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Bl R RBERARBEL S ARKEE ETRBEEAATTREN, LEBEFLEFTH . EHTEH 3.6 4
RAerFer[ Ak R EG (PIINP)  NAEKEREEEG(CN),E4iEE G (LN) . & it (HA) ], HBV DNA #
T.HAM ARRAAESEALT) RINALAARAA S8 (AST ], ZANF X £ @K R (HBsAg) £ %,
Child # 5 5BZHAAF R L AWE N, R 3 W& B E EIF 43454 . HBV DNA # & . 4 K 5K -F b4k,
EZFH AT FEL(P<0.05), LEBRIBAKF R G ; W& SRIE Ao RAKE A LR 3B ARKF L5 0
SRR EF(P>0.05), 3A%8 1% Child 345 2B MR ILE, 2 F ¥ A %5 &L (P<<0.001), & it
FHRBAP ChildCEEBL WA S TLELABA, RLFAF Child ABEZRAZTFELABA, BHFH 3.6 4
Ab,id E4kE4 Child C R B F LBl LA R £ F(P>0.05), 3 4% 4 % HBsAg R+ LA B £ 7
(P>0.05), &1 BARBRIAFLIZRENES THIBTZE HBV DNA 3w iF ik £ 5 , o ik AT A2 4L 69
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Effect of drinking on progress of chronic viral hepatitis B to liver cirrhosis
ZHOU Enhao 2YANG Chun”
(Department of Infectious Diseases s The First Affiliated Hospital of Chongqing
Medical University ,Chongqging 400036 ,China)

[Abstract] Objective To explore the influence of alcohol consumption on the progression of chronic vi-
ral hepatitis B to liver cirrhosis,and how alcohol interacted with hepatitis B virus (HBV) to affect the pro-
gression of liver cirrhosis. MethodsThe clinical data of 90 cases of patients with hepatitis B liver cirrhosis trea-
ted in this hospital were retrospectively analyzed. The patients were divided into the non-drinking group,mod-
erate drinking group and excessive drinking group acording to the past drinking history. The levels of liver fi-
ber spectrum (PIINP,CIV,LN and HA), HBV DNA load, transaminase (ALT,AST),HBsAg quantity, the
number of patients in Child-Pugh scoring system rating and complication occurrence in each group were recor-
ded at the treatment begining and 3,6 months after treatment. Results The levels of liver fiber spectrum indi-
cators, HBV DNA loads,and levels of transaminase had statistically significant differences among the three
groups at any time point (P <C0. 05), moreover the levels in the excessive drinking group were the highest;
but the levels of above indicators at the partial time points had no statistically significant difference between
the modereate drinking group and non-drinking group (P >>0. 05). The comparison of Child-Pugh score grade
constituent showed statistically significant differences among the three groups at any time point (P <C0. 001),
in which the proportion of patients with Child grade C in the excessive drinking group was higher than that in
the other two groups,and the proportion of patients with the Child grade A in the non-drinking group was
higher than that in the other two groups. At the 3,6 months after treatment, the proportion of patients with
the Child grade C in the excessive dringking group showed no statistically significant difference compared with
that at the treatment begining (P >>0.05). The HBsAg level at each time point had no statistically significant
difference among the three groups (P >>0. 05). Conclusion Chronic viral hepatitis B and excessive drinking may
increase liver inflammation by activating HBV DNA and accelerate the progression of liver cirrhosis. Whereas moderate
alcohol consumption may have insignificant effect on the progression of chronic hepatitis B to cirrhosis.
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SV 59 58 (HBV) 19 ¥ Bi & 4 BR 2 21 A 3t
TENBZ —, HRAA 2.5 {C NEY T HBV',
K Ge HBV B I & 5E £ 46 JF 83 4k i 40 i 6
(HCC) , M 3% i 45 48 # 3t 500 000 ARIFET-, 4
HEF HBV BYL 5158 /Y AF 68 16 A1 HCC B e 41 43 51 24
N30 % 1 45 %) #E v E HBV BFREAL R HCC 89 1
250 60 % F1 80 %, ENI S — N E B M AT
Az lm R, R A AU S B O P B0 330
JTNBCT BRI T My 5. 9%, AR R At &
R 2 S SO AT R AT AT 4 AL, T BE R O T A
b IR A R TR RIE T, X T8 M 2 B0 5 1 T 4%
(LAF e Frie i ) BB i s AR 2 & 2 4 118 1
b J Oy JFF R AR 28 AR G T B ) 8, AT i R 58
4T it HBV 5590 K5 A1 H 4 F X I A 453 43 1 & 2= ML
il . AE R A 5T b L VRS £ 38 i HBY DNA (% & il
0 48 AR RO ) 55 WL T HBV 89 5528 52 R X 8
A RE S EUIFAE AL R FEWERS A1 HBY B A 4R
T HFRE AR A R A B AT AR AE R AR RS
B ER VA 2 7 S A8 2E 12 1 2 3F e o I 4k, AN
[ 7K S 18 VRS A B3 A 1B 6 AT 44k B = AR AL R R Y
SR LA KT R 5 W A A 0 T A AT RE AR AR LA R
I PR 12 Pk 20 B AR BB 35 0 B 1 A B AL A0 I R 2
WEE
1 #RE5HE
1.1 — & %H

