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Effects of low level viremia on virological and liver benefits during antivi-
ral therapy for chronic hepatitis B

ZOU Ming-nan', CAI Da-chuan'? ,REN Hong'"*
(1. Department of Infectious Diseases ,the Second Affiliated Hospital of Chongqing Medical University;2. Key Laboratory of Molecular Bi-
ology of Infectious Diseases , Institute of Viral Hepatitis ,Chongqing Medical University , Chongging 400010, China)

[ Abstract] At present,entecavir and tenofovir have been recommended as first-line antiviral drugs for chronic hepatitis B in ma-
jor guidelines. Most patients can achieve sustained virologic response after treatment. However,with the improvement of detection tech-
nology , it is founded that even after 1 year of regular treatment with first-line antiviral program ,HBV DNA level of some patients is still
lower than 2 000 IU/mL, but intermittently or continuously above the minimum detection limit, which is called the state of low level
viremia or hypoviremia. It has been shown that during the treatment of chronic hepatitis B, the inhibition of the replication of HBV virus
is closely related to the progression of the disease,and the lower the viral load, the lower the risk of progression to cirrhosis and hepato-
cellular carcinoma. Current studies have confirmed that hypoviremia can lead to aggravation of liver fibrosis, increased incidence of liver
decompensation and increased incidence of liver cancer in patients with chronic HBV infection. However, studies have also shown that
most patients with low level viremia actually have HBV DNA levels between 20 ~200 IU/mL,so is the concept of low level viremia suf-
ficient to cover the clinical effects of very low level viremia? It is reviewed here the influence of low level viremia on hepatitis B virology
and liver pathophysiology,so as to arouse clinicians”attention to patients with low level viremia and provide basis for clinicians to treat
and follow up this special sub-group of patients with hepatitis B more rationally.
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I TR 2 A 18 O B E BE AL 4 O TDF 3R 97 4
(22 f5) F 4Ry ETV JRI7 41 (23 f)) , 4553 TDF JR 97
2 1) s 1 100 R I B R T 4R R ETV B9 41, I HBY
DNA 7K B 8 4 4k 45 ETV Ja 97 A AR, 4275 X F
ETV 875 PVR B H E iRy 7 R e85l 7 &
[IREaS

B A UM K 2 — T Z by | [l B4R A 5 % B
NAs J&J7 48 JE{H HBV DNA 7K 7€ 20 ~2 000 1U/
mL {5 T SCOR R 3 B o4 4K (partial virologic
response , PVR) , 44 A 313 il NAs JBI7F KT 2 18 &
JHF 58 5 T 4 BT B VA T O 8 TAF, 313 fi (8 %
tETV 21 191 ], ETV 3G 97 /9 &8 3% A 38 {5 (19.
9% )k PVR, 122 {5}y NA Bt FH4H ({235 LAM/ADV
LAM/TDF ,ETV/ADF ,ETV/TDF) , 7E Bt & 41 9 4]
(7.4% )} PVR, ¥45 TAF Ja97 48 JHJm , JL-F i
B H # 4  CVR (HBV DNA <20 IU/mL) , ETV
Z3RU197. 1% (33/34) ,NAs BEA 41 77.8% (7/9)
JUHAE ETV 21,55 48 Ji i) HBV DNA #1i ] 56 i 25 4%
s, N 75.9% %) 96.9% (P <0.001)



36k HoW
1120 202149 J]

JIldt E Z Bz 2 4R ( http : //noth. cbpt. enki. net)
JOURNAL OF NORTH SICHUAN MEDICAL COLLEGE

