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N Fw kB REW REFE Y, AR AR T g2 534 L eE" ek,
ZEM mHE XXEF 2% E(l. BEETFRER A BREAEL LR ER, T FAE
050021;2. BRETFTZER »FAMNFEHT, T BEE050021; 3. &R EHLaRBHARI, T 6RE
050021 )

(4 ZE] 89 WESRRIORMM( dendritic cell, DC )5 4 i [ T35 5 19 54 45( cytokine-induced killer, CIK ) 4Hi L1 2 4k
IT BRI B 1955 minimal residual leukemia, MRL )RS RGCR R 4k, 7 b« 5645 48 1] 2009 4F 1 H % 2011 4F 6 J
1 FEZE E BRIk BIE A2 58 2 22 f#( complete remission , CR ){H 3k 2|49 F 2258 2 22 f#( molecular CR, CRm ¥ 2P H
100375 28 3% 5k MRL BHE (300 2R 3, AR AR R WA AT 4, 45 24 1], W 200 %) — R R RIS o e B 4 214 5 B0 45 L o FH
DC-CIK 4 ffLiGy7 AL EfLST , A7 2 AR YL AT o SRR (R AL ( 835 10 A B sl 2o ) BB 4 g, il £ DC-CIK 4 g,
BRI 4 ~6 IR, BRI 15 do Real-time PCR I £ 35 1 155 45 57 256 PRI sl b G L R 23k, v =X 400 B AR Az S5 2% MRL
PRE R A SN I L A0 BT B AR AL ST SRIATT IR RSN &2 /B . 46 R BV ZE 2012 4E 6 Ao SALIT4LMI H, Bk
A4 CRm 58 55 45.8% (11724 ) vs 8.3% (2/24); x* =8.55, P<0.01 |, DU i zCHn R/ NGR B3 1 I S e AL &
( four-color combination flow cytometric immunophenotype of minimal residual leukemia, CFIM ViE AR P 5 66. 7% vs 25.0% ;
X =8.39,P<0.01 ), MRL /%[ B EHE( 66.7% vs 25.0% 5 x° =8.39,P <0.01),3 4L FF8E5E 2 #( continued complete
remission, CCR )Rt W] B TG 79. 2% vs 45.8% ; y* =5.69,P <0.05 ). BALLIAIT G B EMKE 41 CD4* /CD8 * HAH#IA )T
A% ETH 1.3 0.4 s 0.8 £0.4,P <0.05 ). DC-CIK ZUAHHEAR W™ HF A R . 4 : DC-CIK 4iHaBe A b7 B g4 i
H M AE G FE R {2 3E CFIM %% B 215 MRL i FRF B05 B & R TI6e JE K , DC-CIK % Jo/™ H A B RN
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Clinical study of DC-CIK ( dendritic cells and cytokine-induced Killer cells )
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[ Abstract ] Objective:To evaluate the clinical efficacy and safety of allogenic dendritic cells ( DCs ) and cytokine-in-
duced killer ( CIK ) cells combined with chemotherapy for eliminating minimal residual leukemia ( MRL ). Methods:
Forty-eight acute leukemia patients with morphological complete remission ( CR ) but molecular complete remission
( CRm ), or patients with minimal residual leukemia ( MRL ) were selected from Ping’ an Hospital of Shijiazhuang during
Jan. 2009 to Jun. 2011. According to the patients’ will, 48 patients were divided into combined group and chemotherapy

