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Tab 1 General comparison among various groups
Contents Control group Group 1  Group 2 Group 3
Number 20 10 12 12
Sex
Man 14 7 8 9
Women 6 3 4 3
Age(years) 24-51  11-20 21-28 32— 60
History(years) 4.5- 36 0.5- 8.5 3.5- 18 10- 42.5

2.2 DCHiFF BT IS E A EFHIKIL 20 mL, A PBS
P11 LA 7 8 5 0 7 BE 2 18 B UK B 4 Y 4 VR
1,1 000 r/ min > 20 min J5, BUA R Z 40 8, PBS BE¥k 2 IX,
5 pH 7.0 1 RPMI- 1640 BE¥%% 1K, &5 H & R o 5k
10% KN AB UM 3% ) RPMI- 1640 1% 37 kB i 41 g, X%
2% 10%cells/ L THEFEM A, & 37 C 5%CO, iAW H 2 h
J&, WEEEN A pH 7.0 () RPMI- 1640 $Ei% 3 IR, ¥ 2= JE 4 Mt
M. FLWRPE thGM— CSF 10°U/L 1 «hIL- 4 5% 10° U/L fin
NN EE 7, B H OB IR 1/ 2 SR BE I 4N e PR R s R 3, B R
H5dMAEE 50 mg/ L ZFH#7E,37 C 5% CO, Hi7% 2 d JR
W HE 4
3 DCHiiF k5

IS FH O 3 FL BT 8% DC B 4% s 4140 I DC 8
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B 5 e B 3 A B EE IR .(FQ— PCR) J5 ik (B 1E D B
M%) . HBV— DNA F[% 210° #% UU/L S W) 55 0 2%, I % % =
(W B0 5+ BH B N ) 7 A4

5 Zirseahd
B x Ts TR, 257 8RR RN LK .
gk R
1 DCHE

BAZA TR 2 h 5, SRGUEEEARL . N GM- CSF .

IL- 4 J& Ui BE 41 i 220 T ok /L, v 4l RS W 386 22, 9 52 40 i 3R
LIS, R HIUEAS AR, 8T Al AR SR 558 (40 i
TEANE 1) . B35 5 dJE, WK E B A WSO R I &7
1 O 3 = S 1 B B S e D R N B2 8 Tl N U RS TN
SR A E .
2 Cdla ik

BEIRE RSN 4 i Rl 7 thGM— CSF # thil- 4 J5 %5 3
d F155 5 d DC [#) CDla 3234 FH 4 2 4373l 249 48% F1 73% ( FA 1tk 41
MIEA WA 2) .

Fig 1 DCs morphology cultrured for 7 days under scanning electro-
microscope ( % 2 400) .
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Fig 2 Morphorlogy of CDla positive DCs ( x 1 000) .
K12 CDla FHYEAN TR &

3 [RIRIR AR AN RN

DC 3080, 40 fi 86 5 B 7 P R0 0P 3 ( S R, SI= 5K
IFL Ass/ SRFL Asso. 1897 12 3 4LEEFR15 310 DC ¥ B
R () Ok 2L 40 G B (¥ B 0, FLBE DC Lk 45 (¥ 42 1R o
Be )M, 3 Al DC Z M SIEWHF B FZE (P> 0.05) . 3
METASITEWAEBRKFEENBA(P< 0.01) (&R
*2) .

2 DC R[] bk B 0 1 48 G ) R 4
Tab 2 Stimulated index allogenic lymphocytes proliferation by DCs

(x 5. n=10)

DC: lym Control Group 1 Group 2 Group 3
1:100 2.2440.39  1.7610.31° 1.5830.32°% 1.4010.31°
1:50 2.9640.52  2.1940.45* 1.9830.43% 1.8310.40°
1:10 3.6840.56  2.5340.50° 2.4530.47% 2.2540.31°

£ P< 0.01 vs control group; lym: lymphocte.

4 HBV- DNA il

3ANRYT AL Al DC 5 % 910 800 WY X0 (2 1 1 4,
W 5 49 B K Tk R 7 .6.3 A, N #E R 90. 0% \58.3% -
33.3% , N F 58. 8% (20/34) , % HECAH B iE AR B B KR S
WHEWEZER . 3/NAIT4 HBV- DNA £ B N F M55
WAL KRBT 1ASHRIT3HAMUM AT EZEER(P<
0.00) ,JAIF 1S5 2H 2 A5 3 ALK A BEER(P>
0.05) .
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20 % 2 Th REAIG T A& HBV 18 M 4 i) = B R, 4k

A R B 34 5 A0, DC AR b BRSO PTR P iR AL i
SR LA M, S bR b, el EL A Y T R4 S A S A I
B Sy APE L, BRI, DC R BRI H BRI T 40 0 S
IR F S B 52 . Shimizu %501 & 9145 HBV 4% 56 R/ B
NG MR TR AL DC B AT AT BOX A 52 . A< S P iR
FR13 21 DC [Hl%i CHB 3% 5 B A 8 U 44 A HBV (¥ 68
77, AT [FIFE L MO DC A B X HBV 45 57 1 S 8 S v,
XM RO (0 22 S, A2 5 N R AT RE R AN AR e R A
T 9K 0 40 i S T2 PR i 88 3 R S 1 DA % 4 T R 7 A A7 10
SRR, G N KT B AR A [ i 51 . wE g
RN, N KT 1K) 58 59 38 55 58 25 485 7 0 B 10 BN [ 0/ BRAE
WA —ERER, WRIT | AR R /N 570 0 B I A) A, B
i, ST 3AMLE BE xR, REWES A 540505
IR IR A K 73 AR SRR N B 5 RAEAR R, XM
AR S PR R BE 15 05 B v AR K I ) A5 5%, I IR K AR S B K, B8
IR AR B A — T G S i S2OIR A, Al A8 A R AR B b = 2R
LU A5 55 1) 400 A B 2 6 2 40 M ( CTIL) I R P8 SR 2 mT 41, 3
ANRTT AR FRAF B0 DC ORI A A B 40 o 184 5 10y ST JR) B
BREZR, A3 AW DC L5205 40 M A 5 L i 1] 7 75 —
SEZE MR, BISI;> Sh> SIy, U W] 3% K 4L 2 I ) 1/ B A7 e
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