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A23187 FEEME A EEEE RSN M B 1% 0P8 [ & =R A a4 L

X E,HARR, 2 o, TRER(TNER]NEERMNB S TEDFALN, 7N

* A23187 N — Fi 45 B T 2 A4 ( calcium ionophore,
CIL ), A Fit o 3R P U 125 65 7K 1, A 40 5 2 A4 i P 1 5
HRHEME, PR EREMA T RATER ST
A23187 X 1E & A &b JE Il B8 4% 4 i ( peripheral mono-
tytes, PBMC )RR i DC B0, i, ' ATHEAT T
A K A23187 5T MMe (35 19 PBMC [5] DC 23 AL 19 52
U3l

1 #MR5EFE

L1 EZER A

N HE ZHR- 5 24 i A % il % R - ( thGML-CSF )1
F A5 — 45 B A rp o S 2 5 9 I A A 43 B R Ficoll
SRy B A AR R s SO R e i BTN CD83,
CD80,CD86, CD54 , HLA-DR 7014 K 37t 3K 41 4% 24 Ky
BD A H] 77 s RPMI-1640 3% 77 W M 45 2§ + 404K
( A23187 )N Sigma 2~ F) 7= i JC ML 7% 15 57 £ ( serum-
free medium, SFM )4 Life Technologies NEI PR R
1M.35 FCS N Hyclone INE AL ELISA 3857 48 Tmmu-
notech 23w 77 iy ; BB AL ( BIOCELL HT ) HL LA An-
thos Labtec Instruments Ges. m. b. H 2y 6] P2 8 .
1.2 ks

MMe (& 3L 5 635 2 3% B s B e 8 &, o
B34, 402 ], P AR 47 (27 ~63 %) MG T
ARIGRBUESS , o 4 BAF AR + 097 + B R 20 IL-
2)EYRAIT IR NE R W 1 B RS R
4R BIARTT B AW ia o i R B 2,5 1) ER A A il
GYIEH o EERRERR I 51 A 4 i py 3R Be i i B AL
1.3 RSOIRZ0ME KR A T ik T 20 A iy 1 4

KA MMe H A1 L2 Ficoll 165 B .03 85 B
40 H( PBMNC ), L RPMI-1640 85 41 fi ki & 1 x
10"/ml, F 5% CO,,37°C 4 F 8538 4 h, 1 H1 S shis
FRIM I Ve 4 AE 26 B 20 A, 72 TR 0% 0L BE 20 A ( BD PB-
MC)H AT A SEM K 284k 2 2 50 ng/ml [ thGM-CSF
F1/8% 100 ng/ml ) A23187 , & F 5% CO,,37°C5&MHT
9% 40 ho SRAEfE R IO G 410, 28 bR )y k3RS Ik
Fh AN, 48 R ETE S B RS T R A0, AR () ol
AT bR L 40 R A S

510010 )

1.4 JERZFEUE

FHAH 2= (80 B 0 B 6 ~ 8 h WLELA M it A= Kok
BIICEAEA 40 h J5, FH L BE WS He G RE A8 B TE 1Y
LA
1.5 RIS Hr

R B B8 5 6 s, LLE AR e 1 BRUPL A
CD80,CD86,CD83,CD54 , HLA-DR $i 1A #7 i 35 35 1 M
ANIF 73557 40 h S5 20 B, P O 2K 200 A S0 00 4 i
T FHEE,
1.6 T bk E4 200 A A o) 5 g S 56

A3 AN R vk A B 1R A e 3k, FH -
SR HRGK G 30 Gy ) RVEDT R 2340 APC ), &
10 % FCS [ RPMI-1640 il L B4 1 x 10°/L, A 96
FLEEFRAC 100 wl/fL ), SR I BEFLIN A TR] b S 44 T 4k
ELAHMI( S x 10°/1,100 wl/fL ), B APC: T = 1: 5, [A] i
BIC APC 4 XF IR 7E 5% CO0,,37°C &1 FHi 5% 72
h, S 4E B 3EC TR TFN-y KF ) fiITA MTT 20 pl
(5¢/L),F5 % CO,,37C &M F4kLe 3% 4 h, &
O FE T, A DMSO 100 pl/fLIg R 45 5, AR 1Y
XU KA I A4S I 3% K 570 nm, % K 630 nm ),
oD fH.
1.7 TFN-y 7K 5E