[m] R PERF ST 2016 4E 1 A 2 2019 4F 3 AfEARBE
LR 90 Bl ZTIRF R AFRE AL . A BEARME . (D 4F ik
20~80 & ; (2) 7F I I A i 21 £ Y JiF 9% 3% 1 P )it &2
6 A H 5 (338 I BE AR F B PR RS AN A
BN RIS A S TR RAFREAL . HEBR bR UE . (1D
F B e IR &K 51k 5 T 8 1k L 36 T8 RS T B 7 v AT A
b 75 A R S B0 A AL 5 (2) Ho At 2 R 7 9]
SRR A At S A A A (OB O AL TR
R NG B 1 L A M 7 EB R 5 (3)
A R L AR CTEDRS M R B YA 15 (2018 4EHE BT
JRO )L B A B AR SR AN BT AT R O R K
TW2H GE R AL L R 4L 4% 30 i, Xl
G 8 PR B ) <S5 4R B3 MR AR /N T 8 55 T 40 g/d
PRI /N T 805 T 20 g/ d ;s i i R 8 DR I TE]
ML 5 AR, BRI 40 g/ d. MO R F 4%
T 20g/d, CPERER=TNKHER(mL) X LES &
(%) X 0.8, ASHIFFTIE i A B 16 B 2 03 45 H L[ A7 4
52020 FFRHMIFEHL(2020-479) ],

1.2 F*%

FF AT BB ERL 2RI R RE AL R L AR S A
(18 HLAAR S DU AR R BT — R BIAIT 15 i, AL 5 B 23R
I PR CE ORI 25 B A AR . 5 AN Lol AR
20 3 KT A 1 AR A SR BUIR T i 1) () e 3 gk
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TP . 43 BIAESE 0.3.6 4~ H B W I 5 >R 48 AT ) g
RN AR AR BB (ALT) K& &0 & 31 5%
B (AST ] R B L R (TBiD , HiEHa R
(DBiD ], HBV DNA # & . JF £F 3% [ [l % 5% i 25 A
(PIINP) . VAU A (CIV) L Z R EE A (LN L i
B R (HA) ] HBV 2 1 5t J& (HBsAg) % AH %
1.3 %itzam

ffi F SPSS20. 0 et 3 AT S it 3 b . IR
N et ) s I VA A = LV S VA G LY/ B O
P o) ] 1R B ABR T 7 22 43 B 5 2 Bk R 360 5 T 450 ¢
BB E o e s 4L AR X R, FE
T 2 HT B R Al Turkey's HSD J5 35 7R 47 4 [a]
Wikb#s., DL P<<0.05 WESAGITFE X,
2 % R
2.1 34— FHEK