group, with 24 each. All the patients were in the comparable general data and disease level. The combined group was
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treated with DC-CIK and consolidation chemotherapy, and the chemotherapy group was treated with consolidation chemo-
therapy. PBMCs were collected from healthy donors ( the patient’ s parents or children ) to prepare DC-CIK cells. DC-CIK
cells were intravenous injected into patients once every 15 days, a total of 4 — 6 times infusion. Expression of leukemia
specific and related genes were detected by Real-time PCR. Changes of peripheral lymphocyte subsets and MRL immuno-
phentotype in patients were detected by flow cytometry. Adverse reactions were examined. Results: All the patients were
followed up to Jun. 2012. Compared with the chemotherapy group, the CRm rate of combined group was significantly
raised (45.8%][ 11/24 1 vs 8.3% [ 2/24 ]; X2 =8.55, P <0.01); the four-color combination flow cytometric immuno-
phenotype of minimal residual leukemia ( CFIM ) negative conversion rate of patients in the combined group was signifi-
cantly raised (66.7% vs 25.0% , ¥’ =8.39, P <0.01 ); the negative conversion rate of MRL was significant higher in
the combined group ( 66.7% wvs 25.0% , XZ =8.39, P <0.01); the complete remission rate ( CCR ) of patients in the
combined group after 3 years was significantly raised ( 79.2% vs 45.8% ; y° =5.69, P <0.05 ). After treatment the ratio
of CD4*/CD8 " lymphocyte was significant increased in the combined group ( 1.3 0.4 15 0.8 +0.4, P <0.05). No se-
rious adverse reactions were observed after DC-CIK infusion. Conclusion: DC-CIK combined with chemotherapy can in-
hibit leukemia related gene, promote the negative conversion of CFIM, facilitate the clear of MRL, improve immune func-

tion and prolong remission of the patients. No serious adverse reactions are found in patients receiving DC-CIK infusion.

[ Key words ]

UTAE R AL S IR Y7 A F LI VR 7 A9 i A
KL, AR5 5 19 R 45 ( eytokine-induced  killer,
CIK ) M BA SRt B s A e, e T2
P F 5 R ELR AT B SR 40 den-
dritic cell, DC WER—Fp 2P it 400, 5 CIK
AN AEIR P75 S CIK 40 i A4 S PR 1 27 42 & CIK 20
UL XoT PES 40 L P 3% £ RO, A B 2 CIK 240 i 5 Ry 5%
FOL HLA o AN 2R R R 2 3k 50% ~
90% B 2558 E( BRFEME SOtk 6 A s ) e 4
RN B BE F I % ( minimal residual leukemia,
MRL) W A7 76T & K& H B 0T, N L Bk MRL
JEIRAT M A OCHE . T, AR R H & DC
HRE CIK( DC-CIK )20 ML il Hh 2536 97 I HOAs
TR {H H B DC-CIK 4R YT 32 I B iAok
DL B EHLRESE R R 520, A R 2 B R . A
WFIE AR SR DC-CIK B A LI IRIT IE R 2 2 %
A complete remission, CR MERIK B 43T 2R 58 4
ZZf#( molecular CR, CRm )88 MRL BHE: B4 14 1.5 &
YR RSCR S HARY 7 4

1 #R5FEZ®

1.1 —f%H

YEHR 48 4] 2009 4F 1 H % 2011 4 6 H AXKE
V-2 B e WCa Y I 8 ( AS 21 ) & PMIL/
RARa FHMEZ2PESE R 0% ), ¥ I WHO 200 1
12 W2 kR E Y 2 W CR O, H Y R X
CRm, 35 708 8 2 20 M fd/ N B 1 03 03 3R AU 24

leukemia; dendritic cell; cytokine-induced killer cell; minimal residual leukemia
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4 ( four-color combination flow cytometric immunophe-
notype of minimal residual leukemia, CFIM )HYE, %
MR E BB AR & 41 24 91, >R DC-CIK 41 i B
BIYLEAS T ;s Ptk 24 ] [RIALTT B 1 0 IR £k
SPA AR FIILE ALY . W2H SR AE e ) AR 2
SR R AT AH SR DR A A 7 T 28 S C ST
EXOE D) R A IR 2 R T2 i A
IR BRE ARG 5 A% 1) SR R ACREER T2 . PIZEL R AN
I 1 2 B RN [ 43 BIF SRR RGBT 7 RA =
e (& P 2 D3 2 At of
1.2 DC-CIK %tk s3I 7 34