#2 Immunotech 2 &) ELISA 255 & i B A28 14
D5 E AR D7 55 35 0 APC, )3 R A4 T ik
YR , Kr SR P IFN-y BY7KFE AR 1k
1.8 Siil=-abg

i SPSS11. 0 Gt it i 4 it 34 o

2 HR5iITiE

2.1 A23187 i E A AIE A

TEAH2E WAREE T, R B MMe 3 PBMC K
422 100 ng/ml f thGM-CSF 43 40 h () PBMC £ 5k
I, 2 HDEHC EINE ) ;45 100 ng/ml A thGM-CSF F1100
ng/ml 1) A23187 B4 7138 20 ~ 30 h, 5 AT WL A AE K
FOAFRI , HA B 520k N 2 i AR 28 B2 B 1A )40
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h i 73 0 RS SRR R AL DA, G B T b N R AN AL )
240 6 72 i 1 150 A TR PTG ), FLBE T AT DL i Y
L AR A AR SR L 1B ) o ARZE BB DC A
L) /N e DA L/ L

E1 rhGM-CSF #1 A23187 &35 PBMC EHZ B
BETHIRES A x400 ) ERAEFHESE THRES B x5 200 )

2.2 By RAKG I

SR FH B2 S 2 5 6k A =X i LSO AN [R] 7 1 B
I 40 h Jir 3K 0 20 ML AT R AL A0 Ar . SRR Z 100
ng/ml 1) hGM-CSF #1100 ng/ml 1] A23187 B4 434
40 h, 4 jifs # & CD83, CDSO, CD86, CD54, HLA-DR %5
SRRV B, SR EA AL, P EE N
0.000( <0.001 ), A W 5 48 11 2% 22 3L 1 R 46 28 100
ng/ml Y rhGM-CSF | ¥ ) 41 }fd ; 3 i CD83, CD8O,
CD86,CD54 , HLA-DR 4543 ¥ () 3k 5 R b #4144 L
JoHA e AE , PB4y 3R 0. 864,0. 512,0. 422,0. 180,
0.609( P >0.05), LGt (4550 ).
2.3 IRA T IR A A A R RO 5 S 0

P2 45538 W], MMe f8.35 1) PBMC, 7E K51 22 100
ng/ml Y thGM-CSF F1 100 ng/ml 4 A23187 B4 H3%
40 h J5 HA W 50 008 R b S A T ok E 200 2 G Y 4R
L, S5HE 3 A, P =0.0000 <0.01), HSit¥%E
S B2 SRA B Je 4 thGM-CSF 4320 3 21
ZEAHE, P =0.198( >0.05), 42/~ 3 2H 2 [ JCIH 2
25,
2.4 IFN-y F f/KF

FH ELISA 357 & A6 AN [7] 7 0k 15 732 3R 159 1 APC
SR b A T bk L A0 LS, 5 R E 0 IFN-y 1
AKEAEA, (B 3)$ER,5 Bl MMe &2 1) PBMC, 7E 1K
A28 100 ng/ml 4 thGM-CSF 1 100 ng/ml ) A23187
B3 40 h FTARAS A9 APC, B3 T ik I 40 s, 1%
TR L3 T IFN-y (19 7K 7 3 55 B 55 1 28 .26 thGM-
CSF }E 32T AR50 APC, I T bk T 4l 5, 35 3% I
T IFN-y (/K5 KA B AT H, T W IX 50, 42
7~ thGM-CSF BX G A23187 55 MMe % 1) PBMC Jif
AR APC, B K T bk C 2 23 W TFN-y HYfig

