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P62 (FITC) ARiC M Pt AHLA- I mAb (IgG-2a) . HLA-DR mAb (IgG—-2b). CD80(B7-1) mAb (IgM). CD86(B7-2) mAb (IgGl)
PAKCFTTCARIC R[] 2 BH 1% R mAD il 1gG-2a. 1gG-2b. IgM. IgGlJH iE KCaltag Laboratories. FITCH¥EARICM ML Z 2t 2
BEEE 1 (P-170) mAb (IgG1) MFITCARIC TG 1 B ST HmAb I H 74 [E Immune Tech Co. . BT 404 (FCM) 93 EBD 2 & 477 1)
ELTTEI AR T 520 i 2 At A
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I8 FH 4 B R D R A S h (MTT) ¥ 057 (6] BEAT IR 29 PEA I, WLERMCF -7/ ADR JZMCF—7 41 fu X ADRFIBR R K 0Bk (VCR, ) JH BH A2 46
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Fig.1

K1 rhIFN-a2b3HIMCF-7/ADRZH M A K o Bk 1 iih 2%
Fig.1  Growth inhibition—logarithmic concentration curve of MCF-7/ADR cell line treated with rhIFN-o2b

2.3 rhIFN-a2biM T HLAFIBT F ik I3 B

FOMAE M rh IFN-2b % MCF—7 / ADRZH IHLAFIBT 2432 R I ] - 258 5 22 WL K120 rhIFN—a2b i MCF—7/ADRAN MHLARIBT 2 1k ) g e It
25524 hiik. LrhIFN-g2b4bBE )5, MCF-7/ ADRZNMHLA— I FIDRZFEIEMPECRAISFIIRLFILA24 higersr (47494, 4%, 89.85+
12.45; 31.48%, 24.5146.33, P<0.001). rhIFN-a2b (400 TU/m1) %JHLA- I . HLA-DRZFEIAIHT5VE AR 0 i B (55 2w kb 4k,
P<0.001) , TXTB7FIE TR TS (5 Znrtese, P<0.05).
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K2 rhIFN-a2b (400 TU/ml) ik T5MCF-7/ADRAN IHLARIBT 632 [ 206 &R
Fig.2 Time—effect curves of HLA and B7 expression after administration with rhIFN-o2b (400IU/ml) in MCF-
7/ADR cell line

2.4  ThIFN-o2b A TTHLAFIBT LIk B &R

238 4 rhTFN-¢2b (100, 400F1800 TU/ml) 4324 hjm, MCF-7/ADRHMUHLAFIBT FikA840 W3 FI# 1. HrRHLA- 1 28H0 11255
FFRIEMIPECRF i EL i B 2 (P<0. 05, P<0.005) ; BT-1ZR4bANBHE; B7-2F T+ (P<0. 005) o 2H4rhIFN-a2bik & 4001800 TU/m1Af{E
FHEL .

LA (100, 4001800 TU/ml) rhIFN-a2bAb3R )5, MCF-7/ADRAHMIHLA- [ 25 FIRLFIASALEE I B, HACFRRTIN57. 7747, 55
JH4579. 29+£8. 34, 79.85+10. 23f189. 85+12. 45 (P<0. 005) ; HLA- I[ 2KFIB7-24> T FRLFIJRE A RIFELE T, {HB7-1°FRRLFIZR
WAH R (EI3) .
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Fig.3 Dose—effect relationship of HLA and B7 expression in MCF-7/ADR cell line detected by flow cytometry

after administration with rhIFN-a2b

# 1 F@Ei#E rhIFN-aZb 71 MCF.7/ADR 4 2 HLA 0
BT EEHHEEART &+ Ria=l, % red
Tab.1 Positive cell ratios of HLA and B7 in MCF-7/
ADR cell line after administration with chIFN-u2b
(=1 %, MeantSD )

1 i
Al apain Concentrations of thIFN-a2b ([LmT}

0 100 45) [

HIA-1 T625+7.55 78.12+48,34 ST4R+H1245F §1.08+109TF

HLA-N 1352+5.23 24.2649.02" 301.48+633"  30000+4. 658
BY-1(CDS0) 2424138 1.91+42.71  333+392 262+1.27
B2 ((D&) 0.28+0.81 3014244 4462+238]0 R HE+4 480

P, 05, "P<0,005 w5 A tot1al of count 5 000 cells was coanted for
each test by FCM; n: Times of test.
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HLARNBT S5 23K, A 30 IR S iy 52« S IR S8 iay T B R I BE S e — S SEIGBIES dos, N A0M DR1 BRE E A VA T AN ]
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A e 1 AN A7 AR HLARIBT 1 7t 5 48 ) 7L, A 00— 2D AT 9 484 i e e 400 I TR L A 9 73 4 O HL A FIB 7 35 (140 75 7

IS FH TEN B A 175 3 18 5 G673 2 L AR 10« s A0 4 8 25 e 4 B HLAFIB 7258 [ 7] [81 [9] o fHJZE, 7 ORIFNXY 2 241 25 41
HUHLARIBT A K41 I LA LS JCi 245 P8 (R 2w R LI 7SR . ASBITFUA L, 3 247105 (100~400 TU/m1) (ITFN-o2b HEHS IS 38 7L IR FMCE -
7/ADRIH 2541 FEHLARIBT 35, B SRHLA- [ 173K, SFHLA- [LRIBT (4 A AR W o X5kt v 8 R LK rh IFN-¢2b (10
000 TU/m1) X FLARIEMCE 7/ ADRA ALty WY 03I HT T Lt e ol e 3000 22 2 25 A0 ML PR R 3 A, (EDR P 17O FR) A TS W] ik i
(ARG R SCARIE) » HHLHI AT BE 5 RFr h IFN-o2b ELHAM IR 40 A7 0% . TENG@ A4 A T () S i 1 I -, P HLABRMHC R IA IR i 45
F BRI /K P BT . TRNGEIS 5 A0 MR K TENSZ AR 25, OB A BN AR 546 812, INIEHLABKMHC I 3d 7, JIEEHLARY,
MHCE A v WIFEART], B YHLA- T L PAL F JI e 40 i U ZETENAR R A R 58 Bl T 2R BT e RAR B2 T 2B [ 10] o I Ut W yed 4 i
HLA- T 2BHU R B 1 R A G B e s AT 6, 10 H. T 28B40 7 2H 20 Rk 2 200 M 2 1 0 0 i RO DR (A 22 JPR s i DR B vl g
Al TFNREWS [ P ATHLA- T LUK 2 IR I R (K60, o 2 FH TEN A5 40 i DR1 1 V4 S5 HLA BRMHC 114 2 12k b B 4 4 5 PRI 1 15 0 LR A
Ae 57 AT B
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IEMHC-TL 2K Ht)5, MR KRR BISOR T e M U Be (1] [21 (107 FLARFEMDRAN M 2R BUNHLA- T RIAH R . BA TS
rhTFN-a2b AN [l R AIAN [ IS 10 FUBR S MDRAH S HLAMIB 7435 (4 F R B 3R i3, rhIEN=-a2bX SLIREMDR A1 EHLA-DRAIB7 73
TRIEW T EH AW, 7 XB7TIHFZE T WL BTG 8, FESE B2 T2 RRERTEER.
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