PEREAE R A L AT A A s, R AR
FI DAL M — 5 05 40 i 4 9% 3R PR ( granulocyte-
macrophage colony stimulating factor, GM-CSF ) # 17
PR B, 2541 ] I 40 2 L IR( 3 ~5) x 107 A4>/L
Fisf A1 240 6 53 B M4 Auto-PBSC 2 547 IffL 41 ffd 43
1 FH IR B 440 20 B 3 Ficoll )23 6 H B A2 4
JL, AIM-V JC I35 55 5 B R R 40 i 2% 8 (4 ~ 6) x
10° 4~/ml, & F 37 C 5% CO, KiFeA T HiF 2 he
I P 35 3 A e ) B O B 24 L FD BE AR ff  WicBE R
W REAT T AR AN (1 ~2) x 10° A4/l Jil
A1 000 U/mlfy IFN-y BIFH TR 24 h, ITA 1 pg/ml
¥y CD3 FTEREHLIAA 1 000 U/ml ) IL-2, 5% 3 d
Bl 1k, IR ARFE IL-2 1 CD3 SR TEREHLIA,
MR A1 ~2) x 10° 4/ ml BEATHEA 1G5, Uk
ik CIK 4

W AIM-V TG I 15 B 57 5 vb 60 Ut BE 20, 72
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r [ R A AT 27,2013 A2 8 H L2004 )

AIM-V B 32 fin A 1 000 U/ml ) GM-CSF Al
1000 U/ ml i IL4,37 °C.5% CO, ¥5F=4i 1555,
B3 d eyl 1 RIFRN AN T, 5 6 KA Lk
21 0 DXL - £ TR B3R i A TL-1 8\ TNF- . PGE-2 252
HLR T4 DC G, 5555 7 ~ 8 d J5 Y3k DC. 314k
WAk DC A CIK 408, FF HAH% 1: 309 e BiliR &, 3
Rig% 6 d, 3745 DC-CIK 4iJi .

*1 BEHASKFrAZEN—BAER
Tab. 1 General data of patients in

combined group and chemotherapy group

Combined  Chemotherapy
[tem
group group
Gender( n )
Male 20 20
Female 4 4

Age( median age ) 16 ~54(26) 17 ~54(25) 1.307

(t/a)

Disease type ( n)
ALL 3 3
AML 21 21

16.3+£7.6 17.8+£8.2 1.252

Remission period

( ¢/month )

Positive gene (1)

AMLI/ETO 6 6
BCFB/MYHI1 3 3
WT1 1 1
IgH rearrangement 3 3
Autologous 2ALL 2ALL

ALL: Acute lymphocytic leukemia;

AML: Acute myelocytic leukemia

1.3 AX @A DC-CIK 4 o B & A

£ DC 8532056 8 KA =C 40 {4 T DC e
FAI(CDR6 " .CD11* )3 #r; 7 CIK 2 i 3% 5% (1 5
8 .14 Kooy B i 24 i, o P s A A A CIK 2
Moty L AI( CD3 . CD4* . CD8* . CD56 " ) 43 #re
DC-CIK 435 32 34557 6 d Ja PRI DA 13
A, SRR BT T 4L 8, COULTER
EPICS XL Y Py a3 =X 4 B A A, H] Cell Quest %X
53 M s
1.4 DC-CIK @mpesrizs %

DC-CIK #i iR & 4T 4 I M58 \HIV
S TR 4 2 B P, TR) B G A L A B I R A Y B
P 5 B R o RS 00 200 G 3 PR 3K 21 90% |, Ak B 4 i
Ho B =70% ;A AL 4565 1.0 x 107 ~2.0 x 10°
A~/ml; KM 40 F8 CD86 * .CD11* .CD3* .CD4 " |
CD8* .CD56* £k 30% ~50% W}, W4 iy, ik
FTHLFE KA 5 mg # Dk 5T DA B 1k 2o B, A= 3 ER K
250 ml FiERTETE MR R . RIS ~ 6 hiS P
Jokdi AEFER K 100 ml + IL-2( 2.0 x 10° U ), %k H
EH A A EL K 100 ml + IL2( 2.0 x 10° U),
1 /d, 44 do 515 d vk 1K it 4 ~6 K5 F
1.5 HELFTTE

