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Clinical Value of Detected HBsAg Level of Serum in the Assessment
of Efficacy of the Chronic Hepatitis B Patients
With Adefovir Dipivoxil Treatment

LIU Xinghui,ZHANG Lixia
(Clinical Laboratory of Nanhua Hospital Affiliated to University of South China,
Hengyang ,Hunan 421001 , China)

Abstract: Objective To investigate the clinical value of HBsAg in the assessment of efficacy of the chronic hepatitis
B patients with adefovir dipivoxil treatment. ~Methods In serum of 40 cases of chronic hepatitis B patients with adefovir
dipivoxil treatment HBsAg level was detected by Chemiluminescence, HBV DNA was detected by Polymerase chain reaction
and Alanine aminotransferase was detected by continuous monitoring method , at the same time correlation between HBV DNA
and HBsAg was analysed. Results In 40 cases of hepatitis B patients pre — treatment HBV DNA level was (7.12 £0.97)
% 10° TU / mL and HBsAg level was (1.91 £0.37) x 10’ TU / mL;after three months of adefovir dipivoxil treatment, HBsAg
declined ,and after six months it was significantly decreased (P <0.05) ,after 3 months HBV DNA was significantly decreased
(P <0.05) ;one year later HBsAg was (0.86 +0.77) x 10’ TU / mL and HBV DNA was (3.12 +0.72) x 10* IU/mL;Ala-
nine aminotransferase was significantly decreased after three months of treatment ,and was about normal after 6 months of treat-
ment;two years later in one chronic hepatitis B patient HBV DNA and HBsAg levels were greatly increased,and there was a
positive correlation between HBsAg and HBV DNA.  Conclusion Periodic testing of HBsAg concentration could evaluate
efficacy of hepatitis B patients with adefovir dipiv-oxil treatment and discover resistance timely.
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L FIVHF 2 9% 7% (hepatitis B virus, HBV ) & e 52
AR AT, 2Bk 2y 20 A2 N B &Gt HBY, L rp
3.5 AC NN RRG , BAE 94T 100 T NSET
HBV B SO vy A A A e A R I . FR
PAT R ME HBV J&Ge 2 9 300 1A, Horh A g Ik
T LIRIT WG S SR BB A 297 2 000 277,
BhT A 5 T — i BRI R Y S TC AL Y 2R
I R _FREH ARS8 Ve S 006 - 1 — 259,
It AR NI E M 25 B B L2y, Sy —
BURfgE N Y R, T2 R ( Hepatitis B surface
antigen , HBsAg) Fll HBV DNA 7K~ Z [6] 4 K 41941
Kt E A I3 HBsAg 1 2 W fs £ R P HB-
VDNA 7K 3SR ST 506 7 B 7 28080 4] W 33
JR BAEEE L, AOFERI HBsAg 15, LULEE
HBsAg 1Y 5 B AR T3 BRI TR K2R

1 JHE T %

1.1 #RIFH

2008 4E 1 A ~2011 4F 12 A AR 4% Z bl fim
Fisiay7 M2 M 2 BN R & 40 B, Horp 5 29 i, %
11 ], 4F % 20 ~69 %, BE LWIAF & (18 1k S BT
RBTIATE R Y bR, e HBsAg 2L fH 1 ; HBeAg B
P13 HBVDNA >20 000 1U/mL, HBeAg [ # HB-
VDNA >2 000 TU/mlL; HEBRHAb AT Y, s —4F
WARIEZHURTEIRTT .

*®1 ZFFE&EBITHTE HBsAg HBV DNA #1 ALT 7K E L
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1.2 FRARE

THRZS IR AEFHIKI 2 mL,3 000 g &5.0 J1 8.0
3 ~5 min 3B ILE F T HBsAg 5 & \HBV DNA FINE
TR S 7%@@( Alanine aminotransferase ,ALT) e
1.3 HBsAg E=.HBV DNA & ALT #&i

HBsAg 5& B FHERT 12000 Sy 1k 25 & e & Bid
XA ; HBV DNA K FH 3k % 7600PCR 4%
AR 1152 BARAIE e 2 Bh A B w4 AL 4357 5
ALT R H H 37 7600 4 A g A A0 e 1 5@ & A )
B A mA R
1.4 SZitEHE

SR HI SPSS16. 0 et AT g it , Kl 45 5L H]
x x5 PN, L] L R R 225041 HBV DNA
5 HBsAg #1 & MR H Pearson #; 5543 #1, P < 0. 05
h2E S B E,

