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FRA, ZHF, kA, TR, /F, 20, 3], Terke! | AN, Hera', BiE(1 kEF R
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[# =] 8 09 DC-CIK( dendritic cell-cytokine induced killer cell )it 2k ¥ 6 938 36 J7 BE & A0 7 X 55 B M 405 W 0
( metastatic colorectal cancer, mCRC )i J7 %% S % 414 o Z &k LI 2010 11 A E 2011 4F 11 A RKEDN PO ERIR
J7 Y 80 il mCRC #35 ,40 #il4T DC-CIK JRITBR A 4bI7( BEA 4L ), 40 FlAT s atifbyr( fbyr 4l ), N P4l B 2R )7 )5 e it
IHHE JF R0 T B SR 3% R quality of life, QOL ). £ & 1 dL5g i T 160 & DC-CIK 1897, B4 4136 77 B U5 4
I T 40 AT A8k P >0.05 ), byF 4 iA 7 fa A B I CD3* .CD3* CD4* .CD3* CD8* .CD3 ™ CD56* 41 Jifd Lt 4]
BORITRT B E M, B B TEA4( P <0.05 ) BeA4l 3 FWNEIF)E CD4* T 4iferh IFN—y AKE AT T 235 TH =
(P<0.05),fbJF4HiAI7 G TFN-y IL-2 \TNF-o /K2 T, HW BAE T A H( P <0.05 ), BAUAMILITAH B AR
( response rate, RR VARV 22 5(37.5% vs 22.5% ,P >0.05 ) ; B4 2H 9% 5 #5241 2 ( disease control rate, DCR ) B i &
FAIFA(77.5% vs 50.0% ,P<0.05), BEAAI ~ IVE A4l o 2> & I ~ VIR & PR TS i & A4 R 0 B AR F1b)7
H(17.5% vs42.5% ,5.0% vs 25.0;3 P <0.05), Hofh Al AN R v T W 38 Pk 22 5, i L XHE TR YT )5 ¥l & . k&
21 HE 1 3 T 0 JB A A7 progression-free survival, PFS )b LR EK(6.5 ™~ H vs4.5 ™~ H,P<0.05 ), &4 Mtk
5720 B B B AETE( overall survival, OS ) LA 22 BG4 (P >0.05 ). BA A TEAR AR LI BE 1% 26 7 10 436 97 /0 W
ke T EL B TARIT (P <0.05 ), £ 4 DC-CIK 3 4k Pk 4 528 vA I BE 4 Ak J7 7T LA ik 3% mCRC B % 19 S 0
e, 3w BT R R ALY R B RN, SR TE I AR AE B mCRC SR AR i
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Efficacy of dendritic cells/cytokine induced Killer cells adoptive immunotherapy
combined with chemotherapy in treatment of metastatic colorectal cancer

Yin Liangwei', Wang Suping', Zhang Li*, Wang Ying', Ji Jun’, Wang Heshuang’, Guo Xu', Wang Xiaohong', Ma
Shubei', Du Xiaohong', Ma Haiying'” ( 1. Cell Biological Treatment Ward, Dalian Centre Hospital, Dalian 116033,
Liaoning, China; 2. Department of Anorectal Surgery, Dalian Centre Hospital, Dalian 116033, Liaoning, China;
3. Central Laboratory, Dalian Centre Hospital, Dalian 116033, Liaoning, China; 4. Department of Histology and
Embryology, Dalian Medical University, Dalian 116044, Liaoning, China )

