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O % Ak BB 3 LS
HBV RNA /K2 AL KR = X

FoRE, R MR (LEEERREM B Iz EE bt 22 Fh, b5t 100015 2.9 #E RS M B AL 5

HIZBE B B0y, dbsE 100015)

WE: BY iz E (8) 4 [nucleos(t)ide analogues, NAs] Va7 A 2 BT
2 FFREAY, B 3 i F8 P B 3 IS HBYV RNAZK A4 B I R 75 3. H/ﬁ 201247 F
F2014426 H & A BB R 2% B I8 A6 5 Hh b B2 B 45 52N AsTR YT 15 VIR A2 1 2 B 56 1
AL I B A T B, 4 A YA T /T A 697 182 A BT N R IR A F B2 (alanine
aminotransferase, ALT) . KITAZHIRELLFENE (aspartate aminotransferase, AST)
LR R BRI PLJR (hepatitis B virus surface antigen, HBsAg) . ZBIAT 49K Tie
PR (hepatitis B virus e antigen, HBeAg) B R iFEedifk (hepatitis B virus e
antibody, HBeAb) . HBV DNA X Ifli&EHBV RNA/K -, X Spearmant </ #r MLiE
HBV RNA/KF5ALT. HBsAg. HBV DNAZK A, 458 OBZNASIEST 1824
i, IMEALT (b 19.7 U/L vs 58.1 U/L) . AST (hfii%i: 20.9 U/L vs 47.0 U/L)
JHBsAg (3.13 + 0.43 log,, IU/ml vs 3.38 + 0.40 log,, IU/mD) 7Kg RELk BB RAG, 2R
Hait#E L (P¥< 0.05) , HBV DNABRH R N93.62% (44/47) . @2 NAsIHIT
182JF I IfyEHBY RNAK - 54 22 5 4248 X [ (3.86 +1.07) logy, [U/mlvs (4.22+
1.28) log,, [U/ml; ¢=1.56, P =0.13]. @ifJ7 182K}, HBeAgA B4 5L (H
K. 3.2 logy, IU/ml vs 3.5 log,, IUMD) . HBeAgA KA i il 5 Kk AR e d] (o
7% 3.2 logy, IU/ml vs 3.5 log,, IU/mD) [H]IfIiEHBYV RNA/KV-Z R LG #E L (P
¥1>0.05) . @HEFILLMIEHBY RNASALT, HBsAg. HBV DNAJKFITEAHFNE (r=
0.14, P=036; r=0.05, P=0.75; r=0.05, P=0.77) . %5 MEFHBV RNAKFZ: 1k,
TERAZ I BT 28 R SR NASHUR B IR TT AU VPN B 000 77 T J6 BH 5 7 3
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Changes and clinical value of serum HBV RNA levels on patients with compensatory
hepatitis B cirrhosis treated with nucleos(t)ide analogues

Guo Mengmeng', Zhao Hong’, Xie Wen® (I.Department of Emergency, Beijing Ditan
Hospital, Capital Medical University, Beijing 100015, China, 2.Department of Hepatopathy
Center, Beijing Ditan Hospital, Capital Medical University, Beijing 100015, China)

Abstract: Objective To investigate the changes and clinical value of serum HBV RNA levels
on patients with compensatory hepatitis B cirrhosis treated with nucleos(t)ide analogues (NAs).
Methods A total of 51 patients with compensatory hepatitis B cirrhosis who received NAs
treatment in Beijing Ditan Hospital, Capital Medical University from July 2012 to June 2014
were selected. Alanine aminotransferase (ALT) level, aspartate aminotransferase (AST) level,
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hepatitis B virus surface antigen (HBsAg), hepatitis B virus e antigen (HBeAg), hepatitis B virus
e antibody (HBeAg), hepatitis B virus e antibody (HBeAb), HBV DNA level and HBV RNA
level were detected before and after 182 weeks of NAs treatment. Spearman correlation analysis
was used to investigate the correlations between serum HBV RNA level and HBsAg, ALT level
and HBV DNA level. Results (DThe serum level of ALT (median: 19.7 U/L vs 58.1 U/L), AST
(median: 20.9 U/L vs 47.0 U/L) and HBsAg (3.13 = 0.43 log,, IU/ml vs 3.38 + 0.40 log,, [U/ml)
of patients at 182 weeks after treatment reduced significantly compared with those of baseline,
the differences were statistically significant (all P << 0.05). The negative conversion rate of
HBYV DNA was 93.62% (44/47). @There was no statistical difference in serum HBV RNA level
of patients between baseline and 182 weeks after treatment [(3.86 + 1.07) log,, [U/ml vs (4.22 +
1.28) log,, IU/ml; ¢ = 1.56, P = 0.13]. (3 There was no statistically significant difference in serum
HBV RNA level between patients with and without negative conversion of HBeAg (median:
3.2 log,, [U/ml vs 3.5 log,, IU/ml; P > 0.05), and there was no statistically significant difference
in serum HBV RNA level between HBeAg seroconversion group and non-seroconversion group
(median: 3.2 log,, IU/ml vs 3.5 log,, IU/ml; P > 0.05). @There were no correlations between
baseline serum HBV RNA level and ALT level, HBsAg, HBV DNA level of the patients (» =
0.14, P=0.36; r=0.05, P=0.75; » = 0.05, P = 0.77). Conclusions The changes of serum HBV
RNA level had no significance on evaluating or predicting the efficacy of NAs antiviral therapy
in patients with compensatory hepatitis B cirrhosis.