Z: MR 2009 4F 2 VEE R e IR T 1 L it
PR TAC ISR Fe AL BB AT ) HAC R =R
FZMROR BB )  MAC KFE R | BBE A ) (EA
CHCHEIAT B 5 ) LIDADC Fh 31 4 DB it 1 32
IR ITEAIT, 1 ~3 N A1 ROIFFES5 ~7
d)o PHERHBIALTT I 58 TR R AR R]
1.6 Real-time PCR 42| & Ao J5 4 7 A& B S A48 % &
BREDE €

R VR ARG A S ARG 1 g e S PR sl A DG 35
45 AMLI/ETO, CBFB/MYHI1 ,BCR/ABL \WTI .
IgH FEFEHER TCRs FEH B HE. LR 2 YA
B3 ~6 A H AR 1 R, FREEBITE 1 AE L B ) 4
6 ~ 120 AR 1 ¢, FEAS I 2 ¥k,
1.7  AX @A n MRL %98 & 7 286

HRAJE £ 5 ) 2 9 BT 19 P 00995 240 M 928 2% U ff o
H CFIM, R BER A G A CFIM, % 4L 2 K
PG AR 3 ~6 AN H BRI 1 v, Hrge B 1 4L B
B 6 ~ 12 A A 1 W, FERI 2 K
1.8 AKX KA T # € 4a e B

WEYTHT S i A AR DU B A 48 B Y
CD4 " .CD8 " T 4fijfl Lkl , b6 7 i i A8 4k o
1.9 IR —fEIGARBR BRI

(1 )DC-CIK 9 BRI v o 5 ( 2 ) BEPPIR A
(3 )RR DC-CIK ¥ {3 /5 koA 85 E Dhge O
P PRIBCE B RAE 5 M. ZE% i DC-CIK i 2 &
e B R R B AN B R, LRI H K S
Z: B B AR G UE 1 Stk RO 2 s I N
\{,ﬁ; 13JO
1.10 77 23 F M

7RO 2 BRI 12 B BT 38hm o )b &
P ST RObR v A E B T A2 56 T A ks &
H TR RIS 2 W TR HE bR HEAL T6YT 45
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SRR AR TR B

ARWFSE G RFET 2 2012 4F 6 J1, Wit
FENE ) CR.CCR PR NR Fl&Z & 1% Ol 5 [ Bsf % H
H AT M 2= A8 AR, DA B 224 1 MRL 19
THERFEE

( 1)CRm: JAY7 BT 2R 35 1 109 55 57 3 PR 5l A ¢
R IRYT R R AE . AT R E R 3 RIS T
1 000 45 D1 hpize i R B 1

(2 )CFIM %% []: AW 58 2 BSCHRL 16 TR RLE
CFIM £ MRL 4HHI%% <0. 01% A Tk

(3 )MRL V&R : AWFFEE , 722 2 WK H I 4y
S i PR R S R PR B M, B3 252 2 Yk CFIML [, )
SE 4 MRL 55 .
.11 %itsam

K SPSS13.0 Geit it HEBERI LA
SRR R KR TR L« 25 KR, R
H ¢ K55 CCR A A7 >k H Kaplan-Meier 35715,
PLP<0.05 8 P<0.01 FnEF HAGIHE L.

2 & R

2.1 mIFFEHA DC.CIK @mje

DC A5 TR Z I3 25 B A1 ] i ER A% 2
WIS BRIE , R EOEH 5595 2 ~3 h i, ] WL B I
gip, S EDE S A A B R R 3 ~4 d s,
B STEAE o3 AT B SRR AR, B AARRS 1S K TR SR
TU) 248 6 2 T s s IR/ NP R SR AR R 5 3 5 6 ~
7 d J5, MOARAR AR B, R K & B PR R,
BAT ORI SR AL 24 5 50% ~ 60% , 45 43 4t il
P REERAR S . DC 2N Y G R HRS I 4 R i
7~,CD86 * 4 it (5 ( 53.4 +8.3 )% ,CD11* 4 jifl /5
(50.3+9.8)% .