[ Abstract ] Objective:To evaluate the therapeutic effect and safety of dendritic cells-cytokine induced killer cells ( DC-
CIK ) combined with chemotherapy in the treatment of metastatic colorectal cancer ( mCRC ). Methods: 80 mCRC
patients were selected from Dalian Centre Hospital during November 2010 to November 2011. 40 patients were treated by
DC-CIK combined with chemotherapy ( combined group ), and another 40 patients were treated by chemotherapy alone
( chemotherapy group ). The immune function, therapeutic effect, toxicity and quality of life ( QOL ) were compared
between the two groups after the treatment. Results: 160 cycles of DC-CIK were successfully treated. There were no obvi-

ous changes of T cell subsets in the peripheral blood in the combined group ( P >0.05 ), while the ratios of CD3 ", CD3 *
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CD4", CD3" CD8 " and CD3 CD56 " cells were significantly decreased after the treatment in the chemotherapy group,
and obviously lower than that in the combined group ( P <0.05 ). After treatment for 3 cycles, the IFN-y level of CD4 "
T cells in the combined group was significantly increased ( P <0.05 ), while the levels of [FN-y, 1L-2 and TNF-o in the
chemotherapy group were significantly decreased after the treatment and were obviously lower than that in the combined
group ( P <0.05 ). No significant differences were found in the overall response rate ( RR ) between the combined group
and the chemotherapy group ( 37.5% vs 22.5% ,P >0.05 ). The disease control rate ( DCR ) of the combined group was
significantly higher than that of the chemotherapy group ( 77.5% vs 50.0% , P <0.05 ). II-IV grade leucopenia and
tardily diarrhea in the combined group were obviously lower than those of the chemotherapy group ( 17.5% wvs 42.5% ,
5.0% vs 25.0% , P <0.05 ). Other side effects showed no significant differences between the two groups, which can be
alleviated after symptomatic treatment ( P >0.05 ). The median progression-free survival ( PFS ) of the combined group
was longer than that of the chemotherapy group ( 6.5 months vs 4.5 months, P <0.05 ), while the median overall survival
( 0S) of the two groups had no significant difference ( P >0.05 ). The physical and emotional functions of the combined
group were better than those of the chemotherapy group ( P < 0. 05 ). Conclusion: Treatment with DC-CIK adoptive

immunotherapy combined with chemotherapy can effectively improve the immune function, improve the efficacy, reduce

the side effects of chemotherapy, prolong the PFS, and improve QOL of mCRC patients.

[ Key words ] DC-CIK, adoptive immunotherapy, metastatic colorectal cancer ( mCRC ), chemotherapy

ZEH %95 ( colorectal cancer, CRC )2 1 A HE 4
S =AY A EFR E A R 2 70 4REAR
PIRYES 6 7 b TH2) HATAYES 2 A7, & T g
BN 11.91% QK Tl . CRC %
GEIRYT TR EEA TR ALY BT AR, TR
BEWE IR I, R, CRC BE W 20
PRI E R A e B, A LA 11, 8% , iE
JEH CRC ARJGAFAEAR S 1 & B RS IR 2
FERAMMIC dendritic cell, DC ) BEA 40 i 15 5 19
AP cytokine induced killer cell, CIK )i 4k P
B BEIRS T R IR 2 — MR X4 e 1R T B BE
A BEA R 2 I b 98 4 A 5 JC B AN R RN, BRI
JifvIgg 52 e B e R ARG, 2 s SR 1 B B e ) SR
W T H A VS T AN AR
N DC-CIK sk 4k S i i 7 Bk -5 AR T IR T e i 1k
255 % 9% ( metastatic colorectal cancer, mCRC ) B 3
40 1], %F te B Al AL T7 IR YT mCRC & 40 4, PP
DC-CIK f & iB 7 k& LI IRYT mCRC E A5
P& Sy

1 #MR5EFZ*

1.1 s ARFH

VEHOR % T 0 BE B 2010 4F 11 H 2 2011 4E
11 AUy 80 il mCRC &3, AR 48 8 & X kg7 &
DC-CIK J0)7 4552 B2 4y i 2H ,40 15124 DC-CIK
PEIRITHCA AL IT 41 BB 4L ), 40 ik s alifbyr 21
(eIl ). TR RIS R 5 A T4
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YT T A T RE B OR B, 2 I R
Fo mCRC BF I R A I6IT 7 5 ML it A2 1 41
P B fE 32 Gl At . 80 Al s v 18 %9 17 FOL-
FOX4 FrifE—Z 75 24k ( B4 43 5] 8 i1 10 4] )5
X 18 il AR IR F FOLFIRT 7% —kfbyr, 1
AIHIIR A FOLFOX4 7 RALYY . Wi H A 5%
IFRERZ IR ZR TSI E( R ), FTAA
HEFETEFELLT 5 A5 O A5 500 B
H mCRC; QI /NF 75 25 @B DI BEIE H ; @PS
W0 ~2 4 @Z DA —AS AT & kk Hop AR E
#=2 emo HHEBRFFA LT ILRMZ— M EE A
2 OGS ; IR B A H T R 5 Q9 kb X
W2 2T B ATRYT
1.2 DC-CIK zmia3zi~