3 HAERE I 2 1. TBil, DBil, HBsAg 7K H %%
ER LG FE L (P>>0.05) ;3 49 . ALT,
AST .HBV DNA FIF£F &8 45 K F i, 2 5384
Giitep s L (P<<0.05), W 1,
2.2 3% 040 .5 HBV DNA &2 45 % ik

3 2 £ W) 25 HBV DNA #4045 25 5%
(P<C0.05) , Had it A0 41 1fL 3 & HBV DNA # i %
Ay HOBH T A A (P <<0. 05) 5 AP 4 A
BB M E HBYV DNA #&/0 i X B2 5 (P>
0.05).0L% 2,
2.3 3#&natiEE AST & ALT K -Fibik

3BT A AST ALT K i, 2 5 H %
T L (P<<0.05) , Had 5kl 2 AST . ALT /K-F
B AN A HERS . 3 4 # AST.ALT KFEHy
REAR 5 38 IR 4 5 AR 4 A6 58 6 4~ A i AST 7k
S B 225 (P =0.124) , fE55 3 > H A4 6 4~ A i}
ALT /KT B 25 (P=0.526.0.134), L5 3,
2.4 34 XAt BRI AR R TR

3 A& WA S HALLNLPIINP.CIV K b i, 2
S G (P <<0. 05) , H i 2 400 20 45 T &7
TR AR KO fie i o AN PR 4 RT3 RO 4 T R IR )T
B LNLCIV K5 3 AN A B LNLCIV A, LIS 6
AHE PIINP K 8, 22 % ¥ AH Gt B L (P <<
0.0D), 3 & Wik ia b K FERITFEHNET
M. TEREZ3R97 e NS 0 N H & 3 4 H W iE) R R
A HA LN AL CIV T B R B e HAth 195 4 58 O B
WL 4,
2.5 3#&nEHH.E HBsAg K-F kit

Fr A BE ARG YT R YA HBsAg, 3 4145 B i)
& HBsAg KB, 25 RGEit¥E X (P>
0.05, 0L 5,
2.6 31L& .E Child 34 4 % H L
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3 A ] & Child PR i i be 4, 22 %3 HHeplm FHAMA . WL 6. JGIFH 3.6 M H &
B E X (P<<0.00D), Hit #4kWi4it Child C #3044 Child C B @l G B 2% % (P =0. 296),
FHRF ) T A 4L AR 419 Child A 96

x1 3E—MBERLLE (n=230)

et AR & 4L e Z/X* P
AFPELIM (P P ) %] 52.00(42. 00,68. 75) 48.00(39. 75,59. 00) 51. 50(45. 50,58. 00) 350. 633 0.118
MR/ B on/n) 13/17 1/29 5/25 6.334 0.012
THEMIMPy; Py .g/L] 36. 00(28. 00,40. 00) 33.00(25. 00,37. 00) 33.00(27. 00,40. 25) 30. 422 0. 760
TBILM(Py; , P45 spmol /L] 34.00(15. 15,68. 18) 28.55(14. 88,84. 70) 47.40(25. 32,157 62) 1.888 0. 161
DBil[M(P,; ,P;;) spmol /1] 14.55(7. 60,34. 30) 14.75(5.12.61. 42) 21. 25(7. 68,130. 22) 1. 639 0. 204
HBsAg[M(P,; P ;) log,, TU/mL] 1 483.29(561.81,3 486.35) 1 663.30(104. 28,4 455.12) 1 131. 74(565. 23,1 787. 60) 1.073 0.585
HA[M(P,; ,P;;) ;ng/ml] 378.40(318. 72,427. 90) 368. 65(279. 55,405, 32) 532. 55(358. 98,708. 62) 14.571  <<0.001
LN[M(P ;P 5) ng/mlL] 268.10(205. 92,304. 05) 187. 26(127. 97,217. 65) 353.99(193. 15,444. 88) 17.950  <<0.001
PIINPLM(P,5 . P7;) sng/mL] 19.20(14. 85,24, 72) 21.10(17. 35,30. 58) 28.09(17. 34,31.47) 4,046 0.021
CIN[M(P,; ,Py;) ng/mlL] 283. 80(233. 02,309, 42) 194. 15(137. 35,261, 05) 299. 72(157. 98,408. 89) 17.817  <<0.001
AST[M(P,;,P,;),1U/L] 65. 00(52. 25,82. 25) 107. 50(93. 75,117. 25) 261. 00(184. 75,305, 25) 28.003  <C0.001
ALT[M(P,; ,P5),1U/L] 57.00(45. 50,72. 25) 77.50(61. 75,83. 25) 129, 50(91. 25,189, 00) 38.504  <<0.001
HBV DNA[ % G2 /n) ] 22.368  <<0.001