CIK 4 5 g2k & b, ARG BEAN MO AETT 3 d N
AR A LA 20 b 22 K BT T
SEBIE N 5B E T ~12 d RIEEEHE R b,
JE s BE A B 46 B P2 ( 1.7 £0.3 ) x 10° 4,
57 RAIM B F(4.9 £0.8) x 107 4>, P14
KT 30 £i%5;55 14 KX CIK 4IHE R 4GA(3.6 £0.7 ) x
10” >, CIK 4 i f e A 25 5 : CD3 * CD4 * 4
M 5(25.3 +7.2)% ,CD3" CD8 " 4 ifd ( 65. 6 +
10. 1 )% ,CD3* CD56 * 4iififd f5( 30. 1 £5.4 )%

2.2 DC-CIK %a e dm iz RE B IEZ

BRG2H 24 34532 114 IR DC-CIK 405G,
Hop 15 B2 4 W3RIT,9 B2 6 WIRIT . IR
HTE R DC-CIK 4500 1 x10° ~26.5 x 10° 4>
M, SR R (8.1 £4.3 ) x 10° A~/ 1R,

2.3 DC-CIK %0 B3 54077 376 & o5 48 % 2 B

BRA4HA 11 )ik CRm, Horb 1 5l 1 ¥k DC-
CIK 25 F1 I AH DG 3L PR B A%, 3 ] 3 Wk B %%,
4 191 4 R B 2 ) 5 U B L1 ) 6 I E B A%
CRm %4 45.7% . % CRm Frds I [E] K 15 ~ 60 d,
S R(40.7 £12.2 )do 11 51 55 AH G R4 9]
BA LG 4 ) AMLI/ETO 3 1] CBF/MYHII (1 {4
WT1 .3 1] IgH LR 5 HE B 40 M 20 bk B 40 A 1 o
(G TaIKEAL YT 4 4F IgH JEH EHES A BT ). 1k
7 AL AR I P A% 2 ], CRm %K 8. 3% , £
W1 AMLL/ETO $£1H,1 6] IgH FEH EHE; 25 CRm
Bt al 433 6 A A 11 A H o P4 CRm Ay
ZFAGIFE () =8.55,P <0.01 ),

K H DC-CIK 4if fL Bk & fby7 15 CRm 9 3L 7Y 55
1:1 45 BCFB/MYH11 F£ PR B 20 P86 240 A 1k A 1
R, B, 24 W AT S UL 1 AT
2, B DC-CIK 3597, DC-CIK 41 i % i 3 K5
BCFB/MYHI11 B1%% , ZARFFIIEIR 48 N H . F—
B % M5 LG T 1 B 41 A 220 99k B 40 At 1 1
W RERRIT ALY 4 4, IgH FERRRSE RN, 5
LI, R H DC-CIK 4 MIIG97 3 s IgH SEH B
e BARFBATEE A8 42 A~ H o Al UL DC-CIK 41 g Bk
AARTT AR IE e A OC E RL B #  BUS CRm A
WY RROT
2.4 DC-CIK %8 BB A0 57 42 3 & f s % % CFIM
%M

KA 4 CFIM #% 2 PR K F- 3 16 5], CFIM
AR 66.7% . CFIM % B & 45 4 ) AMLI/
ETO BAME S BE M 1 19 .3 9] BCFB/MYHIT
PHOME 2Pk 88 &R s L 1 ) w5 R BH P
AML-2 .3 1] IgH K PH 55 HF B 41 M 2 v ok T 40 A
FIL 3 il AML-M2 .1 5] AML-M4 F1 1 5] AML-
M5, CFIM FR%: i p 47 B 8] 24 60 d, 354 DC-CIK
i 3 WA L. fRIT 4l CFIM &% R B
6 1, CFIM B1%5 % 25. 0% , Hoh 1 4] AML1/ETO
HEH 1 B IgH H R EHEL3 B AML-M2 .1
AML-M4 , BEG2H CFIM B % R Ay 4 W % 32
iy’ =8.39,P<0.01 ),