KA mCRC B3 MK M 50 ml, HIAE 3R K
1 URREIRA), BB I3 4 4254 20 ml A 4043
B 50 ml B0 B, B0 (2 000 x gl E
20 min ), BUAHARLZE , AR BER KPR, 25000 3 000 x g
ZEIR 20 min )3 FIEWG A 50 ml A= BRER K, B0
(2300 x g Z 10 min )FF FIEWR, ) EZ WK ; 41
DUVE G 8 R A R E R 2 ( 37 € 5% CO,.3 h).
W2 0 4 B ( CIK 48 B ) M i B9 .0 (2 300 x g,
10 min ) J5 & T 10 ml X-VIVO15 8538w, m A
100 wl IFN-y, 35 5% 56 rh 55 5% 8 0 BE 40 s ( DC 24
L ) A 1L-4( 500 U/ml ) .GM-CSF( 1 000 U/ml ), %
FER PR R, CIK 40 M. 25 1 K AMm CD3 B4t
(50 ng/ml ), VA J5 B K #b 0 35 3% W K IL-2
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(500 U/ml)ZEH 7 K;DC A« b K2 i IF#b
B IL4( 500 U/ml ). GM-CSF( 1 000 U/ml ) &% 7
K45 8 RESHN TNF-a 500 U/ml ) S it 83 #H 56 4t e
5 CIK g dth R, 559 RIA% B H M5 DC, %
223 ;58 12 RIE M4 CIK, %42 3 d. [ ATHC 1
ml F it 3% it A0 A S A 7 200 B S A 53 o

%1 80l mCRC BEMRER nl % )]

Tab.1 Clinical characteristics of 80 patients
with mCRC [ n( % )]
Characteristic Chemotherapy Chemotherapy
+ DC-CIK

No. of patients 40 40

Male 24(60.0) 25(62.5)

Female 16(40.0) 15(37.5)
Median age 62 63

PS

0~1 29(72.5) 28(70.0)

2 11(27.5) 12(30.0)
Primary lesion

Colon 23(57.5) 25(62.5)

Rectum 17(42.5) 15(37.5)
Metastatic organ

Lung 16(40.0) 15(37.5)

Liver 26( 65.0) 22(55.0)

Other parts 10(25.0) 9(22.5)
Chemotherapy regimen

FOLFOX4 32(80.0) 31(77.5)

FOLFIRT 8(20.0) 10(22.5)
1.3 FF%

FOLFOX4 J5 % : W FREE( CF )100 mg/m’ iv d1
~ 25 BYLFIEAC OXA )130 mg/m’* iv dl ;5-55 K 5 e
( 5-FU )400 mg/m’ iv dl ~2,600 mg/m’ civ dl ~2,
21 d —JE# . FOLFIRI J7%:CF 100 mg/m’ iv dl
~ 2 ST EC CPT-11)180 mg/m” iv dl ;5-F bR %
IE 400 mg/m’ iv d1 ~2,600 mg/m” iv dl ~2,21 d N
—JiM . CF Ry opa s e 25 ey A7 PR wl A= 77 it
50 0040232-11090322 5 OXA A VT 9518 Fig [ 24 B 173
AHRRAE AR, 5 4 10012211-11052210; CPT-11

