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The effect of adefovir dipivoxil therapy on T helper cell cytokines and HBV
DNA loads in patients with hepatitis B

MA Ping',SONG Shi-duo' \ZWANG Lei*(1 The Second Hospital of Tianjin Medical Universi-
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[Abstract] Objective To explore the influence of adefovir dipivoxil (ADV) therapy on the cellular immunity by
observing the levels of interferon-y(IFN-v), interleukin-4 (IL-4) and their relationship with HBV DNA loads in pa-
tients with HBeAg-positive chronic hepatitis B at different time before and after treatment. Methods Sera of 30 pa-
tients before ADV therapy and 16 weeks ,52 weeks and 132 weeks after ADV therapy respectively were collected in
this study. There were 14 complete response cases(group A), 16 incomplete response cases(group B). Sera of 10
healthy people were chosen as control group(group C). Levels of IFN-y and IL-4 were detected with enzyme-linked
immunosorbent assay; HBV DNA loads were detected by ROCHE COBAS AMPLICOR HBV MONITOR, lower
limit was 10° copy/mlL. Results The average IFN-v level in group A was significantly higher than that of group B
(P<<0. 05)and C(P<<0. 05), there was no significant difference between group B and C(P>>0. 05) ; The level of IL-
4 of group A decreased after treatment while group B didn’t. HBV DNA loads of all groups had no significant cor-
relation with IFN-y and IL.-4 levels before treatment, but dropped obviously at 16th week after treatment; and the
increased level of IFN-y in group A was significantly higher than that of group B(P<Z0. 05); IL-4 levels in group A
decreased gradually, but didn’t decreased obviously in group B. Conclusion Cellular immune response of patients
with hepatitis B was resumed to some extent after ADV treatment. The resumption level was positively related with
the decreased level of HBV DNA load.
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Table 2 The levels of Thl and Th2 in different response groups after treatment(x * s)

203 b IBITHI 69T 16 JF 1GIT 52 1GIT 132
SERN AN IFN-y 37.40£6.37¢ 68. 65+ 16. 2121 23.61+4.92 21.11+4.23
IL-4 54. 00+ 13. 02 32.01+10.51b 11. 43 3. 08¢ 10, 59 % 3, 284
R LA IFN-y 20.61*4. 68 30.80%3. 15 23.06*2.29 23.70+3.18
IL-4 50. 98 + 10. 32 49,82 %10. 79 50. 86+ 10. 92 53.48+11. 10
a.b.e.d AR SIRITRT AR ¢ (HAH 2. 34.2. 47.3. 17,3, 20,3 P<<0. 05; £ 4370 G040 240 LA ¢ fE AT 2. 16,3, 02,35 P<<0. 05
2.3 [igiaF 697 )6 R A 7 HBV DNA
K xé@ézﬂﬂmﬁ HBV DNA JKFAERIT 16 % g’g P — 12 _a
' E
Ji.52 8 B 132 JA L BRI RTAPBOF R R RE T 2 40 ' 6 Bx | Iy
[ - =n 4 o™ -
(4.34£1,42)1g, (4. 47 £2.39)1g F1(6. 17 £ 0. 43) = %g . 5 | HBVDNA
= ol 0
lg SR IT Wl FC AL, 25 594 Wk (e 4 B R A T T R

2.48.2.64.3. 71, ¥ P<C0. 05) 5 #B 43 v & 44, 1. 7
HBV DNA 7K EAEIGYT 16 .52 J8 K& 132 JE i, %%
RITRT T B R R T (3. 44 £ 1. 60) 1g, (3. 94 +
0.91) lg 2 (4.76 £0. 38) lg. 5IGIFAIMLL. 25
WA BEE (e {E 9 R 2. 23.2.36,2. 82, P<<
0.05), W5 3,

£ 3 JAITJE 44 HBV DNA
TTs)

Table 3 The variance of HBV DNA load among all groups

AL O (g $5 01 /mL,

after treatment(lg copies/mL,x * s)

20 51 WBITHT WRIT 16 A JRYY 52 RYY 132
SR 8.6010.42 4.27+1.49 4.14+2.28 2.43+0.11
OIS 8.8610.40 5.41+1.87 5.58+2.27 4.97+1.52

2.4 1235+ 4975 HBV DNA &-F 5 IFN-y %
IL-4 K-Fegtakr  SA7ERYT AT, HBV DNA K
-5 TFEN-y J& 14 K- J0 B AR CPE . E3RYT
16 J& . HBV DNA /K- 34 5T [, Stk 58 4 i 24
4 IFN-y Fhm B 53R N A4 b, 22 57 A B 3

Ph s SE N 1L-4 A28 B R i DL A 4 T
FEABI S, WAL 1.2,

E or A 12 )

G NG o EE[ = 1N~y

T 40 :\ = |14

= . 4 @% HBV DNA

?‘, 20 a 2 Z _

£ 0 0

1 2 3 4

TRITHT IRT16JH IRYTS2 A IRYT 132 JH

1 e &4 HBV DNA 5 IFN-y & IL-4 B56 R
The relationship between HBV DNA and IFN-y

and IL-4 in complete response group

Figure 1

TRITHT IRITLI6 8 IRYTS2 I IRYT132)4

B2 A5EaepZ4l HBV DNA 5 IFN-y & IL-4 X R
Figure 2 The relationship between HBV DNA and IFN-y

and 1L-4 in incomplete response group
3 ifig

T 240 S 7T LA S e ML A4 R AR A0 i S B AR S
Th1 F1 Th2 20 i 14 - i 76 LA G 35 i1 22 F gk g 1)
R R AR T AR, O R B 2 e HBV &
Yl . AR Th 40 RE 5 35 6 0 k4 i
HaRE N B R CDS + T 20 i i 3% M DT 335 6% 2
JiL P 2 [ sl 200 Bt 5 5 1T Th2 764 240 it P
TN S AE R . AN Th2 40 5 O 3, H 418 2 1A
VB GRIBE SE » SHAT0 o) 240 L G 8 B  » A T ik L 40