DC Z It LATE i Jed 200 B S e vy 7l b 28 52 OG0

JEHR DC 2 1H R 18 55 7K 19 S0 3 431 20 6 R] 286
BH43F L I MHC 23, nl 38 i 28 5L 4 Fl % MHC-
Jiyga e I b B S i 25 CTL 40, I 2 35 bl ) 3 i 84 3
FLUA ST T IR E A0 CTL ) RpE R . b
DC HIFBEIRTT IR NG PRI 5T, o b A 2 A 3k i)
DC EF AR M, 3745 DC 1Yy Bk bk B3 B alifb oh,
A FHZE & A D AR AP 3% (R A AE = AR B 3R
B4 575 15 Y% A R ANRE B 4 £ 35 TR A5 i o

E2 FREFEEFH APC X Ef# R4
T B AR RIEIEEER( n =5)

B3 IFN-y F KEZK( P EE)

A23187 Sh—Fh45 B8 24 C1 ), AT 48 = i 2% P it
B Ca K, SH G S A AT EAASEEN
( calcimodulin, CaM ), f#i CaM ¥ 2 K& A= o728 2 52 i
IKIX, CaM £ I X 45 & 4 A AR 11 32 AR o AL AU S 24
MATE S R EM, SR HENEL . AR,
MMe &3 1) PBMC 7F A23187 14 thGM-CSF 1 %1
FL7E 20 ~40 h 53k T DC WL ADE S, Wk iR
HLA-DR,CD80,CD86 & CD54 4» Ty ik, H i Bl
=% CD83 4 F- ik , ZRA%AY DC X [A] Ff 544 T Ik £
S ELAT AR 5 034 58V H , 1R B GRS T 9k 2 40 i
W TFN-y o 7E MMe | "B 98 25 55 A= W96 7 FR o 5508 (%) ik
JEVRTT Y FRATTD A B —Fh RE P R b AR R
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¥SEFRBEHAEDT FHIT EERESREE A%

FHIT 5& KA T 3pl4. 2, Sy i 4 56 30 il 3 A .
FHIT S5 38 2 AFAE Tl &4 H  FLIR S B e A5
SEME bR 4H 2H, SCES R B FHIT 2 5 48 T, FHIT
5 p53 ECA FERIGYY R sh AR 2 1 T AR
AL R A STk FHIT S [R 16 i i 28 &
A PR R T RE B S, I IRATT R S R
Fe a2 FHIT JE R M e Ho A A R il b AR,
S FHIT & PSR FH T 1t 98 i s A8 9 47 1092 e & i B v
ST PR LS IR M

1 #MR5EFZE

1.1 SEEhRA
I RBR A 1 1L PG 45 B g B e | L 7 s L K2 2
— I PR = Bt P13 — 22 & R 2 e 7 R BE 2000 4F 11 H ~
2002 4 6 H FARYI R 0 il KARAR A , 38 230 ] iR
Y1 A iR 2 )R 130 {1 i 28 P s AR (32 A 4 il R
PR, Ilish i, SV IR AE , LU AR hy fili 58 14 95
AR ) K 360 i 2 360 MY A HE et)5,
B T RS PG A AR . i 4107 1k 1 82 i), Horpr
1EH L2 BNE )16 4 ; JE i 40 A 3% A= ( BCH )12 {41 ; %
AR B2 A AEC SM 13 il 5 5 B - B AN LR B4 A= ( MMD )
10 f51] , F B AS L 76 338 A 5 983 ( S-C ) 11 1], 3331 Pk
PRAN L8R SSC )20 . Jili 98 40 e 57 9, 1E 1
16 19 S AN MG A 14 1] Stk b Rz Ak 16 ) 42 -
FR RN BLRIIA A 11 5], LA EARAS [ T FHIT 34
o B AR ek A I

B3 HES Thl HEER 20 DC.

[ X7 ] A23187; WZRANM; Tt Bt 20805 AME Il Bh
ezl

[ HESES ] R392.3 [ STHtkRIRAD ] A

[ & % T k]
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ony-stimulating factor, interleukin-2, and interleukin-12 synergize
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Immunother, 2000, 23( 3 ): 311-320.
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treated myeloid cells acquire many dendritic cell characteristics in-

F, A P (MAE305 ERmEEA, bR

100017 )