UL I B BE 2 B0y AT BR A\ AR, IS
10101011-11091012;5-FU g K H 4 8 20 ) A 7=, it
7049 1004121-1109120, Bk5 )7 AR H 218 1T
BIRAESPEEIK L, SR L5 24 H IR AT A6y 7 5 4
7T RCH LR SR 9 K ) % DC 4, fky7 5 56
10 ~ 122R( 4 BE 3255 12 ~ 14 X ) [l CIK 4i ffa 5
P2 RS AT 0 [ 240l DA A B 1k A il AR YT
1.4 77 8580

(1) SRPETNREVEA : AKHE T 4 MR A PF-
A RIETIRE, 5 CD3 T CD4 T (HHBhE T 41 ).
CD3* CD8* ( Atk T 4} ) .CD3 " (& T 4l ).
CD3~CD56 *( NK 4l ).CD3 " CD56 " ( NKT 4l )
I CD4* CD25* (W5 M T 4, Treg ) PEM &
GRETIREAE M. RIBTEZ I CD4* T 40 ML P9 IFN-y .
L2 TNF-o 58, A4LB#H DC-CIK S Eifyr &
fey7 20 3 AT, B AR AR T A R IR YT T A 3
ARG SR R IR

(2) TR BB PEAfY . % 18 RECIST
SR AR ZEAT VAN, J7 R0 9 58 4 G2 ( com-
plete remission, CR ). A A partial remission,
PR ) . %2 % ( stable disease, SD ) Fl i J& ( progressive
disease ,PD ), I & & %k ZK( response rate, RR ) K
CR + PR, %% 95 %5 i 2 disease control rate, DCR )N
CR+PR +SD. A KM% WHO & Bll 52 53 2 s
#7300 ~ IVEE, ALLEFH DC-CIK SfEifhyr bl
720 3 AT IFAE 3 AR PR I YT AL

(3) PR XA AL E RS RT &
HHEA CT I CEA, 45 & FRIGHITT 2 2012
E1L A1 HGERBHFE MK G A AT
Olo EEMTITA KON TR LR, BT T2 5 9 5
=, PF #r P04l L TJC R AR AF ( progression  free
survival, PFS )P M A 17( overall survival, OS ).

(4) AWEFEIEN . QOL A R FH BRI Js i iF
FENUAE 536 Y5 AL 200 B R0 i 1 A= 00 o A L
1 2%( European organization for research and treatment
of cancer quality of life questionnaire-C 30, EORTC
QLQ-C30 ), (U E IR IR TN BE | M (LI BE 45 DI BE L IA
HIIRE A TRESE 5 D IIRE &R, Fr Ay Ui H A%
0 ~ 10073, 15731 , U Zh RE B | A= 1% o B ey
1.5 %itgam

K FH SPSS 15. 0 for Windows i f-fuilbf 14831k
B, SEI G LA x + s FOR 5 THERORUBCR T Y K
5, PFS F1 OS 1 Fb 3R Kaplan-Meier 1, AE 175
Mok Log-Rank ¥, DA P <0.05 5 P <0.01 N2
A E X
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2.1 DC-CIK %8 Lk 2h 69 3% 7r B 2 T B o M7
40 ) mCRC B H4%52 T 160 JH1H DC-CIK i
§7 5o s JE 15 B4 JE I 10 1.3 JE 15 .
JI A 160 JEI DC-CIK $5 552 ¥ 5021, DC 40 L1450k
(3~8)x10°/IK,CIK AfEITHECH(1 ~4) x10° /1K,
#B 4 DC-CIK 5518 0L S CIK 40 B 7 A 0 Bt i
78 ,CD8 * T 4 L ik 90% LA |, CD8 * CD56 * T 4
Jfa L5 20% DL L
2.2 BHAHRAETIEA T e BB T A
BeA R L2 T 195 AWMk Y, b6
120 5] .4 JEIH 15 1 3 FA 5 915 AT 2 A A g

