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45, Ho DTIC A IL-2 E24K45% FDA HitifiE. DTIC BB
I Z( overall response rate, ORR ) . JCit JBHT[A]( time to
progression, TTP VAT OS KR 12% ~20% 1.5 ~1.9
MNHMG6 ~8 AN H. LLDTIC A EMWIZ) =2 PUZ§Ek
G DTIC B9 M L, AR T Ak . 48 KR
5 IL2 (9 ORR K 15% ~20% ,4% K83 AT LK 3D 2%
it R R BT R AT IR
IFN iR 1L-2, AL AESE 5 AR 19 ORR 1 TTP, A REZE K
08,

BRI R AETEAR s 0 S e vk, — R AR YT
MR R o T AR K, BRI I AR iR T U 1 —
A A HE D AR S 32 200 o A Ve 20 G T R IR T
SR T I SR A — 2Rk

1 ERET4EERETT

L ARPEA IR ST S48 o B PR SMEGE IF 19 iR
R S R AR R S M R s A0 L Y — R R T A TR
Y QAN % N ES IS e WA N 15 Y I Vi I SO N B
I YEPE NK A0EIGYT Fad 4k T 4y . b gk T
AT 10 e R e R R R A A TR T TS Y
H AHXS MHC T 2843 B P % Jib 8 4 JE 2. NK
AU R 38 MHC T 2843 1 1 il 14 52 44, 7T LA S

[ XEHS ]

1007-385X( 2009 )02-0207-04

MHC 1 280 F AL B B, R i iz 2 B . =
2008 4F 9 H A 2 AR FRIE I Ak S e IR T 1) BE AL
TEBFFE R

1.1 #EATFESF4 @i LAK)

LAK K& 1L-2 MG Ak A0 8] I 504> 4% 40
P2 . Rosenberg 25 ¥4 181 151 X T4 1: e 10 Ji 98 10 %
BEALS> R P4 R T2 BEA LAK 410 Pali k)
IL-2 2, Hir 54 B3R 298 B 5 LAK + 1L-2 ZHFIL-2
21 24 A AAFTE R0 58 32% M115% , 1 48 A A 4F
R0 18% 1 4% (P =0.064 ), IR 63.2
A B, L2 2019 26 6 35 238501, 1 LAK + IL-2
ZH( 28 5] ) 5 A7 TG, Hodr 3 (5 42 58 4 28 fif( com-
plete response, CR ). Z5FHER X TR M 2R B
L LAK ATHE ) IL-2 973K
1.2 Abyg i3 8 vk 2 ogm i TIL)

TIL J2& g 2 80 o0 B i i T 40, e R A 22
Pt CD3 FATEREHTMAR T2 #46 =4 . —3 11/ I3 IR
5K 88 15 T AR 22088 T AR U5 i 3 Bl AL 3R TIL
A IL2 4Ufn sl L2 1, SP3BT 114.8 S H. ™
M B & 41 B ( recurrence free survival, RFS )#
0S JL4iitap2a 5. Hh X 1 #ik s 5 E & TIL
+ L2 JRI7 R i & KB AIR( P = 0.0219 ), 08 &K
(P=0.0125)", %t F HLA-A2 (% # %, Melan-A/
MART-1 S )5 1 TIL 0] LI 597 4% ¢, W] Melan-A/
MART-1 & B2 e I 7 10 5 B HT 5, i i geg £ o
Al BRI TIL J7 R A R %

IR R L RS SR FR Y Ao 4 T A e

[E€mB ] EZEARPEILSE B H( No. 30801339 ), Suppor-
ted by National Natural Science Foundation of China( No. 30801339 )
[MEREN ] B 1973-), WA W BT, 14, B AR B,
F NI EYIRIT T . E-mail : zxwih@ yahoo. com. en

* WIRAEA( Corresponding author ). E-mail : zxwih@ yahoo. com. cn



-+ 208 -

o [ fifoed A M Ay 2, 2000 4E 4 H L16(2)

TRYTAE A PR AR o0 SE A 208, T g e S 1k T 4
R EY R BT G . Morgan 28T ok i
FRTER B R S TCR B YL /3% T 40, iAok
WY WA TIRIT. 15 Pl RFRIRIT 2 A
Jei Bl G AT R Ao A ] I 6k AR Y 10% o 2 B A3
Z2f#( partial response, PR)BHIGITIE 1 4, KNI
AT LRSI 1) K k5 Y 40 MO G A7 7 o f2iE Hunder 45 °
B 120 M PR IR I R Y A B M TR R R
PR 7N :NY-ESO-1 \MAGE-3 il MART-1 FH¥%:, gp100 FH
o WFFEF RSN B 1 4 NY-ESO-1 %75 1% CD8 ° T
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91 PRI 5 4 689 191 1T 191 78 3 9 A 5 28 5 B AL 23l
Melacine ZHFNXF RRZH , B /7 5. 6 4, WA Z4H B9 52 & XU 14
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65% M1 63% . X T HLA A2/C3 FAYERF JATF 4L A%
HRLLHY 5 4F DFS N 80% 1 40% ,5 4ELE 17Ky 89% Fil
76% ,H G2 R 0, FDA BR ik — L BAIF Mel-
acine WFIT 453, 17 604 41 1 #H 22 2988 2 & AR5 FEHL
41 Melacine Bt A 1K F) & [FN 41 A0 58 4l K50 & IFN
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AU R /NI IEN S Melacine 7E T 35 28 2597
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P
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TRYT TCRL Y 0] B R IR 2252 Tpilimumab 36 77( 10 mg/
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i 25% ,49. 1% BFEAEIRYT 24 AR IEHE R . 70.3%
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