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[ E] 86 WEMIORAM dendritic cells, DCOBEA AR TS HIFMi( cytokine-induced killer, CIK )ZIHEIATT & %
PEZ B BE9%( multiple myeloma, MM )BFRCA K 24Pk, F & R4 2005 46 3 H F 2014 4F 10 A VL8 P E B BR
WO Y 22 158 & PE MM RS Y R 20 B L R S8 ISR 4, (R AP B 3418 B 4 DC-CIK 4Hi i, SR )5 6 7, X Leih
SRR B TR AR B RIATT AR . 48 R :DC BEA CIK ZHMLIGYT & &0 MM BUARTFR0h , 58 22 CR )2 3, #E i 5E 4
ZE#( nCR)S5 B, FR 4 PR) 7 4], A7 SO MR )3 i, 55 32E & ( PD )5 i, B4 52 i %8 CR + nCR + PR )4 63. 64%
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(112 221 )% 1R B2-MG 8] (5. 11 £2.33)% vs (2.65 £1.61 )% VEIAIFRIAE W BT M, 258 5t X P <0.01 ),
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Clinical study of combined immunotherapy with tumor antigen-pulsed dendritic
cells and cytokine-induced Kkiller cells for relapsed multiple myeloma

Jiang Pengjun] ,Zhu Xuejun]'z, Fan Zhenfangl , Yu Juhua' , Xia Wen' , Sun Xuemei', Li Xiaohui'( 1. Department of
Hematology, Jiangsu Provincial Hospital of Traditional Chinese Medicine Affiliated to Nanjing University of Traditional
Chinese Medicine, Nanjing 210029, Jiangsu, China; 2. Central Laboratory, Jiangsu Provincial Hospital of Traditional
Chinese Medicine Affiliated to Nanjing University of Traditional Chinese Medicine, Nanjing 210029, Jiangsu, China )

[ Abstract ] Objective: To evaluate the clinical efficacy and safety of combined immunotherapy with dendritic cells
( DCs) and cytokine-induced killer ( CIK ) cells in the treatment of relapsed multiple myeloma( MM ). Methods: Bone
marrow myeloma cells and peripheral blood mononuclear cells were collected from 22 cases of relapsed MM. The autolo-
gous DCs and CIK cells were amplified in vitro and used for reinfusion treatment. The clinical responses and immune pa-
rameters before and after the treatment were compared. Results: Among the 22 patients, 2 had CR in response to the com-
bined therapy, 5 had nCR, 7 had PR, 3 had MR, and 5 had PD. Thus, the overall response rate ( CR + nCR + PR ) was
63.64% (14,22 ). After the treatment, the percentages of T cells subsets in peripheral blood did not change significantly
( P>0.05), whereas the percentage of NK cells increased significantly ([22.26 £9.67 1% vs[ 12.61 +8.78 1% , P <
0.01 ). Furthermore, the blood levels of LDH ([ 166 +41 1% wvs [ 112 £21 1% ) and B2-MG ([5.11 £2.33 1% ws
[2.65+1.61 ]% ) were significantly improved following the immunotherapy ( P <0.01 ). Conclusion: The combined
therapy with DC and CIK cells are safe and effective for relapsed MM. The treatment should be further tried in more pa-

tients with multiple myeloma and perhaps patients with B cell malignancies.
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REFREEM H Biowest 23 Fl, Cellgro-DC JC IfiL 7 1% 7 %
W A8 Cellgenix 23 7], X-VIVO 15 JGIfiL 7 5 75 %
W H %€ [E Lonza /A 7. FITC/PE #5ic fJ CDla,
CD83 . HLA-DR, CD40. CD80. CD86. CD14 ., CD3,
CD4 .CD8 .CD56 L& H BD A F.
1.3 MM 23R4 &

SeErBEoE IR i R B R 4 A L ) ok
10% , PB4 1586 20 ml, FFZRPUEE, LA T 20 i
SR O IR AL AN, NS SN 1 x
107/ml), %A 5 ml ERHEAE , AR A TR TR 15
min, B2 R 2 37°C, Wik e & 3 W LLJE 8 e 40
MOREPIINA 15 ml JCE B 04,3 000 x g B0 10
min, W E3, 28 0.2 pm f9— UC1PE TG 14 0 #5 5 0E
BREA, B R g e, — 80°C vKAE AR AT
1.4 MBIRRFE6 DC I H &5