2.5 DC-CIK #afaBc &40 77 3% 3 MRL 89 Frk &

A2 16 ik MRL FIE, W BE 2 66. 7% 5 1k
J74H 6 ik MRL FIPE, W FR % 25. 0% . P4l MRL
HRFEEFHAGIFE Xy =8.39,P<0.01 ),
2.6 DC-CIK @ foBE AL 77 B & T k& 4m i I
B

G 4 G YT R AN i CD4 " T 4 il L
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r [ R A AT 27,2013 A2 8 H L2004 )

] .CD8 * T 40 M kb1 JC i & 19 28 4k( P >0.05 ), {H
CD4*T/CD8* THIfI b & AL (1.3 £0.4 us

(0.8+0.4),P<0.05 J; mifkyr 467 A Ja 20 & 1
TR E 20 SV L 45 JC I S AR Ak P >0.05 ) 2 ).

*2 BEESHTABTEIEERENELKERRITEATL
Tab.2 Changes of peripheral lymphocyte subsets in combined

group and chemotherapy group before and after treatment

Combined group

Chemotherapy group

Subset
Pre-treatment Post-treatment Pre-treatment Post-treatment
CD4"T( % ) 24.7 £9.7 31.2 +£8.8 25.3+9.1 26.2 +10.1
CD8* 1 % ) 26.5 +10.6 25.3+11.9 24.5 +11.2 23.5+13.4
CD4*T/CD8*T 0.8+0.4 1.3+0.4" 0.7+0.3 0.8+0.5

" P <0.05 vs pre-treatment

2.7 DC-CIK @ JaBe AL F7 8 733 & foim & %
CCR

BEDT % 2012 4 6 A Az BEDTIT A 32 > H (12
~38 N H ). BAH 24 I 19 Fl{AERE CR ik 3 4F
LI EL,3 4L E CCR 35 79. 2% ;4L 5 HilE 3 AN E
Ko ALITHL 24 il 11 4] CR 3K 3 AEDL L3 AL L
CCR 15 45.8% ;13 BITE 3 4EINE Ko BRA B 3
FRLE CCR Rk Ir B EIR & (y =5.69,P <
0.05).
2.8 DC-CIK 8 heLi& J7 89 R B R R

DC-CIK 2 it i3 )5 , 6 i 2 B & 30, (AT
37.5~40.2 C,Z K& THMKEIS 0.5 ~2 h, §F
221 ~3 h JEHER, iifEaE 25 = WA, i
FERPAREARPGE M o A UL A1 ) I 21 240 it L 3 40 i &%
/N B B 8 BERAT , TE ATy B oy O WL | AR %
RS A BEVIZE 2012 4E 6 A, RILEE Y
O JFVE S E A E TR, R WL
TR R A

3 i i

H i, Ay Tl 280 &k H R34S CR,CR J&
bk M3 10K JLEEAREE RS ZH B 400 ALL b, HoAth i3
IR CCR % <50% , 28 <30%" "), R K £ N
MRL 8 AREIE R & N 2 I CR &
MRL 78 B AT & IR 97 1 5 A s ARI7 X MRL
YERA B, R A0 2 34 7 7 bR MRL 2 H | 9T
FERGE L ARAMIFSE 20 R B, AR SR I B A
M55 DC A CIK 4, i T DC BERSIE N CIK 2 i
(R BE RE T NPT IS 15 1 B DC 5 CIK 40 fdt5s
FEPTRAS A DC-CIK 4 A 0 2 bt (1 s 7, XF

