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B R R T S N B O 24 I 2R 0 8 1 & e R Y
AN [E] G y58 R A 8 3 A/ T L B 2 TR 248 1 T g ) 552 i)
Beoa IhEAT BAR ARk W A W A

WE BH WLEANE A A A AR TR AE(HBV) B R E %k & & % b A fu
FRMIL(DCs) et Hm, Hik ©®BFGHHAHTEHRFH —WEER2010 F4 A—2011 F1 A
51 HBY B B8 HRIEEF LB RES A B w2 (18 #]) i FHrka (18 #), % 45 10 &14&
BEAAEAE L, 4 R R EFEIN B Rk, 5 B 91 8 do B At iR (PBMCs ), # — % 4 % 32 U3 74 DCs,
KK BANE M5 A MR A7y A2 R 34T T, 2P DCs #t47H A5 % %, 5+#m DCs £ % CD1a,
CD80.CD86. HLA-DR % ,9L% DCs 34 LiF & T # Z-a(interferon-a, IFN-o) 89K -F, &R %9%
AL B FIRAT CD8O0 4k T4 Fe 4L (P <0.05) ; %% df % 28 % 4 F a7 CD80.CD86 . HLA-DR #1& T
TR e wt %05 ok FH IR TR AT IFN-o A& T 42 48 (P <0.05) , % & it 48 % % T a1 CD80
HLA-DR.IFN-a f& T % % F R4 (P <0.05), 5 K4 F a4, 54 %4 CD80 kL& (P <
0.05). %Jidtx4l %4 TG CD80 HLA-DR & T iz AR 40 F H, 4h 'K #4541 CD86 & T ik i ik
MR, ZFARITFENL(P<0.05), it AMNFMES ¥ EAEMAETS D HZH AT E HBY
e B4 DCs hae etk &, BANE M A5 sT120% HBV R %78 7t 2 4 % % DCs ikt Hraf A 2%,

KR T RAER R ANE AR IR T A B R R IR 4

Effects of Bushen Jiedu Recipe and Jianpi Jiedu Recipe Containing Plasma on Dendritic Cells of
Chronic Hepatitis B Virus Infection Patients under Different Inmune States OU Song', SUN Ke-
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ABSTRACT Objective To compare the effects of Bushen Jiedu Recipe (BJR) and Jianpi Jiedu Reci-
pe (JJR) containing plasma on dendritic cells (DCs) of chronic hepatitis B virus (HBV) infection patients un-
der different immune states. Methods Recruited were 36 chronic HBV infection outpatients from First Affilia-
ted Hospital of Hunan University of Traditional Chinese Medicine from April 2010 to January 2011. They were
assigned to the immune tolerance group (18 cases) and the immune clearance group (18 cases). Another 10
healthy subjects were recruited as the healthy control group. Their anticoagulated peripheral venous blood was
respectively collected. The peripheral blood mononuclear cells (PBMCs ) were isolated and further extracted
for incubating DCs. The DCs were intervened by BJR and JJR containing plasma. The morphology of DCs was
identified. The expressions of CD1«, CD80, CD86, and HLA-DR were detected. The level of interferon-a ( IFN-
o) in the supernatant was observed by ELISA. Results The CD80 expression level was lower in the immune
clear group than in the healthy control group before intervention (P <0.05). The expression levels of CD80,
CD86, and HLA-DR were lower in the immune tolerance group than in the healthy control group before inter-
vention (P <0.05). The IFN-a expression level was lower in the immune tolerance group and the immune clear-
ance group than in the healthy control group before intervention (P <0.05). The expression levels of CD80,
HLA-DR, and IFN-a were lower in the immune tolerance group than in the immune clearance group before in-
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tervention (P <0.05). Compared with the same group before intervention, the CD80 expression significantly in-

creased in each treatment group (P <0.05). After intervention the expression levels of CD80 and HLA-DR were
higher in the immune tolerance group than in the immune clearance group in the same time phase, and the
CD86 expression level was higher in the BJR group than in the immune clearance group in the same time