2 % R

I EIRYTHT)G HBsAg, HBV DNA Al ALT
KEILFR 1, 181 O B35 20 BT P48 5 BRIG T
J& ,HBV DNA MIAYY 3 /N H IF IR i 3% F B, HBsAg
BIT 3 IR T, 6 S H JF iR 3% T %, ALT 3
MAFFHT R TR, 6 N H AW E IEH 1797 —
SRy AR = 22 300 &P 1 HL HBV DNA
55 HBsAg ZIH R IEAX, WK 2, I F)E, A 1
{38 HBV DNA HBsAg #l ALT [ 5 JFIR i 24

HBsAg( x10° IU/mL) HBV DNA(IU/mL) ALT(IU/L)
Py il 1.91 £0.37 (7.12£0.97) x10° 218.89 +58.56
BITE
3A 1.66 +0.58 (5.17 £2.33) x10* 88.32 +34.50°
6 H 1.13 £0.17® (2.12 £1.01) x 10* 42.53 +28.16°
14 0.88 +0.72° (3.21 +£1.09) x10% 40.33 £10.66*
2 4 0.86 £0.77* (3.12£0.72) x10* 38.39 +8.92°

S5IRITRIHLEL a: P <0. 05

3w

HBsAg J& R 8 R AN 1, A B R EA 1%
Yok PR NIERYE CIFREE 7 ~ 10 KEEnT B, i H.
Wk HBV 245, A48 HBV &L fbridi, HBV 7F
15 AN A A8 HBV Ry Bk E 2, 1M

I HBV DNA 7KV /2355 55 52 il 16 3 e 1542 o5 7T
bR , HBV DNA 7K 75995 1% ™ 85 2 B 25 DI AH G
ETE IR 1 RN IEAN B 75 24 W07 R0k S AR
o ik arsE " F 0 HBsAg ¥ 5 HBV DNA
K-SR IE ARG, B 0T S g A PR 2 0 TE Sh AR
FIr LA, 2 Skl HBsAg wT W 155 a2 Ji B ml PEAf Ht
IR YIRTT CIFRTTRL
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K2 ZHFEEBITHIG HBsAg 5 HBV DNA 2 i@ /)48
x4

HHIEREL P1i
NEE gl 0.427 <0.05
BITE
3 A 0.401 <0.05
6 H 0.497 <0.05
1 4F 0.462 <0.05
2 4 0.433 <0.05

BT 48 3 T 2005 AP SR LR R B iR

R AR A — YR EE AR T iz A T

IR, B 2 — B B R AR T 2 C A% A 2, o
FE KRBT IR IT 18 M 2 R R 0 A R 2
Yy, i 24578 SR AL, RV L, R G BB
| AN AL AU I R IR0 26 000 18 v 2 R R
A 1 R P A5 4 =5 g T B 2 B0 ) HBV DNA &4 |
fRHE ALT 2% M AFH SR AEIRSE LT difl, A
WEFE A& I 2T B3 Zead BT 4% 5 g 16 97 ) , HBV
DNA M3 A~ H IR 66 8 3 N R, X 5 DUAE 9 iR i —
., IRIT PR AT — B HBV DNA  HBsAg #il
ALT S5, FFURT 245, DR IL , B Asas 45 e h T £ )
TR DU B T I R A B R SRR YT
AR R R DR . LATEH] HBV DNA W)
P T FDERY 7 850 — 2 R B, PCR BB R R
A%, B FHARRT R 8, RS 30 2% (A AR N B i) 225Kkl
WA, AN A A8 2 R 5 B ZE R
YRR YA IT — B RS, L7 HBV DNA
B 28 AR MELARS I 2] PR, e R R el Bt 45 P
PURE AW I FE AR A — & R B M, g ALT
TRV SRR M Sz e JHF 2 4 9% 55 1 sl 17 450, T 2 e JEF
e ML, 2 6 A ALT SR %, 25 K 2
A I B SR AT 8 — 2 R BR 1, 4L
i P2 A 5 B A T AR 280, A e | i LT
PRI 22 A AELEREAS AR SR IR, DRI, N By

WHLR M FE b, H AT, AR R WY HBsAg &
SRR e S 2R TT I R TRy
DA Kt 245 W e d AR, AR B i 0 ] ) 4
A BRI Z BT 3 HBsAg3 > H T IR F R, 6 S H T
I WE TR OB IRYT TG HBV DNA 5 HB-
sAg Z RIS IEAISE, T EL HBsAg 7E18ME 2T 1945 30
FLFE TR 5 RN ok IR REAG I 5

2% FFFR  HBsAg il HBV DNA /K2 Al B
T A DG S SR If ¥ T HBsAg ] f2 i F2 44
P HBV DNA (7K, B XA BT 2 0 #1697 1)
SRR G B EE S E L,
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