Jo (CTL) GRS HH&IH@?E’W&?” Th1/Th2 %
AN HBV M8 & A= A S R =
Tﬂﬁﬁ(nﬁmﬁﬁu T LRI ) EEIEIT R

W, AT (RO 28l & H ) vz 0 A i 10 iR Bt
HBV 254, HA7 00 il 95 75 1 5 A B RN 2D 1
PR o . BT AR 5 A% T R 2 AL, 3 3 o
HBV DNA 2 % iy G e S ) 149 36 M, 1 20 30 61
HBV &1 . ARG, 58 4 2 4176 Ny FH B
AT IEIT 16 )G Mg IFN-y /K596 57 /i i
FTEE ARAE 52 JE K 132 JEI R R B TR RTK
s 4 N ALV YT 16 JR B IR T R T R (P <<
0.05),7F 52 J& J¢ 132 AR AN K, 584 h 2 4 1
T -4 AKOFAEIRYT 16 JERHESAI Y T 2 NI I677
52 JH e 132 JE I T4 AKOF it —20 TR, 53 i
LI 14 KR RTG 22 70 B E M (P=>0. 05),

(F#% 38 )



+ 38 T R i 2 7

2011 4E 1 HE5 10 %5 1 #]  Chin J Infect Control Vol 10 No 1 Jan 2011

A BRI i i DL D B RS 24 R e A 2
PUR 259 . RN G RO

A JLIGC I AE AE AR 352 A R S5 » AR 2 o g T
G AR TE I - SUPAE IR 220 0, BEXE A W2 75 DA S 24 1
PR BUERER IR L. ATOR 31 il ] 2
G T 2 TR A SR e I JH B e 4 RN 25 W R AR Dy
HEZy. LA A R Bl IV O e B A
HUW R -5 125 TR RS Y T RE

ASGEORE A 124 g v E DL A8 R PR T
THERE L. 24 h Bl & e AR v B BBE T, AR
JL—BURAAR S B AN TR A2 4] o
JLF-iv A3 s 517 s B0 SR SR QA DR T AT A AR 5
VERBL. WARRE . th Tz 28 IRAE LR
SUIAN SR PR AR P BB S AR AT B 2500 BT
Wl A 22 30 i 6 s ok 2 9Kt BRAE L L R Pl
D OB ORE P 22 B AR R IR RN 29K S A
ST L R B R L S RISORH R AS:
A, — B2 g BOAE Y . S S A R B 25
Yy 6T RCRAE . PR R e R E R A LA
A STIEAR S IR YT+ nl S 1 1) SR AL

BoRop A LR . e B R AR LE Sk | SR i » 7L
ST A K K A L

3 Won . REECH A LA CRP /YT S 4
JERAEARR T ELAS PR o A 25— 05 A LR R A /)
MURFAR o M I % 0 CRP A5 #5 , o] LAB B2 I, )
Wt 9 A8 1k . 1 40 0 RS rE e i 8] Py R AT PR R
AR TR 36 1 LA 2 A 0 R AT
SR B A 1 R o BN v S PR 25 )

(& % x #]

(1] whdepesi o )UBkE o SofiA: JLop 4l A s 2 2 A ) LRI E
PERZE B s WA LIMCIRE 2 Wi br LT ). vh A LR 4R
2003,23(12):897 = 899.

(2] 4D, BRI, B A 5. SCHDR A L2 M. 3 . dbst: A
B T A= AL . 2006:612 - 617.

[3] WERB.IFHRIEFEF K. % 2000—2006 4EHMHIX PICU T
-2 SR e o A e LT 2 P A AR L) . el 5 LR i s
2008,23(8):612 - 614.

(4] SER 305, %, Schbp R L a®aEm M. .
TBH H AL L 1997357,

(LB 17 7

PEIR BT 5 Y897 T DR EHLIR A i 2 89 Thi
IR R 5, LR #EHLIR ST HBV G (14 3 38 5l Pk
52 R BRI AN A R A BT R B A
FYURERIRYT 0T LAse iR M2 HBV JRYLRART CTL
PR ZRAS . X Fh e v /e R fE CD4+ T
S 3 P ) R AR ER TR YT 5 RS e BE B 3R RN
IR AT K, & HAEIRYTHT HBV DNA K
5 IFN-y J TL-4 /K72 Jo BB AH G 1k s 7E3R T
16 JEAF , HBV DNA 7K 7218 8 F [, 0B 58 42
E2H TEN-y Fsn RE 3 3 i TR 0 LB A 5 58 42 L
A TLA4 KB T R T DA AT FEAS B i
PRHAMKE R 51597 )5 HBV DNA 2 2 T FiE
R IEAE

(& % x #]

(1] pRESASIPR 2 PR E SRR . kR
IR BT L ] AR 2, 2005, 13(12) : 881 - 891.

[2] w2 YL 5 25 A B 25 0 2 TR 25 o 2= R YEAT
RBGETT R ] IR 2R - 2000,8(6) : 324 = 329.

(3] RRIRE MG PRI % 2241, 2004 AERLK SR E I PRI & K 3
WL PEEIFIERR 24, 2004, 12(7) 1425 — 428,

(4] <. HFohae ol (M. dbat: AR PA: Rk, 2002 84 —
89.

[5] Milich D R,Schodel F, Hughes J L,ezal. The hepatitis B virus
core and e antigens elicit different Th cell subsets: antigen
structure can affect Th cell phenotype[J]. J Virol , 1997, 71
(3):2192 - 2201.