phase, showing statistical difference (P <0.05). Conclusions

The middle dose BJR and the small dose JJR

both could promote the recovery of DCs in chronic HBV infection patients. Besides , BJR showed more promi-

nent effects on the function of DCs in chronic HBV infection patients in the immune tolerance stage.
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CHIF R (HBV) B YL 5 18 M L BT R o
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IREARTT Ay o 0 4 L 92 ) R B - S0 S 2 it 52
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TR Gy i 52 100 5 B0 98 3 Bk 0 A8 & A1 L If DCs 441
B % 06 A AT R v 25 0 2 24 RS 0 O i, bl A KM
il 757 FME AR TE T R HBV e A [R] G ik 25 e
(51JE I DCs HIREAIFZMA , Ayl R4 & v BE 296718
Pk SRR 7 iGN o A

MEETE

1 3% SPF 2% SD K 30 M, M4k ,39
Hi%,(158.0 +11.6) g, Wi H & 25 K2Fsh 2=k ig
Ht R AT UES : SCXK (#1)2009 - 0004, L5 K
fRT 2010 479 H 26 H—4-10 H 8 HEEIRI 52y
FAE B SPF 435 e

2 29 ANERTE T SR MBI (/N LZGHIE
Fb - ) B A (R )T M
P24 g Tiizi12g 1WZE#E12g #E9g
hE9g FIE9g HE(10g #F10g9 WK
159 WA30g AEW10g #AE10g #E@
10g JINEE10g YT 10g W6 g;fmE
J7 VIR T (R RAIF ) ) i H 8 54
NS AR KL KHFEE£9g HE(10g
/109 WH15g WHA30g AEWH10g
X109 #M10g JINEE10g HT10g  #fr
6 g, WHYIRMIE ML, MK DI BERAA R
RIBEHE, thiI R R 2 R — R R B A L+ A
B/ PR A2 1.94 9. 71 g/mL; {7

hepatitis B virus infection; Bushen Jiedu Recipe; Jianpi Jiedu Recipe; peripheral

BN PRSI A2 1. 68 7. 92 g/mL,

3 MG BS R RHEHR A F 5 ik 4
O3 B RHEE A 7] 510% iG2E 3% (fetal calf ser-
um, FCS): %[ Hyclone /A F];RPMI1640 . 44
2 2R ARAT B w1 5 B4 AR A4 e 5 s 4 L 45 % o R
F(rhGM-CSF) .4 N HAEN %K 4 (rhiL-4): E[H
Peprotech A H] ;1% 25 HIE : Kt bR 5% s
POEHME BRI HLA-DR-PE (4L 7% ) .CD8O0-
FITC (3 HIER7¢ K ) .CD86-PE .CD1a-FITC % [F] Y
XA IgG2b-PE #1 IgG1-FITC: %[ ebioscience /A T);
KEXK CO, B (hEJ A EARRAFR]) EIEAY
BT XD-202 R MV LRACHT A B A H]) \FACS
Calibur 740 (BD WHABRAF]) o

4 DCs 4iffisres Shsar 164 36 Bl h sy
KR — I} B e e Bl 2010 4F 4 H—2011 4E1 A
112 HBV MgV 8 R 6 (18 B R B iR 4
) ISR, S B A R R T AR SRR S
RGeS A2 AR G e B, I S i 57 241 18 ], 1
1 5,2 7 ], P34 4E 1% (29.2 £5.0) %, 5 2 8 ~
23 4PN (12.6 £3.1) 4 s i BRZ 18 1, 5
12 4], % 6 i, - ¥4 1% (30.1 +3.8) &, i F2 10 ~
21 4E PG TE(11.8 £4.4) 4, B kFE 10 LR+
[ 24 R AR 2 A T v v I 24 R 2 5 — B U s o {kt
FRER T AE Sy i R 4, b 38 6 ], 2 4 ], F 347 %
(26.7 £2.5) %, HHBFRIHLEK, ZR TG ITFE
X (P>0.05), %% Okazaki T 4" /385 % % DCs
W7 TCR A TR A4 A B S M e N T i ik
SR 20 mL iz %35 FE RS B0, 2R (50 1U/mL)
P, PBS 1:1 Fik, FH bk O 200 it 43 B S 43 5 A1 ) i B
A% 40 i ( peripheral bloodmononuclear cells, PB-
MCs),PBS ¥:%4% 2 ¥k, RPMI-1640 %% 1 . &
10% FCS RPMI-1640 i 14 # PBMCs ¥ & N
2 x10°/mL, B A 6 FLEGFMR, AL 2.5 mL,37 °C 5%
CO, Bi MM B it . W% LG, 37 C ik
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RPMI-1640 WERFRUEIRIE TR MR 2 IR, AEBRAE NG BE AN i,
ARG EE AL AN, 4390 A AR — 5 40 it 7% )
# A ¥ ( granulocyte-macrophagecolony-stimula-
ting factor ,GM-CSF) 1 000 U/mL, IL-4 500 U/mL
SEARIEFRASE IR, B H 2P s 40 ORI 4 i R (v
FEMI2) FEFRRHE T K RS AMERIY DCs .