1.2 XFA5 R A s A8 Figa L 2L A T iU

£ Narishige $ il &% [ HAR 0.5 mm 2503055 4
Fir ] J R 0 1 AR R B ZH 2R A e ) B B £ L #E Olympus
AR T XA R 7 wm BRI AR5 S HIEAE S,
FHYIE Bl 35 51K 955 28 20 205 J5] R 40 2003 B0 9T, T R
HUET IR R ZH 2, R I EC I Y DNA 2471, 56°C T4 1k 24
ho SR JHH LB A5l DNA ; 224048 23 56 0% BE T
JE DNA e B FatifE
1.3 gl &Gk

W A Primer 5 59353 BT 5149 D3S1234,
D3S1300, D3S1481,D3S1313 1 FiF W AW R A
A A
1.4 PCR ¥ LA DNA B 78 Pk B 75 45 Mk iz vt
iz H ik

RBARFL R 50 wl F#E4 DNA 1 ul, 1 0 x Taq
DAN R4 i buffer 5 pl, 1.5 mmol/L MgCl,, 2 mmol/L
dNTPS, 20 pmol [ F{iF5|#) & TagDAN R4 1 Us
PB4 94°C 5 min , 94°C 1 min, 54°C ~60%C 40 s,
72°C 1 min, fE3 40 W5 , 72°C FFLEM 7 min, FE ]
12 % 142814 58 DS 0 T e R G
1.5 Yeto R 2k Fp0 b

RS A I T g AR E 0 T A )
BRYE . SGRHNW: 5 TR — AR Y TE H W 4 2 S
SELER , A7 S — A 6 DX 2R T R Bl R o 8 R e b
50% LA L=, B A ) Wtk 232 5 PE B2 ( loss of heterozygosi-
ty, LHO ); a2 i 20 20 b s 30 0F 8 % RE AT A 7Y
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BRI T B AT E( microsatellite instability, MI )‘ ? ‘O
1.6 SEd A5

FEGFH A T bt A FHIT Z 5o Ediig, ik
i REE Ry 1: 200,
1.7 itz

FI SPSS10. 0 #E47 X° Kl

2 HR5ITE

2.1 4] FHIT £ A 4 AN TR A4 LOH A ML &

TR 5 D3S1300 1 D3S1313 4 LOH & 2E %
B KT ML & A= 22, 5300 4 :28. 0% (23/82 ) >
9.8%( 8/82)3;29.3% (24/82)>4.9%( 4/82 ), P {4}
A2 0.016 F10.010, 2250 A Geit2# 3 X D3S1234
D3S1481 (1) LOH M1 & 43435k : 30. 5%( 25/82 )Fl
9.8%(8/82),28.0%(23/82)F19.8%(8/82), P 1
3R 0. 177 F10.200, B4 22 55 %A B i &
Mo
2.2 FiEEALRA 4 M AR 41 FHIT 2K A LOH A1 MI

R RER(WEKL)
®1 FHEAFMMRERETARN FHIT ZEAEZR( LOH 1 MI 2% 4R )i
s D3S1234 D3S1300 D3S1481 D3S1313 P1/P2/P3/P4
A B M%) B%) A%) B%) AM%) B%) A%) B(%) A%) B(%) P

BNE 16 16 2(12.5) 0(0.0) 1(6.3) 0(0.0) 1(6.3) 0(0.0) 0(0.0) 0(0.0) 3(18.8) 0(0.0) 0.226
BCH 12 14 4(33.1) 1(7.1) 3(25.0) 1(7.1) 3(25.0) 0(0.0) 2(16.7) 0(0.0) 4(33.3) 1(7.1) 0.148
SM 13 16 4(30.8)2(12.5) 4(30.8)2(12.5) 6(46.2) 1(6.3) 4(30.8) 1(6.3) 7(53.8)2(12.5) 0.041
MMD 10 11 6(60.0)2(18.2) 3(30.0) 1(9.1) 6(60.0) 1(9.1) 4(40.0) 0(0.0) 7(70.0)2(18.2) 0.030
s-C 11 6(54.5) 5(45.5) 6(54.5) 4(36.4) 9(81.8) -

scc 20 11(55.0) 7(70.0) 9(45.0) 14( 70.0) 17(85.0) -

sum 82 57 33(40.2)5(8.8) 30(36.6)4(7.0) 31(37.8)2(3.5) 28(34.1)"1(1.8) 47(57.3)5(8.8)