Z 7 200 ALY, Horbr o JEI 18 1) 4 I 16 3]
3 A6 il LLEAL R E AT AR KR YT 3 A
JE AN T 20 BT ) AR A O, 25 R B OR IRA
HIBYTFHIG CD3* .CD3* CD4* .CD3* CD8* .CD3 "~
CD56" .CD3" CD56* J& Treg JC i & L( P >
0.05), 1M L ¥7 4138 ¥7 J& A Jd ifn 7 CD3* . CD3*
CD4* .CD3*CD8* .CD3~ CD56 * 4 Jifl [t 45| %5 14 T Hif
TR P <0.05 )1 HIAI7 G P4 a] L, fby7
44 CD3* .CD3* CD4* .CD3*CD8* .CD3~ CD56 * ]
BAETEAH(P <0.05)( F£2), MILATIW, fLI7
FRAR T 58 (S 2 T RE, T DC-CIK 3% 3697 1l LA
B i 03 R B SR T RE

®2 WHACRC 2E5EMNTAMTEHNTH(x£5,% )
Tab. 2 Changes of T cell subsets in peripheral blood of two groups of CRC patients( x s, % )

Group CD3* CD3*CD4* CD3*CD8* NK NKT Treg

Chemotherapy + DC-CIK

Pre-therapy 71.2+14.3 37.4+7.3 27.2 6.1 11.2 +4.3 3.9+£2.3 7.2+2.4

After 1 cycle 72.9 £13.9 35.2+6.8 27.4+£7.3 13.5+3.3 4.2+1.9 6.4+3.1

After 2 cycles 72.7 £15.5 35.1+£7.4 29.9£5.9 13.2£5.1 4.1£2.5 7.1+£2.6

Post-therapy 74.6 £15.6" 34.7+5.6" 30.2+6.3" 14.6 +6.3" 5.9x3.6 6.9+2.3
Chemotherapy

Pre-therapy 72.3+£13.9 39.2+£8.4 30.2+7.4 13.6 £5.7 4.1+2.4 7.9+4.3

After 1 cycles 61.2+10.3 35.4+6.3 27.5£8.3 10.2 £4.3 3.2+2.0 6.2 +3.8

After 2 cycles 50.9 £10.8 30.9£5.9 24.6 £7.9 6.2 +4.7 2.4+2.3 6.6+3.3

Post-therapy 43.6+9.3%  24.1+5.3%  18.2+8.7% 5.2£4.0° 2.3x1.9  5.9x4.0

* P <0.05 vs chemotherapy group post-therapy; “P <0.05 vs pre-therapy

2.3 AR AL ITE CDAT T aa o W A8 X 2a e
B 59 T AL

FeB M 2H R A IR YT R SR 9T 3 RS CD4
T 2406 A G A48 L PR 19 28 AR A 10, B G 2R IR 9T i
J& IL-2 \TNF-o JC . 22 4K( P >0.05 ), IFN-y i&
IF IR BARIT T E T (P <0. 05 ) i Aby7 HiRY7
JE BB IT AT IFN-y  IL2 \ TNF-o ¥ 5 3 F (P <
0.05). IRYTEPIALE] LAEL, LITF4H CD4™ T 4iiffd
IFN-y IL-2 . TNF-a W] AR FHE S 24H( P < 0. 05)
(#%3). #&/R DC-CIK iR Y7 1] LIfEiE D4 T
Y TFN-y [543 20, mALSF 0 CD4 ™ T 41 i 43 %
IFN-y IL-2 ' TNF-o 2540 P57 1) g
2.4 W4 CRC BH %97 B HINIT AR R R S

3 AT IS, LA CT S8k A PN M 41/ # RR
A3 dE 37.5%( 15/40 )F1 22. 5% ( 9/40 ), & WL i 3%
PEZEF(P >0.05);DCR 43510 77. 5% ( 31/40 ),
50.0%( 20/40 ), B4 4 DCR M 4 FALI7 4 P <
0.05). P4l M 2R K I W 280 5 gE 4
il TH AL TE SN S AR 25 90 25 PRE IR YT JE H4 T 2%
fife o WREAIAALITALIT ~ IV BE AR T B A %53
W5 17.5%( 7/40 )F1 42.5%( 17/40 ), Wi2H 2%
SAEGHFEX(P<0.05), FA ~ VERKL
PEIETE KA %4 95 5. 0% (2740 )F1 25. 0% ( 10/
40 ), e A 41 BAK TALIT4H( P <0.05 ). HoAhAH
AN, ™ E AL iR B R G JIK
Wie R SMEEER B EZR(FKL),