5 R THE SRS 5 4 IE
WA (10 H) kb N Rl B A (5 H,
1.94 g/mL ) #MEfEEEH R4 (5 H,9.71 g/mL ).
fapi e d /N R4 (5 H,1.58 g/mL ) fd o fig i
(5 H,7.92 g/ mL) ., SD KRB wiikk
TR 40 55, /N 35 3 A 4 T BN G R FH 2 3 6. 562
Y H 5 AR R LA T Sk
SR 25 MM ) 25 4 SCik [ 12,13 ] ik it AT, IEH X
MRADR S A K S . B H B 8:00. T4
5:00 #H , BREE RN mL, %43 K,584 HLE
FHEH )G 1 ~2 h (NI, RIMAT 12 h 2568, B R
7K 31 % J3GEL BE 2 M s 3 SRR TR (45 mg/kg) |, o IRR TR
RG I, o3 B Sk, 1R RS 3k, 42
B 2R e B, B R OR BRI 2y 10 mL,
2 500 r/min®&.L>20 min, B3 ,0. 22 wm JERETIE
R I 4052 1.5 mL EP &p, & T -20 Cyk
TR AE o

6 AEMIKIEFRWEHE R MTT EUE
Sy IR ) DCs 4 i, F LAY RPMI1640 K
FEMGETANM 2 Y, FH 58 42 8% 35 00 RC 1 A2 40 i Ak
W, LA 2 x10°/mL 3570 96 fLE; 5, 4441 100 pL, 4>
FIMAE 25103 5.10 .20 wl, & #3514 5% |
10% 20% , B — W & [ i 3% 3 52 Lo 1EH R R
KB A IE % IR FL,5% CO, .37 °C i FliE J3 I
H48 h, HfLIMA20 L (5 g/L) MTT ¥, dR2L0F
H 4 h,3F E3EW, INA 200 wL DMSO 3% 10 min,
TERFARAX b YE$E 492 nm 4, L 630 nm JEK K2
HRIAC , M & FLIOG B (OD ) . 4% DCs 447
BRI e W3R W BEVE R T Tk i, DCs AEfF % =24
YL/ 15 % R4 OD {H x100%

7 MK T TRiFE 7 K4 DCs 4
Ji, TR A 3R AR B 2 x 10%/mL BN 40 i B i, B
1 mLDCs#i itk , i T T HiHi DCs 4 il o) aefar i .
H4x DCs 4Me B 45 B 173, 4399 LA e A 1l 2% 45 5%
W 1 25 W it K 3R A T T 151,37 °C 5% CO, K344k
L1597 48 h J5iE1T DCs DIREK M. Fl4x 1/3 DCs
HH LA RO S B2 1 25 IR AE D TE R X R .
$5 OD fH i W25 MR BE , RRUS Invk 2l 20% %

25 MR BE A S 53 A A7 38 I 1E X R OD .,
Z1 5 AH DCs A A7 5 85 o 1 I35 Wk 2 9 314 10 %
N i 7 R A (95. 0% ) F1 10 % fa AL i B /)N 57
41(92.3% ) o B LA L ANV BE A g 1E 205258 14 T 7
WRIE o IHE T PN 2 2 4G 1) 25 3K e A s TR )
[6] 48 h 1 gt — WP I B SRt )