X 10.214  3.080  17.415 2.017  11.844 2.458  21.603 2.608  22.235 3.080

P 0.069 0.379  0.004 0.569  0.037 0.483  0.001 0.456  0.000 0.379

A: FELE ; B IR MRS « . iiE4H 82 19, D3S1234, D3S1300, D3S1481, D3S1313 iX 4 M A Z A1 A LOH/MI &A%
He#E X* =0.679,P =0. 878, P1/P2/P3/P4 .4 4~ 5 D3S1234/D3S1300/D3S1481/D3S1313 LOH/MI &4

B A K I i TR 7 5 D3S1234, D3S1300,
D3S1481,D3S1313 1% FHIT %&£ A FH 4 % LOH 1 MI &
AR ) e 28 N A P A8 4 T SR Y
FHIT BHPER 5510 18. 8% F10.0% , & Heis P H N
0.226, 22 TCHETH27 T8 S o I ¥is 2 0 s 48 P o 742 2
JUE 4 M 34 AE 1Y) FHIT BHAESR 53508 33.3% F17.1% , P
FILEE PAE R 0. 148, 20 TEGe it 7 o i 4 Fn fii
e Pk AR A1 R b R AR AR 9 FHIT FH R 4 518
53.8% F112.5% W& LA P {E°0 0. 041, Z 514 %1t
SR N il g 2H - B AR SR BE AR ) FHIT BH MR
70. 0% , 5 Jifi 4¢ 4 -y B2 Al g 7Y 38 2R Y BH PR R 2
(18.2% )HL#E,P {5 79 0.030, 22 5 G5 it 2475 3. i
PRI A AR LL A, P {H R 0.000, A & Mk 25 R .
Il 4 14 9 A8 21 45 1 A g AR 22 B) L 3, P E R 0..379, 22
S
2.3 FHIT FHEHEA

JiJes £EL 0 il 26 A AE 4 IF % SRR Y FHIT

FEHRIB BT 18. 8% (3/16 ) F1 0. 0% ( 0/
16), i L PR 0.226, 2% R A Bn i 4 it 2
B il 2 5 il e 1 s A 2 LG 4 f 1S AR Y FHIT
A BIE R A5 60% (6/10)F10.0%( 0/11 ),
P TLEE P AE R 0.004, 22 5 W& Ve Tl 20 5 &
PEIRAS AL WIR Rz Ak AR FHIT B2 553514 60% ( 6/
10)F116.7% (2/12), 35 LLE P {E R 0. 074, 22 55 %
A W G AR S Bt 4 RN i 9 PR AR 4L IE B S
S LM BRI AN A A Atk b R A BB R R
BWESABEE,
2.4  FHIT B:HFENES FHIT EHRIER LR
FHIT 5 (4 ik 25 4 17 i, FHIT 3 K LOH/MI
16 45, e 15 {61 [R] B A7 A FHIT 85 1 3% 35 6k 26 i
FHIT %&£ K] LOH/MI, P’ #% [a] /% ¢ 3 % %X Kappa {H 4
0. 883, Kappa K% P -} 0. 000, B FHIT 3£ [H LOH/
MI 5 FHIT & F R AR R X R EA G2 E L
T TR, DU B R AR A 5 (9 FHIT I
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p33 FEHBEAIRYT , vl AR /N i il sl e g
BREAT R WA, B E1A ik
FHIT % 5L 07 S0 1 4 BUIAR PR 1 g 4 s 1 2
K, ELA R g 1] B8 S A o {8 00 3 R iR T TR
FHIT B[ 0] A5 1 Il 98 50 28 TR 977 B e B
FHIT J A2 A 2 5 il 10 A8 1 & 2B kT . TRt
TATCEE T I R FARVIBR A Il R AR bR A, 430 2 41, —
LM, o — ARl R AR . FE o ) FE R L
Rl FHIT JERAE 2 3G B rh B AEES . A
S SR FH ) A TR 467 45, D3S1234, D3S1300, D3S1481,
D3S1313 A TAMNE T4 ~ 6 Z ], 3% 5 R & Bk 4 1Y
a5 SRR 4 A ORGSR Y 1300 1
1313 2 MLEER YOS AR L LOH W4 £, M1
KRR, 1234 1 1481 {7 5% LOH Al MI H 3% 2%
SIGE L. BORMIEETN AL FHIT 5K 55 A
AXBRT LOH, MI AR )&% 3 [N 5 19385 B . il 46 1
AR LB 4 A TR S A FHIT BHPE R A IEH LR
SN A R b AR R B AR R A >
6] JC k25 Pk 22 S o B 4L P 4 S B TR A Y
FHIT LOH/MI A& 4= 3 7F 45 G A A L 25 57 i 3
PE ELZ A6 18, H 7 FHIT B D8 R e il ke 72 7 0 1
AR Y R S A B EANE . B FHIT BARUE %3
AR AR THA B & R R Ol R B R PR 9 T BB R,
FHIT BORFRE , 12048 A5 9 A8 o BCIE J88 13 A2 1) 1T R
8