<C10* copies/mL 20. 00(6/30) 10. 00(3/30) 6.67(2/30)

10°~10" copies/mL 66. 67(20/30) 60. 00(18/30) 23.33(7/30)

>10° copies/mL 13. 33(4/30) 30.00¢9/30) 70.00(21/30)

CARTFIILANA 90 B HE AR AR G5 B o B 4 3 41,3 41 TR IR HBV DNA G 42 SR A AR5

x2 3AZREIA HBV DNAHESHLLE (n=30,1)

i FFHR 16 97 B (copies/mL) 25 3 4~ H (copies/mL) %5 6 4~ H (copies/mL)
A <10° 10°~10° =10° <10° 10°~10° >10° <10° 10°~10° >10°
EN S E: 6 20 4 15 13 2 21 8 1
T SR 4 3 18 9 13 13 4 19 9 2
a2 G 2 7 21 6 10 14 9 13 8
x* 22,368 16. 841 14. 279
P <0. 001 0. 002 0. 006
Aws. B P=0.242 P=0.807 P =0. 830
Aws. C P<20.001 P<0.001 P<<0.001
Buws. C P<<0.001 P<20.050 P<20.050

AR 5 B 3E SRR 2L . Cad BRI 4L,

%3 SHEEZME A AST B ALT KE LB (n=30,2+5,IU/L)

- FHRIRIFIAU/ L) ERESENA/AD) 456 AN HAU/L)
A AST ALT AST ALT AST ALT
AVRIBA 67. 73420, 31 59. 67418, 37 37.13+9.01° 36. 638, 44° 26,5745, 17 26. 934, 41°
TP AL 103. 4317, 39° 74, 70412, 78° 53. 33410, 70™ 38.7046. 10" 29, 0744, 54 24, 804, 05
SuRTYY S| 245, 0373, 74% 138. 10448, 45 84, 53418, 51 55. 07411, 61° 43,9012, 35" 32. 4346, 31
P <20. 001 <20. 001 <20. 001 0. 001 <20.001 0.021

*.P<<0.01, 5 R4 TF R
TR A L .

SFIF 8L P<<0. 01, 5 RIS 3 A A wh s ©

+P<20. 01, 5 AH [7] B 5] AR AR 4L L4585 2 P<<0. 01, 5 A [R] A i) 3
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2.7 3HEBEFEARELAERFN
3 F RRE KA TE A B B 22 5 (P <<0. 001) , AN
R 2H TGO & E B L ) T IR RO 4 S R
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A 5 B T RAE R T 2 WUR A Ll i T AR

T 20 AN TS BRI AL R T

x4 3 HEWHE S BT IE AR K b8 (n =30, -5 ,ng/mL)

TR IR YT I

20 5

HA LN PII NP ClN
AR L 385.04+77.03 261.85463. 85 19.5145.53 268.72453.01
38 PR 4 357.98+108. 75 186. 63473, 94¢ 23.50+8.58 191. 44473, 34¢
R 41 557. 64+269. 69 332.394148. 04¢ 26.66412.18 304.614145. 65¢
P <0. 001 <20. 001 0.020 <20. 001

%34 H

205

HA LN Pl NP CIV
A £ 261.37+71.11" 176. 31+£46. 26° 16. 2543. 39" 188.03+50. 45°
3 G 20 258.71+87. 05" 133. 72451, 39% 15. 1242, 98* 134. 77446, 88
o PR 4 479.89+218. 51 273.14+133. 65 22.3947.82% 254.124119. 714
P <<0. 001 <<0. 001 <<0. 001 <<0. 001

