL LLV F8H 2 BR E I R B S5 A ANMERE AT, HEit
FH BN FH 58 U 25 K% EF 280, BT A Peg-IFN Y577, AT DL AL S 75 I AE 3 3677 [13].

3) HAWFRM[14], tFH NAFLD HIESE, EVIREEZHUREHAIT R T, B bUs a7 F2 4
HEAE 6 12, 18, 24 DA, ARATH CVR R Z R IEAC, KA E MUAE(LLV) B AR 28
B BT, SRR S 2atEE 5. SIFER, BHFL51HRE, JURSITRES LLV R4 0T
G E L, PURTEIRITIFIEAR, BERAE LLV BREAE, BIHUm ST R (<2 4) k4 LLV
FIR S . FTLL, 22 SEFR A ILFR . HBV DNA BHPERE, H—{UER > 30 & BV BUS Shiim a6 97
[4], RERAE R FE S o 25 7 F2 R mT R0 25 IUE 1) R A .

2.2. ik¥F

2.2.1. HERZNETT
5 [ FF% Th 248 B [2) A K B R B s B i 5 25 0R 7 018 2 T B . HBV DNA < 2000
U/ml & AT kS 236 7 . 0T R RBIG 7 IIE, M R T () 25 AT RE TG 75 T BP0 7 254 16]

222 RERH

Bl P9 18— TRURITE ST AN 23 9 BT A = e 4RI AR TR e S BB R4, W R IR 1A F e 5 B
RHBA N B R m A R TR, SHNSM QR RREE S AR PR A g 2 Y
TREFTEIF R 0 Rk, FFOIRER W AR, IREIRIRIA @A, & miGyT S & 24 HBeAg
HBV-DNA #3535y 91.11%. 93.33%, HWI& T H252H 11 66.78%. 73.33%, ZFAH Gt E X (P <
0.05) [17]. $RTI B NA Y697 /& 15 Al LA FRARAR S 35 LA i A AR 28 . FRIEAE DG BB T 2 A (B)) HCC AU,
HTHA S B TEHIE, B IR FR E=RA TR E I .

2.2.3. %A S —FZE4

e E AT ) — WAL, H 0.5 mg BE RFiET > 12 M H B HBV DNA (>60 1U/mL)
) CHB i35 1R 4% 4 8 v AR 13(55%) 5 B~ B =1 1) VR (HBV DNA < 20 1U/mL) Eb 4k 2248 A S R 1)
% (20%, P = 0.022) [18] [19]H L &/ SVR. Qian Zhang Z:[20](HF 7Tt — H B B LLV, KA
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TR REVRYT I SR 2 I R DL AR ) A A 3. ORI, 6 T AR AE AR 7 MUIE R =, AR IEH
MR WK AEZE . I & JF NAFLD 28)5, e H B0 55— R S8 A R B 2 2540 vl REA2 &5 B,
{ELT 225 2 KRR B AN S A I (R i 07 (0 AT HE PR T SORAE S — R B, IF AT se ISR B iR T AL 4
ARSI R 45 RS2 — L8 5 i W] o

224, REBANKMNYE

MR T 3 RS SRR B e e R R DUR B 259, TERGBRIE 2 75, R AW - AR
290 - A EAE R . Lee [21)M0—TAF7E R LLV R ARG — AN TERES, HELM85
BrRIL, LLV BHMA RS K2 B TR T S 800, SRmiib A TR BAf e e LLV I RS
M ME IR T AR B T BRI T AR R . B2, S TR ZHHEIT & B AR RS 1 2, 7
JHF I R R ANBET %, W TSR P A 7 REN kS 5 7 %8 . Be4 5 —Fh 5 SR IR B 6 B S 7 v
BIRIEEFIRTT B HbRIX — T .