Key words: Hepatitis B cirrhosis, compensatory; Hepatitis B virus ribonucleic acid; Hepatitis
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B virus e antigen; Hepatitis B virus e antigen seroconversion

JHA5E Ak 2 H AT 4 BRI UE A 5 7 95 48 T 1) = 22
JE PR FRE A 3 AR £ J R 5 AR A 1 A s 1
HERRBT B, RACEE A AL 2R S AR AN
14%~35%", DAk, 4 A QA2 SRl Ak 0 175 20 8 A2
B EARNEEN — E£RE, o
RKWiE (hepatitis B virus, HBV) 7455 il Jo ke
Fe AL i 2R, A P S R 4R
¥ bR (covalently closed circular deoxyribonucleic
acid, cccDNA) AR % 5% A Bl Jik D5 4 A% Hk
¥R (pregemonic ribonucleic acid, pgRNA) J&
HBVEFEE YL S5 R KD, i FcccDNAZ A
7 IR R BSR4 (B H R ccc DNA 2T 75
FEAFHLUERS, IR AAE —ERmE. Bifd
AHttaH, 81 A% (chronic hepatitis B,
CHB) H# I 77 7E (IHBV RNA JypgRNA™Y,
B Z 05t W4z — B s () K
[nucleos(t)ide analogues, NAs] 577 J5 CHB B & I
HBV RNAZK-FA AL 7557 N B S ST R i e
i)l (hepatitis B virus e antigen, HBeAg) & ‘E[#%
T L7 25 3 ¥ T AT — 52 T AP i i
HBV RNAZKF-ECATAE D S BT ALZA Y ccc DNAE
FORB MR g bRz —U, i FTHB VI 47
ROEAT VAL, (H H AT O¢THBV RNAFAH T L

TECHBEE 17, B0 LA 4k 2 3 (1 A
KIFFT, AT G R TAUZE I B 5 -4k i
FHNAsHUR EIR T i A2 HHBV RNAZK A 4L J
[H179-9'8

1 #RERE

L1 BT 82012467 H 2201446 H T H #IEE
BEK 27 B 8 Hh s = e B 42 32 NAs 25 036 97 AR
P2 1A 2 R 98 A8 Ak 1) S8 35 9 IE 90T GO e A Tk
BT . AFRHE: OB TR RER16~70%
QAR AL 12 W bR ERF 5 20104F (1211 2 71
FrBivasamE) " OIRKE R, O AP R
WA, FERRUEIC A 5¢ UM ST An kil . HERR
PrifE: QTR % AL AR B 3 @A E
PEF G B @2 LML AL, @6 I
fi . EELEES M E R . MR R E . BT
R N HERR HE E S L B R S G, HFR 94
BBk RE  (lamivudine, LAM) + FifE48 35 /g
(adefovir dipivoxil, ADV) VaJ7, 42%1#%% A%
+35 (entecavir, ETV) J8J7 . AWHEL HH =R
K2 Bt I A 5t d R Be 4G B 25 L o i, AR
Fopig T (2012) 105, AR B AR E M
IEIG=SEE

1.2 oA IR B 35 T I 2R /K T IR T 182 I 7
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AP RE R 2 Bt it BR B b AT () T 2 IR A e 7%
f§ (alanine aminotransferase, ALT) . R|J&XZEA B
RILH N (aspartate aminotransferase, AST) .

HBVHR LY [ R iR )R Chepatitis
B virus surface antigen, HBsAg) . HBeAg. &
BT K BEe ik (hepatitis B virus e antibody,

HBeAb) ] ATHBV DNA (<< 100%% Jl/mlE A M)

S5 AH SR &5 R B PR A I ] SR A0 JE bR AR

1.3 HBV RNAZ 240 K40 Ar A S T 56 05
e NP EEA B B0 R, BA3000 r/min 010 min
(0142100 mm) , B EZ M5 E T1.5 mUEH
EPEH, T-80 CUKFHIRAT . I L 28 e & 5K
& W8 B (polymerase chain reaction, PCR) 4%
Je MC 2 AR 70 B4 0 375 FPHBV RNAZKPY,

A5 HHBY RNA KT AH SR 3 7E A 3 e
aHEAT, Al R BR 230045 Dl/ml.