%64 H

215

HA LN PII NP Cclv
AR 161.51+31. 58" 108. 84+22. 23™ 11.1842. 48 119. 07424, 93™
T PO 4 191.994+70. 34° 105. 93+37. 66° 13.55+2.57* 112.77439.91°
i B AR 41 378. 884182, 95 200. 27488, 22 19.4844. 91 207. 61499, 42
P <<0.001 <<0. 001 <<0. 001 <<0. 001

*P<C0. 01, SR IFHR VAT I g ;" P<<0. 01, SRILEE 3 A W 8 P<T0. 01, 548 R B 1) R 2R3040 He %8 54« P<<0. 01, 5 4H 7] i (1] 386 4t

Y SE N3
x5 3 B & IE R HBsAg K F LB (n=30,M(P,;,P;),log, 1TU/mL)

415 IR IR YT I %31 H E64MA

NS 1 483.29(561.81,3486. 35) 843.71(312.90,1 513.43) 415.68(157.91,898.75)

TE RO 4 1 663.30(104. 28.4 455, 12) 1044, 30(109.77.2 928.93) 839.47(108. 34,2 014. 76)

SUR- g7 &1 Edi| 1131, 74(565. 23,1 787. 60) 1004, 80(654.07.1 766. 49) 909. 99(542. 68,1 539. 26)

P 0.585 0.302 0. 380

*6 3 48 Child #4523 R1ER (n=30,n)
s iR R iail] B3AH %61 H
Child A Child B Child C Child A Child B Child C Child A Child B Child C

AR 41 24 2 4 23 4 3 23 6 1

I 2K 2R 6 21 3 8 20 2 11 18 1

Jo R 4L 0 4 26 0 4 26 0 8 22

P <20. 001 <<0. 001 <20. 001

R7T  BAFRERERER(n=30,n) 3 it it

415 K EFE LW 2 33 A 530 ARk, B A E BRI 1 2 08 1 R
PN SE 10 5 2 0 BE MR TCER AR . RS HBV gLt 2x
R 4 1 0 . 0 XoF P JUE 3 A8 PR A . R T8 M IR B 3 HBY
— ; o > . DNA 7eJiF-ff b £ 2= HCC 1y i & v il &5 & 2 4E H,

DI AFsE £ 0, & 22 19 1% HBV DNA (=10 000
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copies/m1) /& JIF i £k F1 T 9 52 o 0F 8 1% e 53 ik A7 T
WA B R HBYV DNA 0] 300 9% & 404
i) A o R e 1 T 40 e L 5 SO BIE 21 SUR I & AR R E RN
WO, BB G E R T BOR O T 45 45 2 3 8L
HELF 4 fb Fn HCC Byt ™™ . e sh iy s b & B0, T
W0 15 A A DL 2 #F HBV DNA 19 & #l., LARKIN
£ e 18 4R bR E Lieber-DeCarli 20 B 7 AR £ 1)
HBV # 3L H CB-17 SCID /)N BBy 5236 v 42 38 L S2 3 40
/NS HBYV DNA B /N (RO I T 7 £% .
EZ A 5% Ja BT Al 2 55 H AT EF A I PR B 98 T A
W B AR 3 HBYV DNA & i LL i 2 589 JT 48 iF
WALt e v B PR . A B 98 45 2R o, 2 RO 41
HBV DNA & #% it 8 35 H 6 & T3 2 0 41 &R
AR 2 T AS PR 4H 5 5E B 4 HBY DNA 8 43
A G 25 5, T O 8K T BE & E E HBV DNA
A, T 3 AKOE X HBV DNA (9 & 6 %A W 5 5%
Me) , — 30 5] B A 3) BIF 9 %) 966 6148 Pk 20 T B B
Ui 2.9~5.2 4, 7F 632 9] 5 JE K (=80 g/d, =5
)1 E O BE L AR = HCC KA R
F 132 B AR 8 2 IR ENY . R R S
DONATO 25y BF 58 45 3 — 3, DONATO &
BB AL TR S HBV R {2 5 T 6 AL L &
HCC &AM PMRFER 1K = KT 60 g/d B, 21
1 HBV B fie o 1 £ ££ 2= HCC & A 19 P [F] 46 H
FECH 1.8, HAR ALK 7] BE 2 5 RS 2350 preS1
Hl preS2/S Ja s 7 1% M, T 8 i HBV 2| 3L 4 (] &
R DNA CcceDNAD (1) %% 5%, B J2& FL i DAL o 1 2F
— W5