8 A FEAR K )y i

8.1 DCs {FIMNEFIE ARG K E

8.2 DCs iR /7 FZRBmm WUkl 47
DCs i}l = ¥, il A 2.5 mL Eppendorf & 1, 7 5
&, 5% 200 pL, 4%l A CD1a-FITC, CD86-PE,
CD80-FITC \HLA-DR-PE Hiriphiifss 20 pl, #5401
57,4 CYAE 45 min, il PBS Pei&40 2 Ik LIERR A 4E
B ST, LA 1% 25 F i 500 L Hi 58k [ A,
Hi PE 5% FITC #ric i EBTA 19G 1EXT B, FH =0 4n i
{6 CD1a,CD80 .CD86 \HLA-DR Zik/KF-

8.3 T#iZE-a(interferon-a, IFN-a) 7K 45 i

K FI ELISA #:45l DCs K535 i W IFN-o 7K -,

Ev/arwll Foa AL UECY (E

9 it EJrik udE R A SPSS 13.0 4iit 3k
PF R RS EE R DL x +s FoR, TR R E T
IEASYE Ry 2255 PERL BG4 0] Hb 45 2 1R 2 Oy
ZEFTVERT R t K5, 7 AN TT I R FIRS 50 5 241
] LA FH O 22 50 s BB EL 3R g AR5 ,P <0.05
ERAGEIEE L

& R

1 BEERRA DCs RIMNEIRIE S 5% (K1)

W A e T4 1 K DCs JEA( x100) ;B Nk
TH;FR55 7 K DCs JE45( x400) ;C.D M4 T DCs 45 (BS
R4l FTEEREY, x7 500) ; Bl i 3k B /R 435124 DCs YeBiF
BT HLIR (A 2R B

1 HPETERR4 DCs AAMNEFRIES
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PBMCs 73 B 5557 1 1% e , ] UL BT Ji ~F- 0 B 441 i A
THAREY , B5 550 3 R v DI BE 240 A 20 i a2, T 27 4
LT U35 22, I FT D s B A2 A4 i 2R 4 Bl R /N A S A
A ER BT PR REARUR . R ESE 7 Kl K&
T R R 40 6L s 248 L AT, RS 3 240 L 2 1 1) ) Ao e
BRI LA T S . BB HEAT AN A,
#I DCs,

2 44 mtE A CD1a.CD80 .CD86 \HLA-DR
TR (R, K2) RS R E T T CD80
RF 4L (P <0.05) ; % fiif 52 241 /8 & T AT
CD80.CD86 . HLA-DR #J{Ik F @ F 41 (P <0.05) ;
I 2 41 H % T Wini; CD80 .HLA-DR {1k T %% 15
PR4L (P <0.05), 5441+ WiAr i, &4 24541
CD80 ik (P <0.05) . i 37 B H & 4524
1T )5 CD80 HLA-DR Ik T iE bRl [F3H (P <

0.05) , #MNEF il #5720 CD86 2 Ty v iR 4 Il b , 2%
SAGIE X (P<0.05),

3 BUHTHHIG IFN-a KFHE(F£2)
Tiif 5% 41 45 G2 ¥ PR AL T WA IFN-o IR T 4L, H A
e 324 IFN-o IR Tl R4 (P <0.05) . THii)5
%41 DCs 43l IFN-o 7K A5 B4l i, {05 T T AT b
ZRIgit X (P>0.05),

K2 BHTHHG IFN-a /KFHE (ngll, x s )

IFN-a
A5 n . TG

T BT ‘

R TN
R % 18 16.84 +4.56*2 17.45+3.38  17.39 £3.53
HRETH R 18  22.36+3.64*  22.53+4.34  23.16+3.55
fiadz 10 30.85 +5.56 30.46 +4.83  31.24 +5.13