1.4 %t a3® SR ASPSS 25.08E47 504 43 47

HBsAg. HBV RNAZEIES S MK TFEREI DL X+ 5
RKon, AN LB ML EAR R 58, FI4EYT
AT A EE R A ek 56, ALT. ASTZ:HRIEZS 40 i
FITHFREBERIAM (pys, pis) Fas, PR H
S H K I HBV DNARR# R NiHH xR, L)
Ay bR, WA LLECK HPearson 1656 . A
KK H Spearmanfi % REGEK IR . LAP < 0.058
ERBEGIEFE L.

248

2.1 NAs:&¥7 A1 /5 B % ALT. ASTAHBsAgZ At H#H
YRIT182JHFALT. AST. HBsAg/K P54 He kK1 5
EFK, EZRAgityE L (PH<005) , L&

2.2 NASYEI7#T /6 B4 fiEHBV RNAT AL HE AT

) ) 20234 F15% 3

182H RTHBV RNA 7K~ 1445 3 28 /K ~F o DL B 2 pde A%
[ (3.86+1.07) log, IUmlvs (422+1.28) log,, [U/ml],

EREGI¥E N (1=1.56, P=0.13) ,

2.3 %6777 /GHBV DNAMEZ i FHBV RNAK-F
T NAMS1E B E R A 47HHBYV DNAKF &
FHEM IR, B2 NAsZWIRIT182 )5, 44451
KAHBV DNAR#;, B3 993.62% (44/47)

%470 B E R IT I JEHBV DNA KPR T 4601~
ARG ERESITEENL (¥ =3336, P <
0.001) , {HHIAITRTJEHBV RNAZK TR WA & 22z
[ (407+138) log, IUmlys (3.85+1.06) log, [U/ml;

=099, P=033].

2.4 HBeAgk IA4:40 A HBeAg A 4: 4018 %474 77 31 /5
fFHBV RNAKF£27F  NHRISHH]EE H A 3341
FLLHBeAgMTE, HERZNASHYIIGITI2/ )G, A
134 % 4= HBeAg[f#; (39.39%, 13/33) . {EHEZ;
JiBIT 182 JE I, HBeAgl#% 20 5SHBeAgA [ #4521
HBFHMEHBY RNAK P ESGIH % ER (P>
0.05) . L2,

2.5 X4 HBeAgin & 344040 B R X A HBeAg i /&5
Eeiin B H4 T AT B EHBY RNAKTFE £ 5% 334134
ZHBeAgPHME L FH S NAsA Y IT 1828 f5, 3t
106 &A= 7 i 23 e . EJEER B R TT 182 B,

KA HBeAglfl i 2 5 #4115 & K - HBe AglfiL i 2%
A IEHBYV RNAKFEI BRI 2 S (P>
0.05) . W3,

2.6 2 FHBV RNA /K-F5ALT. HBsAg&HBV DNA
KFegAR KA FERZLKE, BFMEHBYV
RNASALT. HBsAg. HBV DNAK -5 o AH
(P> 0.05) . W#4,

F1 KREHCEFLZIFECNEEZEES R NAs &7 182 FBTMIE ALT. AST. HBsAg 7/kF
A 1a) ALT [M (pys> pss) > UL) ] AST [M (py5> pss) » UL) ] HBsAg ( x+s, log,, IU/ml)
A 58.1 (35.6, 230.3) 47.0 (28.6, 130.8) 3.38+£0.40
657182 19.7 (144, 27.4) 20.9 (17.6, 24.6) 3.13+£043
gt 1A U=276.0 U=240.5 t=3.34
Pl < 0.001 < 0.001 < 0.001

72 HBeAg R[P#4EF1 HBeAg BRSLHE 2k HBeAg PRI R EHIZ BURT RATRE (L B EIATTRIE HBV RNA KF (log,, IU/ml)

28 7)] (k3 A& (x+s) F82 [M (pss prs) ]
HBeAgA A 4548 20 47+1.4 32 (29, 42)
HBeAg 4441 13 40+0.9 3.5 (3.1, 4.1)
sit#h t=141 U=129.00

P& 0.17 0.97
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3 KA HBeAg MBEFH MBI AL HBeAg MFF AR L HBeAg AR ZEIZ BT R ATRE (L B EIGITRIE HBV
RNA 7KF (log,, IU/ml)