3. SHIEEREREFREERFEDENZERR

A F K 4 g 5 1 T% (non-alcoholic fattyliver disease, NAFLD) A4 N #0175 S (K AT 005, s i 55
AT RS AR+ AR 2 I 5 12 JFF % (nonalcoholic steatohepatitis, NASH) EL K NASH 5% i 4k A4
MufeE . 2020 4, NAFLD 5 44 AR AH ¢ i 17 14 97 (metabolic associated fatty liver disease, MAFLD). 25
MR, BRI R LN 25.24% (22.10%~28.65%), 3V i [X Hy 29.62%, o KFE£L 29.81% [22],
CLRCON T FYE T N e W8 s, R faE Bk AR ERE. CHB #& NAFLD A HHS I, 24
25%~30%, L8 M 73 I AR RN S At AT 0 v PR M RIS I R, 9 B K [23)F6 . AP A IFRRIFH
A NHEH, RS 1) HBY DNA KA RE S, 5 80 T IR s 7 2 et S 1,
PR AR L2 A7 — 2 HI52 M. Rwh Z5[241FIWF 899N T 1202 i3 CAP {E 284 NAFLD ) CHB &
&, LMEGL R BUR BRSNS WA R T 101 UUREC, Z B R NG 17 A 6 1) rh 7 1
Ji HBV DNA KT HRZH(P < 0.05), A&/ H X Fia J ¢ R 47544 3% (LB Lk 0.859, P <0.05). —Ii
AN 17 T AL 25 25 0 BT 8o, 76 4100 44 HBV BRYL 3 b R I B 8k it -5 R 28 M A7 7 3R 0 40 A G
B & R Z T X BT R A e B (R E I [25] . IRVE1R Z AT A UL[4]4R H, 18 AT IR IR B IR
BRI 15 1IRYT 5 HBsAQ RFEERAE, FEERAEST-HBs HEL, HBV DNA KT iARAI N IR, AT
AR AR AR IE |, BFARMIAZ P AT BEIFEAE cccDNA. HBsAg BAVEFEFR AR T BRI E 1 1 H 4%
f, s Mak Z5[26149 NI 3 g BoR 2 Wit 330 1) CHB &%, & HBVDNA fiK/KF(<2000
IU/mL)H ALT /KPIER, Z5REoR 345 HBSAQ IEFR % 6.7%, TERAERIAE R 5 N, AR
5w HBsAg TR % A< (HR: 3.246, 95% C1 1.278~8.243, P = 0.013). 4R, HHHH—THTFE[27]EGN
1) 132 2418 B AT SR 5 RO C IR B3 E S IR B I LR R A, BATRTE
HAHE, 12 M BE G IR A7 AR 2 30 QPR b 5 3500 35 IURE Pt BRWE 2 B e 5 AR Vs /K7
MR, 18 G IR T ABELL G AE B D BT, 56T 3 Z Tl R AR DG R e /b BLATI A A 5

4. LLV BTEEX CHB B EIGKRAKXREFH X £
4.1. LLV NEERIEFAELHR

R E—Tioe T JLENS 2R [28]HH 78 R B T 5B UIF LR RORE RIA B Ok 2 Buad T S e i 52 3, BT
2t 1) G 45058 59, AN TR HBY DNA #1128 LT 44k o0 A 2 18 2 7 4G it 24 2 (P > 0.05), #27~ HBV
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DNA #H&E S HAARMUFEET R, R 7= T 8L, g o EF T2 5 T ERME.
H IR HBV DNA & ARG {2 A SR BRAG  HF AN BH 2, WO £F A LIS A48 AR I 3 BUORAR
EHTE, SREAST IR —3, BTl HBV DNA B8 31 A BEHERA ) SR 2 SR AT A AV RS, T
M EFHEASR R AT B RTE — B FEJE L5 A ZUR LT 4E4L 4 H17KF—B. Sun [19]/TF St EES R E R
FABIT S QA EE eI 28 B, R4 78 RIPUR ERGYT Ja . AR IR /K HBV DNA 54F
Yt ok, LLV BEAAEREN A4, A s R BREE HBV DNA KUK, L%
F 5 R B R AE R A M. Kim Z5[20]%F 239 FIECA &I B 0, LLV ELF4iibist g
B R A 2R (50%) 1 T 47 A B B 38 (19%) FIEF 4L AN i 5 (26%),  $27n LLV 1 rl Refe b 41 4
et R . [EFEHL, —I[30]149 N 399 ] HBeAg BAE. ALT /K-FIEH . HBV DNA BHE 18 1t 2, R 5
JiF 9% B, o 42 B0 LLV B, WS R I LA 26 ) BTG TT 4R AE (B 1shak 23 ZRATF5> > 7 43 Fl(EK)
SR > 2 ), DALREA LLV B3E T 62%1 L2 /DA h EELF4E10(2 ). Yenilmez [3115566 78 R ILAE
FRMLLY BFh, FiE=02 —BH B 7T RENLYEL, RN FOETE B 7 B 2 4 44 0 i
FEIMIE HBV DNA BB 7KF 4 1293 IU/ML (P < 0.001). H1H AT W, AR 75 MUAE FRAECEZE N AR A i3
AR A gt e, L SEER% 5 5 ) NOT Detected /50 Aia ).