T SR I, *P <0.05; 5 e i R4 L, 4P <0.05

x1 K4K&HHE L CD1a.CD80.CD86 \HLA-DR FikH#E (%, x %5 )
21 5 n i (g/mL) 5 1) CD1a CD80 CD86 HLA-DR
T % 18 — i) 35.56 +3.73 15.40 +4.124% 64.80 +5.67° 77.30 £3.594%
1E %t AR 18 — i 35.42 +2.87 15.67 +3.53 65.34 £4.16 78.53 £3.43
FiNEy. (& 18 9.71 FHE 36.62 £3.36 26.56 £3.27 *44  69.56 +4.364 82.43 +3.364
(e e 75 18 1.58 TG 37.34 +3.47 22.46 +4.51*4 68.33 +3.68 81.63 +4.244
T I 18 — T 36.10 £2.81 21.80 £4.32° 65.40 £5.21 89.60 +3.21
1E iR 18 — THUG 34.66 +2.73 22.03 +3.46 64.53 +4.36 88.78 +3.63
FiNEY 18 9.71 FWiE 37.52 +£3.83 27.63+4.33" 67.63 £4.43 92.53 +3.65
(e o gt 75 18 1.58 5 35.68 +2.66 26.74 £3.73* 68.46 +3.67 90.63 +2.77
f Bl 10 — TR 37.90 £2.03 36.87 £3.42 78.77 £3.14 93.53 +2.34
T SALT B, P <0.05; S5HIF AR S EM ARG A L, 2P <0.05; 5B R4 W L, 4P <0.05; S A L, 2P <
0.05
A Data.001 B Data.001 c Data.002
1000 , 104 104
800! g g
i 10 10
g’600 a a§
G O )
T 2102 2102
§400- §101 §101
[} E (=)
200 = aF =
0 100 bl 100+ :
0 200 400 600 800 1000 10° 10" 102 10% 10¢ 100 10" 102 10® 10¢
FSC-Height Mouse IgG1 FITC CD1a FITC
D Data.003 E Data.004 F Data.005
104 104 : 104
10 1034 w103
L L o
o o i
8102 8102 0107
0 o) fa)
O (&} << ]
10 101§ 101y —
. . T 04y . . . 0. -
L 1 T T 1 e T T (O 1 T 1, e 1 e s L | R 1 TN T N T 13
Mouse IgG1 FITC CD1a FITC CD80 FITC

2

fiEFE4L DCs 11 731 N AR AR A 45
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DCs J&:{& N fei 1) & HUPEDT I £2 52 41 i (antigen
presenting cell, APC) , 7£ 5 I 2 i o B3R 1Y
PUIFARE TP T A A €, HApT s 2 T AR
AL BT s S AR 10 ~ 100 £ BT IR,
18P HBV JBRYLHE 1Y T RE A B A7 I 2 45
&, o Rest pE A AL 0 IR R 24 T I 1) DCs
PUIFSE R IIREM e R T I REZ B, T B T MR A
PENREAR o Rk, K 181k HBV J&Yt# DCs 1Y
TRe, BEm T bk L 4 At i e Rt 22 B g, b e AL A o
PENE , AIE HBV IR Ye v (1 S e Dy Re R P s I8 4
AR, A BTN HBV B RR.

MM HBV IR & ey wpia” R BB
PRI AEWE , AN RUR A RN R, N R i
THET S R R TAS AR SE , R IE A 4 A
FEep HURR e DI REAL T 2 ALIRE IE 5 AR ST
SATHERRA R (HBV) I fg RS A B 2,
Hfb g AR AR YE HBY Ry
Jod R AL , A 5236 SR FH A = 7 Ak LA 2 7 T T
HBV &1k i 4N A I DCs , IR Bifl& % HBV
MG ARRRZS DCs THRERSE M, ANAUA Fl ik —
IR E HBV 8L i3 & 1 b 2= EARE AL, 1 L
G RIGTT 18 HBV B B P bR nl S 1 3a 7 18
PN SLI LA