T4 £ 16057 40 A R E L T 20t A R A
DC-CIK 4T fspe ML =247 :( 1 )CIK 4 XS
M55 440 A P B 42 38 7, ZE A TN 52 B 2 gk 2 R AR
J&i , CIK 4R S B CEAT 20 B B 114 i i ks 21 g
b, 3 SRR B R IR R A 5 ( 2 )k AR N Y DC-
CIK ZHf 5y i Z2 Fh 4l e R, 4n T4 K-y \TNF-a FlI
112 85 AN A I 40 A B VR, i HLis
AT R 5 e 2R G0 (R 42 25 0 1l s A L ( 3 ) CIK
YA FA PR T LR RGE , TR IR N REHEHT FasL
PR 1 I 4 AT CIK AR A% S AR ik CIK 4aifd e
it PR AN R A % AR AR . XBFFAE SR A &
DC & F GG CIK #kiEIRYT 34 I MG &
PEF G , BT A B EIRIT A S 440 T 1l 2 Fhisi A%
SEORRRIRAS T 20 A A0 B R T AP AN B B
S kLA ERA S B 25 2 TRy I E) 8 1) s I — 3 A1
PN, TS BRI o o 2 XU [ J e 485
T 47 B L3E 2otk (A i /B A 2B A I R B 5 B
FE) DC-CIK 20 i i ik [P i 76 97, 25 R s, CCR 2%
ik 93.62% ,IAIT T MRL FHIER) 9 Bl IL 8 FliAYT G
B BT TR DR AL R I IS RN B,
BT 5 ~72 A AR WO VB S E R E DR,
I DRGSR AR R A

FH L7 42 2 P D R = 02 F I T 40 A
PRI 40 B A A AE L 11 00 1 4 AR L PR B D) 4 (G,
WA ) XHEIT 25 AU . A RFSE Y &, DC-
CIK 4 AT LhAS 5 2 MRS 2 1 1 41 B CD34
CD38CDI123 " ), H DC-CIK 4 itg %f 2 1 86 £ 1 1l
s T4 A A 43 05 PR B 5 T CIK 4. o3 A F
g2 2 R, CIK 20 M X PRI 59 G, 399 P9 15 20 o A5
BB VR . A RFSE 2 W, DC-CIK 40 i m] LA
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TR A AL A 2 2T 25 P MDR-1 9 %3k, b %
FLT 250k , CIK 200 B 6T T 24 14 1 5 4 A B A7 A 454
2 DC-CIK 4 i XeF 14 110575 T 40 L PR HEE 299 14 1
o5 2. 22 24T 245 ¥ L9620 J A1) 3% 405 4 2 B ali b
7 TR AN E

AHFF AT BT B A ) A i T 20 B RS A
IRIT)E CR B 24 i, 2 54k DC-CIK 4 iy 3 77
BAIRYT 12 B L AH I R B L 16 11 5% B
1 00037 40 7 G 2s e R 2H A 3k BRI 7K SF- , MRL T B R
H 63.3% ,3 4F CCR #5ik 79. 2% , MRL 1§ BR
34ELL L CCR B & FAuyr dl. Uil 54k DC-
CIK 4517 AT A 4 22 fif 401, £ 2 11 M0 4 =
SR 1B MRL, 7 1R & . WSS LI, A 41
IBIT A B E e T RE A, B R T 40 L 45 3
Jin,CD4* T/CD8 * T 4 jfg LLAE b F-, BAEAS B W W
ZEh AR WL ERBEMEEN . R UEHEN, DC-CIK 4 T
B3 o A2 AN IR 4 AN B KR B e T
RE A L [R)VE FH 5 B 5% B 3 I 200 JE, DA T 9 Bk
MRL.

M2, 5K DC-CIK 4Bk A fby7 5 salifbyy
HH ELBERS A R0 B MRL, JC™ AN B, I
PRI 24 IR GR YT 7 58 R ARA 141 10055 £
T HMFE .

[ &% 30k ]
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