SR FHFAT A 57 1 7 2 I O 20 e o
R MLAR 43 B L0 COBE spectra )R 35 40 A L
EAERAAS AL AN M 100 ml, A A TR B 400 B 43 B
400 x g F R0 20 min, W EAIAE, INA RPMI
1640 F5723E,250 x g 5.0 10 min, BE¥ 2 WK 8a
AN Cellgro-DC JG Il 75 45 37 JEBC A 4 x 10°/
ml B4, A 175 em® JCH Falcon 15579,
B 5% CO,.37 CAFTERE A G SR 40 v 8 R G BE 2
h, R PR A0 T CIK 40 5% . 14 B8 I B 4
MRS EE IR A& thGM-CSF 1 000 U/ml . rhIL4
500 U/ml [ Cellgro-DC JCIll ¥ 55555, # 5% CO, .
37 °C HUFMRE By R R A v SR 58 3 KA LI
THIGFREAREIG SR, 255 6 K, & 50 ml #5585 n
A1 ml FIUF0 B MM A0 S f b R 3 1 55 24
h, B WA SRS A I B R 1 200 DC. 20 ML [l 4
AT B R SRR 40 i [l 4w A FITC/
PE #% i # CDla, CD83, HLA-DR, CD40. CDS80 .
CD86 . CD14 HT 14 45 i J5 Wit =X 28 L 41X ( Coulter,



M, . PR HURE M DC S CIK 4UiEIAYTT & K M2 &M B B 17 4L

< 787

FC500 Azl DC A4l .
1.5 CIK 2afee 6l &5 )

iR DC SRR R RE 2 h J5 I R A R
TR T CIK 4HMuds 5% B4R A X-VIVO 15
TCIMTE B T2 W, WA A v B2 1 x 10°/ml, & T
175 em® Jo Falcon % 3%, LA IFN-y 1 000
IU/ml,'® 5% CO, .37 °C A B Y 85 3% 46 v 1%
72,55 2 KON L2 1 000 TU/ml, OKT3 B47 50 g/
L, UIGHE3 ~4 d A SRR A vk B 22 1 x 10°/
ml, JEANA IL-2 1 000 IU/ml, 45 10 KUY 4E 40 i 2k
BEOE R, BHA 10 o/L HEAIL2 1 000
TU/ml AR R K VeV 3 WK, B Jm B 4l i A& F 250
ml FH&EMA 10 ¢/L M IL-2 100 1U/ml 94 B ERK
oo 2 IR, R AT A A LR SRR A A, e
JEFRICH) CD3 .CD4 .CD8 .CD56 Fifkbric 5 i =t 4n
ARSI CIK 40 i (4 46 3, 28 4 K - CD3 * k2
YL =85% ,CD8 * itk [ 4 L = 60% , T7% 4 i LL.f51] >
95% .
1.6 DC-CIK Zafti& 7 5K MM 47 %

SRME MM B DC IR >R FH R 2w =,
DC MR (5 ~10 ) x 107, [81 % 5 3022 W i) g 2
WP 0o 38 Il B AR . 3 d JRiEAT CIK 4i it 1]
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Fig. 1 Immunophenotype analysis of monocyte-derived DCs from speripheral blood of relapsed MM patients
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Tab.1 Variation of T and NK cell subsets
in peripheral blood of patients before and after

DC-CIK cells immunotherapy ( x s, n =22, % )

Subset Before treatment After treatment
CD3* 68.84 +11.44 65.86 +12.89"
CD3*CD4*CD8 "~ 31.81 £15.57 27.18 +11.96"
CD3*CD4-CD8* 34.93 +12.67 39.28 +15.37"
CD3-CD16*CD56* 12.61 +£8.78 22.26 +9.67""

“P>0.05,""P<0.01 vs before treatment
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