REAERI5¢ & B, DCs 1 A 2 i 2 1 br 5, B 46
CD1a. CD34. CD14. CD83 ., CD54 ., CD40. CD86 .
CD11c .MHC II. HLA-DR,CLA . E-4% %k % # 1 ( E-
cadherin) .CD58 . CD80 %%, H % DCs HA A4
fEprBamiAEfk . HRTEMNAMA NS E DCs I FE
SR N CD1a, CD1a FEE AT A T 4 i A
DCs , j& N 3% K A& DU 40 it iy i S MEAw 5. 1 CD80
1 CD86 Ji&: DCs Jii 7 If % 15 1) A 265 3 22 110 L fill 38 o
T, Bfi#5 DCs BUAVEREE i3 g ize i s, mI AR S
DCs #ri. 73 4h, HLA-DR J& MHC-II2E /3 7 1Y —
F 2 2 DCs M Ar s PE LA, H ek iy s IR 3R
MHC-IE/ Tk 2

AMIFE LI, R 52 415 B BR 4L DCs #B4r
FIH )3T 3R B L KA, FL b S e if 22 4 iR
CD80 HLA-DR AR T Al iR . 4 & 21l 2% 11
Ji ,CD80 FE e Mt 32 415 ey i bR A v (1 2k 5 T 101
AT R PR & 2 i 2R A — e AR AR fE
HBV 2L i & 41 JE 1. DCs 114 i 2 He vp #h 32 1t 52 40
CD80 .HLA-DR & T i bR 4L, i BH 4N e 5 7 5

MR RE )7 3 2 AR HBV YL iz s2 RS
DCs MU InA &k i H., #hF 541 CD86 w5 T
TSR I RN i 5 S RE G E HBV SR e
Mt S2ARZS 8 DCs WM AME 7575 FH 7SR LB
T H 28 RSP R B, 7N TR B 2 A
FNE B2 207, 7 WA B L B B ARG B, 9 2y
L2 BRI P 45 T, 1L 2830 B AR, 3L = BRI Ah LA
WM A Z 2. AN, H BRI 3 PHEA 1 ViR 3,
HRACIRZ IR, iy IR e Z T 07 (R 5 7
PO H B T M, b R 7 A
st SUBMR 2 2k, ity B R 2 Bk DT, 0T P A S
A HIRRAN T, SRR 5 AR O L, i e 4
s e LIRS HIRIBIRARR A o LA H 5, R rh, S
i UBIZ o PRI S IR R LA IE
SR, FESHUAIE T BB B S HLIR S I BE , T B
) $0H 2 A2, AT e el bt RV 52 1A A
wARS L E P AMHIESCIRE UESE , 18 T4 S A s
PAPEZRLIET D S S PR 25N 4 HBV &
Qe R A7 e A AL I T 94k EE 200 S R A 1) 22 57 B
DCs {& IR TFIE 22 FF G 2 i, HA ™
s AR P B BB U BN B R ZAS, A
B REH B R BILAE I DD RE 4 K 44, R IE A6 e
A, i kb SEK , FESEHUAHR) RS <, AEAR KRR
TR F LR IR D REIz 11, M 2 5 4 (447t
dA MR EIVET

L BRI H G S 0 45 S Ol e e A G
FRFEIR IR A SR i LA S B DR, i A HLAA 40 i B
BENLAE , R PEN 52, 1 bR SN R P4 T — & 1Y
SRS A S0 S Al SR, A SE I AN E AR T T S
R 7 7 5 25 LK AE T 15 DCs J& , H DCs 4y i
4 IFN-a ZKP- i 22 5 0 Ge 22 8 3 (HIX I AN RESE
27 E DCs IRETCALAL , HF 7 K i 73 1 1) K K 1E
—ERERE BT, A 5 23 2 IR o W T ) fE
5 ik 2 FH S A BB A ORI O O A FF T IA HB-
sAg B HbcAg HEATSEE , FF [l i e 45 LA AH O 73
WH T BEATER G 0 A PP Af o AR SE e K I T — LB 45
PRIEFT LSS, ANBE A T S HBV 18 1R B gt (i F HLIA
B REIRZS , AR IR 2 Ok e, A R e S )R
(S g R — 2 583
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