42. LLV EFERBFFENL. HCCHER

ERIE — TGN 875 B2 B2 0T IS £ B3 1 [ A B 72 R L8 T MVR (B2 ) 45
LLV 2H &35 2 (8] A2 HCC (1 R AE JRURS: o 45 SR 3R BHAE S35 4.5 4 1 Bl U7 I 1) L, 9.79% 1) B 5 B 12 I HCC,
H LLV 4% MVR 415 5 % £ HCC (14.3% vs 7.5%, P = 0.015); 7EfFfE{L i, LLV ## 54 HCC &
JERA 23.4%5F HT MVR 41 5 £ HCC 1) 10.3% A=, 2Rif1, SHFEE &R, LLV M
MVR 7E HCC MU 7 A 02 22 R [3]. [FIREML, Lee [31)Z5MIWT AR, 2B % &SI (n = 894)
IR M PERITE LT, HCC RIWFE 2B RN RN, B 7 IIF Mg S G w4, LLV 2&—
AWML TG R 2 (P = 0.031). AR4EZ LTS, 18 RIFRMALT, a2 N2 A LLV 42 R 7E FFAH
KICT Ao HE, HCC M RAREE IR A A KIMEE Z S X B FEFEE I TR MPEXH 8 O B
MEEE, T 674 LI PURTFHITHIS 12 NHK CHB B 3T B A B 431 [31], e fzk
Vi 42 NHJE, LLV B#E 5 MVR 838 R A 2RI (R 2 AR A2 50 PRl L R0 200 e P e ) P A% 5 w3 (G
WA 7.73%F1 15.85%, 5 4EAN 10 443514 0.77%H1 5.52%; P =0.000). JG& LRt 2iEiEsE: LLV
3 HCC KBRS FE & LLV BIAFTE R 2R W A HCC Bk S fa e R 2R o [RIAE A B 70 3% B AR 4
it 30 % 1 5 1 HBeAg B, 243 HBV DNA /KF- 4 60 1U/mL i, B 5 13 4 21+ HCC R AR N 1.3%~14.9%
[31]. FEAMESE T LLV ZZREIHR A HCC FIMNZfaf R R, 1T PAE EE T IR TT 7 A%

5. B&

grEprik, B =S BT EOR KR T, BRI AR B Y LR SR R E T R B HOE
SCNAFAEARIA TG MUAE . 22 —ERPUm R 2967 5 L LLV K% H 23 R, R 75 MUAE A9 A7 AL fe 3E 27
dEtb. HPRELE. HDEMAE. KRR (2 S5AaI N A NOT Detected H LU JEZE bk, B 2 ZFEK
NI ? — KGR R R A S TN RIS AT ROR 5 Im R BCR A ? 568 7R 118 2
e A o EEZTE 7/ RS oot N 4 O 98 S et A= i o U Ol N P S s T B

SE K

[ BRI, B, BRZE, 55 HER) IO A8 E LB 5 8 R UE F B IR I i PR AR
&, 2021, 37(6): 1268-1274.
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