X081 2 RO 1 BB AN HBY X Ik 7= A
P M0 o T ELTEDORS 76 T J0E S Ak 2k 72 v 7 AR Y S B
AT DA Kupffer 40 M B8 B M4 I Can i g 36 5t
DI NI = T ol e T = S = M
HBV I AT I R AE . LA A9 3h ) SC 56 87 5% % 11,
250 SRR SR 12 A A HBx # 5L /N ALT
IR 4 K W 3R B 6 BR 4 B S L SRR Al RO A
Lt HBV 518 K5 B [5] £E B nT 3 BT 0 7 20 280 2% it
AR AR BUE A L B R 3R B HBx 5
TR BRI I B o R BB A 8 7 B B R 4
Jifa 448 R A 5 AR L 47 % HBx 18 1 5% 3K bt 45 1k B 1
AE 77 0 TR ORS X JEF M A AR 405 L A T 5 I A v
BRI AETFIEVA T I A 3.6 A A I, o B kT 20 i
H ALT 1 AST /K- Ffemr. WA, 5K 45 5 5]
R E R AE . AH RN Y697 IS B 4E DU 58 19 1%
AU AT A A 259 8 A T 25 55, o i TR
HIMIE ALTAST KPR R R, 38 8 ) X b i
A5 HBV DNA 50 vl DL & 3, o 4 20 4 v iy
HBV DNA # 76 FF M6 97 i 565 3 A B & i s [
A sk e R 20 1M 7 AST . ALT AKE78 FF 8536 97 B L4
3AHEMB R . FL, TLUE ) HBV DNA 1 g5
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AST . ALT 5l RA K. 4k, 78— L K W i iF
FE P RGE 40 ) HBV cccDNA KF 51 iE ALT /K
ST JFE 20 41 2 R RE S A S IE AT 56 . HBV DNA
A A DNA i B 7= 4 1 cceDNA 2 i B
RNA 5 5% A, [/ B 3 7 Sk 9 7 &2 1 128 4 09 77 78
FHFAMAZ NS . XE®EH HBV DNA B EMR A
S5l AST ALT /KF-Fhi ., EZAf oo R0 .
I HBV DNA # & F} /& (=10 000 copies/mL) f&
PR kR A BT AL B = HCC Ay sy /G B &7,
HALHI AT AE N Y HBV DNA #5H8 Fh i i, 45 5 40 g
FEPE T bk O 40 e A T 4R /K F . [ b K 2 %0 HBV M
DL B, JF HOH fig o 4k 45 5 0 CDST 41 M W BR
HBV. i S8R AE R & A . RS A 5 2 5158 i E
RAE , NI ALT JAST ZKF-Fh i s e oh 5 ok 52 200 25
U555 200 JH X 9 B 4 AL AR 1Y) S E RN, AT HBV
DNA BRI E Y G I8 5 2 S 8Ok Ak
FAPEM 2R HBV W YE# o RS i 5, § 5L
FREE 118 PE R E