i JeE 2EL 0 8RR b Rz A A A - e B A L R 3
S35 A5 19 FHIT FHE: 2 LOH/MI ), Y98 5 25 F Jili 26 P9
AR ZH RO L Y 38 A A, B g R 2 S (HR
ZH Y IE B SR b R RS A B 4 AR 9 A8 Y FHIT FH
PR, 5 9PN A8 41 0 SRS T B T RS A0 4 A=
M2 il s MGt 3, X s S AR A
—ERR . BRE Il A S S R B A R AR
JIti & s A8 20 ) S AR b B B AR A B S AR AR 25

FE IR A 45 3 A e A rh N IE B AU
K FERANA G A WK b R b R A B AR - R
LAY A A LOH/MI BHVE 228 i 1 vy . o R LAY
8 A= - g8 Rt R 4 i g TR A 18] %) FHIT BH 4 R 42
VT, 535k 81. 8% F1 85.0% . WK 40 s FHIT 3 [
BHAEAG: 23R 5 5 SCHR AR T8 A9 & A2 SRAHGE ™. 1 fili
SNBSS AL A PRI A AR 1Y FHIT PR R
B AR TR 2, 6] FHIT 252 9 0028 5 o & 24
BT RY Be B DDA OC . RATTAE i 55 19 16 B 1E 8 2 <
ARSI F] 3 ] LOH/MI, % 5% 55 JiE 41 ifg 38 A= g 75

FHIT J£ K FHPE R R 33% o 1 i S MR AE 4L IE % XK
bR B AR A R G, R Al G A A —
B LOH, JATARIEASLEMISIIEH 1258k
Je FNEE AR BE A= 20 % AR T FHIT JEH A0 E R L, 5t
ANBEHEBR T RU R AS A9 TT RE . PR L X B 25 1E 8 1Y FHIT
F R BRI s BB U A0 R B

Bifi 5 FRATT R FH e e AH Uk 24 D7 TR R P2 3R T
B RSN 3 A AR b R Ak AR R AR EAT T FHIT 2
IR AN o %5080 2 BA i i 20w 58 1C 440 e 34 A= i
R R ARAR GG A8 1 FHIT 85 (A 2 3k B M 201 8K F il
RN AR AL T B AE N SRS B AR o il 41 FHIT
AR BRI R AR & 8 5. fELEA
TS 29 = 9 2 i 98 1B 2 A 2L 40 b i S A B R A
PRI A 1 LAl E L 45 0 FHIT 8 Bk 2k W) FHIT 35 A
LOH/MI f—2 P 88.3% . i %} FHIT & H 1 5
ZHAGIN He g it — AR S T FHIT S22 5 i i & A= 19
PR S A o it 2 R 3 A 1 0 7 5 M 4 e AR 2 1Y
BRI S S . R AT AR X —
SOABESE W RN RS W SRR . ATHY
S5 LAEIR FHIT T AR A2 W7 S8 1 R R 45 G0 i
75 K Sy M HL TS 0 R DN 8 A, A I 9 T e AR Y R
BGST e 2 B It T S g4l o

[ & % k]
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