TR, 45, DC-CIK i kPR S8 P IR A A IR PR B P B i R 7 AL

+ 221 -

#3 WHCRC BHBT/E CD4* T AP HEXEBEFELER x+5,% )
Tab. 3 Changes of intra-cellular cytokines in CD4* T cells of two groups of CRC patients after treatment( x s, % )

Group IFN-y L2 TNF-o
Chemotherapy + DC-CIK
Pre-therapy 7.2+2.3 10.1 £3.6 7.9£3.1
After 1 cycle 10.4 £2.5 9.2+2.6 7.5+£3.3
After 2 cycles 12.2£1.9 10.8 £3.0 7.1+£2.0
Post-therapy 16.9 +3.4% 10.5+2.9 8.2+1.3
Chemotherapy
Pre-therapy 7.6+2.9 10.8 £2.7 7.7+2.8
After 1 cycle 6.2+2.4 7.1£3.1 6.2+1.9
After 2 cycles 5.2+1.3 5.2+0.9 4.4+1.3
Post-therapy 4.0+1.9 4.6+1.1° 3.1+0.8
* P <0.05 vs Chemotherapy + DC-CIK group post-therapy; “P <0.05 vs pre-therapy
*4 WHCRCEEFARREAZEER n)
Tab.4 Side reaction of CRC patients in two groups( n )
Chemotherapy + DC-CIK Chemotherapy
Side reaction
0 | I I v 0 | 1 I v
Leucopenia 7 8 18 5 2 4 5 14 13 4
Anemia 26 10 4 0 0 25 12 3 0 0
Thrombocytopenia 8 13 8 1 0 6 12 6 6 0
Nausea and vomiting 15 12 12 1 0 13 7 16 4 0
Hepatic disfunction 32 4 4 0 0 29 6 5 0 0
Acute diarrhea 30 6 3 1 0 28 8 3 1 0
Tardily diarrhea 29 5 4 1 1 20 6 4 6 4
Peripheral neuritis 29 10 1 0 0 25 12 3 0 0

2.5 ## CRC #£% PFS % OS ##4r

ALl FETTRSE]  10 S H(4 ~18 A~ H ),
feyr i B R O S H (3 ~ 18 A~ H ), 4R
HE VTR R 100% o BG4 B B PES 4351k
3~104H, i PFS N 6.5 A b el B 1)
PFS 7351 3 ~9 N H ,h i PFS 4.5 ™M H . &
Log-Rank ¥, B ZH 834 B PFS ZR A F TR X
(x*=4.16,P=0.0413 )( B 1), BEEUEHM 0S
HF 4 ~18"AH L 0S R 12 N H s Ak)r A B F Y
0S N3 ~18"4H,H i 0S }10.5 MH. & Log-
Rank #5;, PALEEF &L OS £ R S22 X

(X =2.58,P=0.1083 X Kl2).
2.6 WAEFLTHEELT G EERETFN
RITRTSIRIT 3 G, 4 B PFAh P 20 i
EORTC QLQ-C30 ~F- ¥ 1% 43, 6 7 1 M 41 EORTC
QLQ-C30 &Ity L B 22 5+( P >0.05 ). 3 J& 1
BITIG VPN G R RS TR IRIR T RE 1% 245 DI 6E
JiEGAY T AT GE i EL A T T P <
0.05), f T fg N FITIBE At ST BE 5 1H BRI
AITCHA .25 52 P > 0. 05 ); M4k y7 41 B3 7 R 1A D))
fig I ZETIRE A O TIRE AT AR AT S TRESE T
BORITRIIC A2 P >0.05 (K5,
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100 —, Chemotherapy+DC-CIK
100 f