% 1% A& (3xs) GITI82 M (pass prs) ]
k& A& HBeAgitn ik 454540 23 47+13 33 (3.1, 4.1)

% A HBeAgin i 43420 10 3.9+0.9 3.5 (3.0, 4.6)

it FMh =153 U=112.00

PiE 0.14 0.91

R4 REHZBFAFECEEELZNIE HBVRNA 5
ALT. HBsAg. HBV DNA 7k Ry %M

R A A PiA
ALT 0.14 0.36
HBsAg 0.05 0.75
HBV DNA 0.05 0.77
KRy

T KPR H K I HBV & i . 98 22 A1k 2D JHF
L RAE R KA SR FAEmRE. EKAEfF
A2 H BT HtHBVIGIT H 2 —. NAsi T BA il
MORE . RZATTE. SRR E Z RS, HTAR
PERH R 98 I REAL S, AR T R 3R & Ak
TR H T IRIMA B [ N6, SR K
NAsHHAT KPR EaI7. RN i, A#F5 b
N ILAMEX& ADV 7 % H 5 CAME N — &3,
%77 R 5ETV RGP FRTT 77 S35 T B M ]
TRERA . B AT ThhE & PR R R AE R,

MiEALT. HBV DNA. HBeAg. HBsAg%: &
H BT PFAENASYR 7 2R 1) H 48 FR, H P HBsAgiK
FE B AN AT SR TR R R, 2 W 7T R
N, YRTT BRI HBsAg/K T T B2 S A T 45 R 1Y
fIKHBsAg/K ¥~ F{5 FINAs JEHBsAg K AE 1 4% (1) 7] fig
P AP, KRR g RIE R, B % NAs
WBIT 1824}, HBsAg/K-FHEIEL W& EIL, ALT
K15 2 W35 0, HA47# 54 HBV DNARH % &
HAVRIT R 3 N93.62%, N B ENAsTA
JTRCR BN AR . (HAEREZE K, MIEHBV RNA
KFEHALT. HBsAg. HBV DNAJKF T AH %
P, JRIT182FRT, EAKRIMIFHBY RNAJKF KXHBV
DNA [ #% 5 2 Il iEHBV RNA 7K - 45 5L 28 935 4 W,
B N FE, $R R KV 97 AR RS B 2 3L M 46 A
1k B MEHBV RNAJK V1] GEAENASHUR 51097
R VR4 S TN 5 T JE WA BAN . Butler%:™?,
Bommel %% & Wang &P i 38 o th % g 4 K
HINASIEIT FICHB & # [M}EHBV RNAJK - 5HBV
DNA K 23N cce DN A ZK S ANTELEAH

LiaoZ5:™f1Brakenhoff5 " it 77 42 7~ K BH3E 52 NAs
167 HICHB & # T HBV RNAJK T84k, 5HBsAg/K
SPASCTCH I, Y S ARHE TS AL . HE— PR
TR, L /KFHBeAgRH M 8 # K& AEHBeAgl] #%
H 5K KAEHBeAgR#64 . K EHBeAgIL i 254 e
H 5K K EHBeAgIliE 2= 4 [A] M JEHBV RNA
K TG E R, $ER MIiEHBYV RNAKS-AR
tt 5SHBeAgIRE LR AH M, 71U THBV RNA
TR AR R AEIX — 18 f o

FIRHBV RNAMH A FLEk R 2, (HH R <
FHBV RNATM AN E A & T = AR S B
56, KEBSrEL4HBV RNAYE N I CHBAH A W bn
I SR BB T, AN [R5 b EAN ]
e TR HBY RNAZECHBYE IT it F2 H i 45 75
HA7/E— & RPR R Rk, Harmim L8 xg—
[THBV RNAJIEARAE,  HH & R 85 7R 45
BE AN, AWFRIEXTHBY RNAK 4l 5§72
W 5BE: NiuZsPU3E H CHB & 3 M vh o] A 2,
BRI R BXEA, X4 B XpgRNANE R~ BH
N3 — B4R 70, H HATHBV RNAK AT 75
FIDNARHA#HBY DNA, K4 #FJHBYV DNAR]
Bt 2> it (RHBV RNAKGII AT 52 22

gr b, KHEAEIT ACEE I O B 5% AL AR 3
MLEHBY RNAZK AL AENASTA T R Al A 7
JITHTCH R o HE TR AR R IEBETT
A S />, HHBV RNAKSIF ARG fr e,
FAE—ERRE. BN IRmEAR, BN
(695 &, AEHBV RNAKI 7, #F— BT
JEHBV RNAKTE LB T 98 838 A [F) 993 R b i AR
TeF L, DA ST AL BTHB VSRS

SE R
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