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AEXFAPY ZAFBTRERT. TRENDAMBE TR H#HTHBE 6~204
AW BERE, AHBVIR LIRS REE, JURHEMITHER HHBeAs Bai194 falE
HL12B R (63.1% ), H 6 Bl B -HBef 0, DNA-Piagy 3 BIMHME B 261
(66.6% ), HBcAg iagi 2 IMAE HBPAF. HBV-DNA 441 3 BIMHEH N—BIHE,
HBsAg 39IFH¥&EH, 78I % (17.9% ), HhHBeAg RDNA-pEREERE S, /5 HIH
63.1%%66.6%, BMIIRELESRNXE, B EBEREEST.00 (23/40) ,Hh 3 4]
EiGE14. 15K204 5 Wi 228, HBsAg, HBeAg, HBcAg, DNA-P } HBV-DNA ¥[H

to X HA204HBsAg, HBeAgRDNA-PIHE KB H0% . 22.2% R0%., T AHIEH
KK, MEBNEAFH. BRARIABTFRERTRE ZHRFENT ZRTR
H, EBRENHI,

BAOEREDHAET WEATRYE ZRF R CHRRIESHF) RERTHOEHT
BB, MFITRRL 6 D H BB TR 6 ~20 PAMBEERREWT:

R

. WOLERE OV19844F 4 A ~1985F11H NHIB TR RIGIT BRI 2T

Bl, STERA 6 DAL HITHRAE 6 ~200HBEME, HhBM246], 2166, FiR

/NB%, K563, LU2I~40FF%, H67.5% (27/40), BEEW FA{EZEE6A L0
#l, 7 ~1247156), 13~184F 134, 2B KEN20TH.

Rt 5 4 fE A (4igHBsAg, e ARG Ki-HBe “=M” F)208BHIITEE, %
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SHRFBETT, HHTHERELEU LA L.

=, BREWE 5T, BERERRY{EHBsAg, HBeAg, $i-HBeJ 47-HBe 42,
W5y N FH{EHBeAg, DNAZ R (EHRDNA-P) K HBV-DNARH,

—. WHBVIREMAH RN DA EXETREEH IUREITR CEBAT. B, B
R BEREZENL), SREEK 1, HBHT.

1, HBsAg. JA7[ 39 FIFHH:, ®E U HIRR (30,9% ) EHE 6 MHU L 7605 A
P, HHBsAgimBRMHE 3 R17,9% (7/39)

2, HBcAg: WBEI1AMEM:, BYI10FBIH (52,6%), HH4FE 6 MAKLLE 6 FlTH
P, BE 3HEERMEBESE6AH (241) R124H (1 6)) HAHE, £F 3
fFlige ks, EHFIINA, 5AAKIT MR, Y HBeAg i+ %K 63.1%
(12/19) , B—HEEREREER, SB#H 3 A ReHHBeAg &1, [Fad i FlHi- HBe
#EBH

3.HBcAg: hul 2 IR, GXe1 BB, 1 PIRE. EHFIOK20MHERE 2 5
B (2/2),

4, DNA-P, GEI3HIMIE, JGE—BIBA%, =45 6 NA 1 B 0E, B5—Flk
B, B (REITNE) B, BDONA-PEMBEE 66.6% (2/3) .

5,HBV-DNA, jauf 3 BIFA:, BH2BIFNE, 54555 6 N1 FIXEE, BEHixX
1 BIBA %,

£1 HBY REMRARENHERL
Table 1 The Active Change of Negative Percentage of HBV Markers

HBV # (] REREER EERBAKE
iy REHK MmO % I~ ¢ %
HBsAg 40 39 14 35.9 7 17.9
HBeAg 33 19 10 52.6 12 63,1
HBcAg 18 2 1 1/2 2 2/2
DNA-P 11 3 1 33.3 2 66.6
HBY .DNA 8 3 2 66.6 1 33.3

B _EFTIR, W R PS8 T M & f5PrHBeAg DNA-P R HBs Ag i ) B # 32 43 B
63.1%. 66,6%%17,9%,