7E HBV YR L R R A9 RS B8 A = X I 47 4 1k
R ELA S R 52 0 3k UK 1T B 2 48 3E i 41 4k 1k
B Z ALY & 4, RIBES 2810 75 — 35 Aij B 1 BA %71
WS hIBER T 2 352 il HBsAg FHIE B BT 20 4F,
RIRLAE IR (> 60 g/d) By T 4k AT 988 76 T K
SR T 6 %, T IE K AT AE X 2 I R T AT 1L
R B RZ M BN A R AT I — ORI A 4 BA B F
FeH L X 4 495 1] HBsAg FH M1 433 239 fi] HBsAg
BFPE 9 B3 M 6 AT T 3k 10 4F 19 W22, 45 5 35 IS
Y HBsAg BH M £ 35 38 AN IO & 0 &8 A JIF i 1k £E
2 HCC (G B A I AR w2 . AR08 45 28 R
ok U 4 A % 45 TR AR AR F IR IR YT R VS 3.6
H B e e s ZEIFURIGTT B 5 3 AN B e RO A A
AN HAE HAPIINP K ICH B 225, KT
) T 45 A T RE 23 o T 2T 4 Ak o R DTG 5 25AT A
e Kb, LFYefb i o Rl w2 R R £ S
YER By 45 5, T HBV DNA 7] g i 81— 3R, %
45 R R — W . B Lk HBV DNA 5 JiF
ik AEFF ARG YT B V5 3.6 N A o B A 4 b e
HBV DNA #k i 8 b il fe i » I B a0 00 41 i 45
A5 LR Bs K OV IR d R . 3RE 2 PR T DR 4R O T RE
S 41 2 fb D 0 e 1Y) 55 — AN B AL o ki i
75 S0 £ 41k 5 40 it R 7/ A DR R Gl TS 4T
i AR R U B B O i ) B e R
Az [ 5 A0 AP L B (CECMD 19 & 127, IF B
K F-xB ML R 13— 21T Kupffer 40 fE JE A
DR A0 AE G fb . DT 7= A ) A g AR 3 R (R T
TR T2 68 J50) I ifF — 25 48 i T &F 4 46 P A 4L, B
TR A A . (RIS B[R] HBV {2 BE AT
hf A i e i AR, 75 i — 2D T

AHIFFE SR L AEFF 6 16 97 I B O 4 2 BT R
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JFRE AL Child C g8 I & Tl s il 5 R
Y, T AIRIEZH Child A HEHHHHE & TE
EREH SRR A, R K I 18 v o i
FB A TR 5 b 1 A Ak e AR A 1 L T T 1 2 1 2
JF R o 2 M b T AR, R 0 O RO T BE &
T E 2 B 5 T A Ak HE T R B s R AR
B, %R BE AR B 5T 45— 55 BEgE & W] HB-
sAg BHYE B o & YO 5 I E IR 56 P 5% 0E A8 £k 34
HxR, WM RIFFTRIE LML T 3~6 ~HBIRIT .3
R4 S Child C B3 L FIE SRR & 32 B 3 &K
X 18 M 2 BB I B B v e = E A B . i HL
P TG 2 ] RE 1) 55 ML AR X8 E 2 VR Y B O N,
PRI 0 M O R AR TT RE AL F AR AR L BB R
ST AE T, MARCELLIN 2050 % 3, 6 K (1 $5%
At 518 M 2T B E 9 S8R 5 B R ) DR

AR YR 5% i A7 A ey R A, I 3% A6 2 4G 0 - 4 44
T B AR D H A BAG A IR 4 £ B T C TR
F 2 LIRS A . 1 AR B B PR RS R A I 2T 4
R RE AL 09 55 — R A RO k. (B2 T x5 &
(5] o P E 5 o — 0 0 B U A VA A B AT I T A
S B W W I 5 AR TR A R ek AT S o
Bro. S48 ARWRIFFREY 90 FilbE & H .3 4 H HBsAg
KT 2%, AT REZ W T 6 A>T /Y Bl U B[R] 4%
JH LM% B HBsAg A8 fb . X T2 O i B &
T 75 2k AT 6 s £ %) a8 EL A K ) T 3
R PR X R AL ) 3 R R S R I L X X 4
BEAE W THRMETEESS, KERCH
0 LAEMR M T K J Sk I 21 4 Ak B 3 i a4k 2 T,
AT AN T 20 78 5 T A Ak 2 R A R L X Ok AR
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