Vol. 36,No. 9
Sep. 2021

X Tl B R S AR PVR (1 (8 3, BT
WE5ET " BoRAE PVR B8 1k 2 HF 5 %, TDF 3
25697 5 ETV + TDF BK5 1697 7E 3543 CVR J5 T/
FHAR S, i T3 & VA 07 7T BE 5 BUR 19 3R 97 A
M ARMPETBE . 0B F Y1 K 2 A P B B BA
PEAT T — 30 [l B 0 5 0 6 e A R R B B vk L Al
1% ETV JAY7 )5 3549 PVR (948 M 2 T 3% T ok
TDF ¥.253597 il TDF + ETV B &34 97 19 5% 5 fn 42
SPEPEAT L EE . BFFEAN A 143 i1 4 ETV 697 103K
7% PVR ] HBeAg [HM: 1918 1 & IF B 3, B UG
J7J7 %0 TDF B 23697, 8 TDF + ETV X 53697,
Hip TDF 253397 4 63 #i , TDF + ETV X &R yT 4
80 f4i] , ¥ 9T 48 JE W, TDF + ETV I 516 J7 41905 75 2%
N m T TDF B 253897 41 (88. 8% wvs. 71. 4%
P =0.009) . #Ri HAGX T NAs 2834, Ju H & — 2k
NAs 3677 Jo A7 52 AR 5 I0E (976 97 45 B o 48 —
B, H AT 2 2050k R R e IS s RE
JEaIT 7 58 WA O ARHE YT LLV R A

4 WitEERL

4 HATE KRS A0 LLV & X
HBV DNA 522 5 [1] 8 K T4 0 F FRAH /N T 2 000
IU/mL, W55 & 80 LLV 5450956 5 25 Wi 25 T 25 44k
HE R A 2 AR AU 380 | 98 A7 5 R T R AR OE, X
F LLV 35 0 2% e ak 22 F 24 46 25 580 3% 0 FH 00
20 0 7 v aE— 25 R AT 7 KO, (R BE B R O R
SO E R TG . W04 B I R ARG T ik a2
XF HBV DNA (¥ 0 € w] {f B 5 =5 28 05 09 7 2%,
30 e Iy RS I R BR T 35 100 ~ 200 1U/mL, &
X ARSI LA I R PR 2 7T 35 10 TU/mL LAF, B [
N F A R ORI R R 2208 20 TU/mL, Xf F
B 242 NAs JRI7 FLIR YT I (R K F 24 F iy 18k &
JHE R, Al 2 D = RO 5 A AL HBY DNA
KT R B, 0T LAIA S B 288 AN A 5538 439 25 2 B
U, P HBYV DNA £ AR K W 7 HBV
DNA H F B R B, AR IS M 75 10 8 AN 2 L
i %7K 7 HBV DNA X} HBV Jgk 4 /B 5 JiT Jik o 34
A BRI SE AR 4 m T IR YT B R R EE
95 75 1Y E AR I PR AR 35T 2 BF 3R 97 0K B A 45 i) B
B ) HBV DNA 7K°F, Sun 25" BF 5% J8 % B
S b I 5 I AR S 1Y R HBY DNA K- £
720 ~200 TU/mL 378 % TR0 55 1L5E 2 LAY 2 000
TU/mL, PR bG8 25 I JE , 3 46 £ 3 5 & i
A SR M ARG B ILAE ( very low-level viremia, VLLV) &
H o AR T TG 20 % AR A IAE SR T
WFEF bt e D fig ok A8 e & A VB AE

REE TR AR B IUE X8 T AR Y g B
A B ) 2 A5 1T LA s B AT B ILRE A R 1) 52 i 2
AN IR ZK - HBV DNA 5 BR 22 8] 45 8 I R &
SC7 FRATRE A W % JC R b 3B K BEAIK ) HBV DNA g
WZKSF-2 38— 225 Wia I & A= 1A 22 ILAE 5 H
SRR BUAT 9 A1 9 55 1ML A6 05 75 27 | e 928 = Rl
PREE R A JC 22 902 B 7 A B9 NAs [u) i H B 5%
e, P8 2 A0 AR B IRE O T A S E? B,
i 75 2 0 2 050k IR NAs A KK 24
G B O 25 M A7 AE VLLV [y CHB & H KR [A] HBV
DNA JKF-%F F HBV 5 1 Jk e 835 14 JF I R A= 77 3%
TE AR, SR R B AR TR T BOR YT R I O R E
PEAULRL2E AR
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