. AUIHBELGERNRE, TMETRIITH 5% Marigen I HBTTURESY
PIT R, L HBeAg, DNA-P Jy, ¥HURFIRT BN B, AUEE Z=E4
Jimm. ALHBsAg, HBeAgHjfA{k (SKEFDNA-PIMK) EHRH; HBeAghiik, HBsAg
FHYE (e B DNA-P B ) JoH 4 HBeAg, HBsAg PR (S DNA-PEIMK ),
g HBsAg, DNA-PyyBH: ( ift A HBeAgAM) NI HRIERRKS,
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Table 2 The Complex Antiviral Effect of HHS3.5% (13/39) ‘uﬁ)&zjj. 69.2%
Interferon ( 27/39 ) ’ ﬁ%’:ﬁiﬁ& 15% ( 6/40)9 ﬁ

B 42,5%(17/40), HBFE 57,59 (23/
WRHE B ORCAHCE S0y R E MR, Wt T
L MEBISAEA, (1) 6416 AR E

LA 14 13 12 39 »
smn s a1 —ELLLBEBEEEM, 2GRN

— A HmmiiEs 3 BIE ENE 1415 R
* OhEmAE—BIAERE, ‘ 20 4~ H g, HBsAg, HBeAg, HBcAg,
DNA-PRHBV-DNALG b, 4ol 1§ 3F Bl bi-HBefa M, ML LIS S484n %5, 5
R RRA FIET AR, (2) ik dBH S MR N T2 9 fh AT A sE
F|HBeAg, MBsAgft I (A, HLEWEAFLTH, BORASBELLR 144} ,DNA-P 14

FERBFIOA AR (3 )% 8 BLAR BN, B fEREa%ERE.
=, WRAREREEME. MIRA20BI R ATURE AT, BAITHERE6 A ek
Wigt, HBsAgIHM:200, 6/ HIGH 3 IS T W, EE—@IBis:, HBeAghift o i
#2015 ( 22.2%), AR #i -HBe #: ], HBcAg, DNA-P& | fi{4: kA%, HBV-
DNAFARE2HI, A 1 BIBI%%. B HBsAg, HBeAg R DNA-p BI#R 4510 0 %.
22.2% % 0 % 5T LRRERT TR 4 AT LL, P4 B P<0.01%P>0,05,

W

BRVRHBEA DT BN ENNE AL, AT RGN, SE4EwREEN
fetr X BT, KA HA0B B 1 O 2NFIR TR 545 6 ~204 H BB WL,
THY MRS, BIE: 1. AHBY S BURAEAT AN R REERDATLEE, @
HefHBsAg, HBeAg KDNA-PIH# 3R /35435,9% . 52.6% &%33.3%, 6 A LB
W43 R1017.9% . 63.1% % 66.6%, Hrh HBeAg, DNA-PIk50%LA [+, MR T M
B, XHIERBRBE, TRAWHT . WA XEkkE HBsAg, HBeAg X DNA-P [ R[H
HRASH1,5%, 26%B R 9% ™, ACHMABRAERSNI 0%, 22,2%K%0%,
Marigenifisy V% Z T 28 3647 H AR BRI 00, £85349 10 N AGMME L IE 9 %
AL Dane ik AR, 1 %K AMWHBeAg [AF 4% RHBsAgif B MG, 1,5%
% ABUDNA-P R HBeAg H $kEH#%, Chiaramonte 2536845 LT 5 AFE 697 R1104 B v
WMEERA 1 FIDNA-P, HBeAg HBsAgH#:(1,6%), 6 HDNA-PRI#E(9 %), AL
BEEN HBV IR E MR % REm & FiX iy, Wk A2 BRMERS, mET Rt
SHEBEAYRE BITE RN W Smith AT E MR BITFREGN HERIFN
Fi i tiX44%, W ADNA-PH; A5 Hoof nagle 3359 Pl Bl B /AT A 5 R 8 1A 7T *T IR
ML, i85 —EDNA-PRRAL RATEI40%, FHFL0%,4818~2449 H MEEHH20% . -
MR, VURFAYAR, FFb AE4—5, BXE 17 XM, Dueheikel) 3f
W8P 18 1 Z I B 36 H A B T E ey, MERMBITE ARG 3~ 101 DNA-Pf
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HBeAgh S ¥ A4, Hrh 1 gidt -HBe #:5H, 44(i3giHiGHBsAgRER, —@i LI
-HBs, XACRSACIMEARAL. 2 \NRESER NE, A4RAhkEEX
EH69,2%, BENIRIEES7.5%, MESHE 6 5k 12 flEEENRERERE
M B HRIRSHI A BIZE RIS 14, 15 20 4~ A &7 S 2 hf HBsAg, HBeAg, HBcAg,
DNA-PKHBV-DNAMHFI#:, b1 I3t Blbt -HBe B, WHBVILTE % E4FER
B Marigens IR SR BT AR N, MR REITFH, SPorres Flr-IF Y jay7 i@ 25
B — ARG FART Y, BN 12/ b 9 IDNA-p FHBcAg# B, 8 BIHEV-DNA £ K 6
HiHBeAgii [, 7 AHBsAg ¥y gk, # Chiavanonte %M 32 FIAT I HH/ 5%
PUBERR AT BT 6 ~48 D HEETE (FBIIN G ) LRI, TRREH{—
IS B Fa AT AR L, BT IESFRITERE, Ta_RLHEK, B55
B, kK. BT, BALERE, BAEBE2SEEE X,