...... S apy+DC- —
;\3 Chemotherapy+DC-CIK jﬁ\ + Chemotherapy+DC-CIK group-censore
: | Chemotherapy o 80 | j Chemoherapy+DC-CIK
s 80 x
Z E/ l + Chemotherapy group-censored
5 60k S 60f -
7] P +
g | Tt Z i
ot —
€ 40f z 07 L
o
£ s 1
2 20t = -
‘S‘D +
E 0’0 0 " L " " 1 1
12 4 6 8 10 12 14 16 18 20

Time (/month) Time (#/month)

B2 W4 CRC £ OS Mz
Fig.2 OS curves of two groups of CRC patients

BE1 74 CRC £ PFS #isk
Fig.1 PFS curves of two groups of CRC patients

&5 W4 CRC £Hi4F7RI/G EORTC QLQ-C30 #F4( n =40 )
Tab. 5 EORTC QLQ-C30 function scores of CRC patients in two groups before and after treatment( n =40 )

Chemotherapy + DC-CIK Chemotherapy

Item

Pre-therapy

Post-therapy

Pre-therapy

Post-therapy

A

Physical function( PF ) 59.35+7.24 78.01 £8.76" 58.58 +7.39 55.39 +8.93
Role function( RF ) 43.78 £5.93 50.37 £7.64 44.23 £6.12 43.56 +£8.29
Emotional function( EF ) 41.13 £5.26 60.72 +7.33*4 40.39 £5.32 36.96 £5.81
Cognitive function( CF ) 50.98 £5.83 53.87 £6.54 48.01 £5.72 47.32£7.72
Social function( SF ) 60.39 £7.29 68.53 £7.38 61.31+£5.72 58.49 +7.94

2P <0.05 vs pre-therapy; * P <0.05 vs chemotherapy post-therapy

3 i it

DC SEALAR N T B 5o AP R P 22 A e, ] e 5
PEBT CDS * A EEYE T 40M0 AN CD4 S Bh T 40,
FERUAR BTN S vh R 458 B AR, J2 5 X
FifyRa L D S S T G BEARLHE g 2 — 0T AR K
ZIGRFTERE " B AR T DC 7E— 28k i
S8 7 T B 5%, B4 DCBE 1 EL 4o b Ut e s FH T
IR, 2010 45 H 3 FDA EX LR DC BEf
17 AHEHE T Provenge W T 1181 B9 13697, B
AT B R 440 0 S 8 AT L PR A 1 7 S A A
KR DC & i A O b CD14 B A% 4l i AE
GM-CSFFI IL4 /E T 434k A B DC, 3 1M 7E
TNF-o IL-1 ZR A RAEH T % & i DC
B DC A B 2B B0 e iy ise i 5ol
DL 5t 43 W IL-6 il CD4* CD25* Treg I £ 17,
CIK J& — Ff 5 o 40 g, 3= 2 9 &% iz 41 g CD3*
CD56* T 4ij, FHEEA T 41 M A3 KBTI s PE A NK
A AE MHC BR 6 A8 5. Bk, B A CIK
A BN Ry ST — AL e ik 4 4 L e R T R

VET%E . CIK 4 32 2238 i — Fhadk 428 % KM Jes 41
FEL 1S (1 ) PR A - CIK 48 AT L 5k R ) (4 AL
TR0 PR 20 B, R A il 2 L 3R S R U
S e A 24 5 ( 2 ) CIK 41 A R T 1 4 e
SR BN 7 2R R L R R TS, 40 IFN-y  TNF-ac |
L2545 , ANSOGT e 4 B A7 T B2 4 AV 3 nl 5@ ot
RIS LA B 8 22 48 S oy 1 1) 2 2% 40 I g 4 A ( 3 )
CIK 2 LA 4% 175 5 I I 448 AE 1) 0 12 CIKC 4 Jif 3% 3k
FasL( I 75055 RSO0 25 (1 ) 3 2o 15 e 83 40 5 2 55 1
Fas( [ BUPS MR ) S5 6, 15 S ME MM T,
CIK 4 i S g2 v 7 W g 78 [ AR 2 B2 e & & T
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