{H2 5T H LB 8 BliA e Bl B HB VAR E M AT (L, A4 mplT
Walg4~144F HBsAg, HBeAglt DNA-PXUAERH, H—iti, WA BRI 283t
R A BT EER, B0 FAEMYESHRA#— 5%, Yokosuka 213002
ST RRHAR S RIS HHBV-DNAZCE, B JEHBV-DNAT T iAsh KT, & 6.
AT R HBV-DNA 4 M, Hipigie R, REARBREREHENE
BBTETE, EEHBVH SRR TR EE(EA, W B R — N BEA
M, BEARXhENHBITERE 6 1 F HBsAg, HBeAg R DNA-PA#EE, Y
IR T T 6 A H MBI BT TR E R0, i
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THE FOLLOWED-UP OBSERVATION OF ANTIVIRAL
TREATMENT WITH SMALL DOSE INTERFERON
IN CHRONIC HEPATITIS 8

Huang Hua-fang Xiong Kai-jun Wang Xin-he Gin Wei-e Zeng Ling-lan
(Departmens of Infectiouz Discase, Xiehe Hospital , Tongji Medical University ,Wuhan)

Wu Zhang-qi
(W uhan Institute of Virology, Academia Sinica ,Wuhan)

In this paper, followed-up observation during §-20 months was taken on
40 cases with chronic hepatitis B, who have been treated with small dose in-
terferon in a period of 6 months, Ohservation from the further effect of the
negative percentage of HBV marker showed the results as follows, 12 of 19
HBeAg positive cases turned into negative (63,19 ), anti-HBe positive appe-
ared in g cases; 2 of 3 cases with DNA-P positive became negative ( 66,6%),
2 cases with HBcAg positive became negative, ] of 3 cases with HBV-DNA
positive turned into negative, HBsAg were negative in 17,9% (7/39) ,Among
them, the negative percentage of HBeAg and DNA-P were respectively as
high as 63,1% and 66,6%, it was significant, Again, observation from the
antiviral complex effect showed the total effective percentage is as high as
57.5% (23/40) . 3 cases who were treated after 14, 15 , and 20 months
showed HBsAg, HBeAg, HBcAg,DNAP,and HBV-DNA returned into negative,
The control group in 20 cases whit chronic hepatitis B,the negative percentage
of HBsAg, HBeAg, and DNAP were 0%, 22,2%, and (0% respectively, The
results showed that the viral markers of hepatitis B in treated group were not
negative in nature, The followed-up observation of antiviral treatment with

small dose interferon is better, it should be continuously studied,



