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MCF-7/ADR P-170 PECR RLFI
40.65 5.54 MCF-7 ( 3.38% 5.13 3.27, <0.001 =0.0030) MCF-7/ADR HLA-
PECR RLFI 76.26% 51.77 755 MCF-7 98.22%  129.08 9.97,
MCF-7/ADR HLA-DR PECR RLFI 13.92% 19.20 5.23 MCF-7
B7-1 PECR RLFI ( =0.348, =0.105) B7-2 PECR
RLFI  11.72 4.15 MCF-7/ADR 1.28% =0.011 30.06 3.20 =0.026
HLA B7 HLA-
HLA-I
HLA
R394;R737.902 A 1000-2588(2001)10-0731-04

DANHan-lei,ZHAOY an,ZHANGJian,ZHANGJi-ren

(OncologyCenter of PLA,ZhujiangHospital ,FirstMilitaryMedical University, Guangzhou510282,China)

B7

85.3%

<0.001
10.06% 19.20 5.23

14.4%

Tostudytheexpressionof HL A andco-stimulatorymol ecul esB7inhumanbreastcancercellswith
multidrugresistance (MDR) phenotypeandexplorethe correlationbetweenM DRmechani smsandimmuneevasionofthe

cancercells.
encoded byMDR gene)

analyzed comparativelyusingflowcytometer(FCM).

9.97, <0.001 .

measuredinM CF-7cells (10.06%,

The2indicesforHLAclass
<0.001and16.70 2.37,

Theexpressions o HLA-I, HLA-DR, B7(CD80, CD86) andP-170(al70000membraneprotein
in human breast cancer cellineM CF-7 and its adriamycin-resistant subline MCF-7/ADR were

MTTassayandFCM analysisindicatedthattheM CF-7/ADR
cellswithhigherpositivityrateforP-170expression (85.3%) weremoreresistanttoadriamycinandvincristinethanthe
M CF-7cells.Thepositivecel | percentageandmeanrel ativelinearfluorescenceintensity (RLFl)forHL Aclass
ADR cellswere76.26%and51.77 7.55respectively, significantlylowerthanthoseinM CF-7cells

inMCF-7/
98.22% and129.08

inMCF-7/ADRcellswerel3.92%and19.20 5.23, aso lowerthanthose
=0.173). CD80expressioninthe2celllineswassimilarin

termsofthepositivecell percentage(2.08%t01.84%, =0.348)andthemeanfluorescenceintensity(12.76 2.03t021.13

3.77,

=0.105).CD 86-positivecell percentageinM CF-7/ADRcells(14.4%)washigherthanthat inM CF-7cells(1.28%, =

0.001),buttheRL FIof CD86inM CF-7/ADRcells(11.72 4.15)waslowerthanthatinM CF-7cells(30.06 3.20, =0.026).

Significantly down-regulated HLA class  expression and enhanced HLA class
alteredexpressionof B 7mol ecul esarepresentinM CF-7/ADRcells, indicatingthatthedown-regulationofHLA- molecule
expressionmaybeoneofthei mportantmechani smsofimmuneevasi oninM DRbreastcancercells,

byup-regulationofHLA-

expression.
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56 HLA P-170
B7
HLA B7 1.4 FCM
0.01lmmol/L pH7.4
1 PBS 2 70 m
1.1 PBS 2~3 10°/ml
MCF-7 0.5ml
MCF-7/ADR FITC HLA-
DMEM 10% HLA- B7-1 B7-2 10 |
L- FracoCo. 37 30min
37 5% CO, 3
ADR 1.5
9804E2 2ng/L FCM
MCF-7 MCF-7/ADR HLA- HLA-
1.2 B7-1 B7-2 SPSS10.0
FITC HLA- 1G, HLA B7
lgG-2a HLA-DR IgG-2b CD80 2
B7-1 IgM CD86 B7-2
IgG1 FITC 2
1gG-2a 1gG-2b IgM 1gG1 Caltag 2.1
Laboratories FITC MTT ADR VCR
P-170 lgG1  FITC lgG1 MCF-7 ICy (0.52 0.18) (0.75
ImmuneTechCo. 0.41) g/ml MCF-7/ADR  ICy,
FCM BD ELITE (25.75 5.84) (1044 1.57) g/ml 49.5
13.9 =7.25, 847, =0.018,0.014 FCM
1.3 1 MCF-7
MTT 7 P-170
ADR 3.38%  (5.13 3.27) MCF-7/ADR
VCR 1Csp 85.3% 40.65 554 P-170
FITC P-170 2=6797.99 <0.001;, =19.38, =0.003
m ,.‘ r_“NCg““VC m i i ] ’Ej' !
2 2076 RS . E 3] ‘. - MCF-7/ADR i
' - E_._._- & | I Zs "-'ﬁ»'ii'y | o] _ J \ |
MCEF-7/ADR Mouse IgGl FITC P170 FITC P170 FITC
| e [l [ ] e
; - ,‘3 I. :’é_—r————- ér{‘ w;‘l ‘: :i P-170 of MCF-7
FSC-height % W* LEW ° _ 11 e NE
MCF-7 Mouse IgG1 FITC P170 FITC PI70FITC
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129.08 9.97 2=]1 083.03, B7-2 14.4%
<0.001; =6.49, =0.023 HLA-DR 1.28% 2=12.18, =0.001
13.92% 10.06% = 11.72 4.15 30.06 3.20
3.788, =0.052 HLA-DR =6.097, =0.026
é:i | Negative [y Negative | Negative ‘j § Negative
|} control  HLA- I of MCF-7 {1 control o control = I_| conwol
1—% :.". é | HLA-II of MCF-7 é !\ CD80 of MCF-7 é % } | CD86 of MC |
% ‘.}11_,-\-1 ruc : hin-u Cavon (.
: :\:cgﬂlivf . G \u;ihtglb HLA-II of \:’tjf:‘u 3144
i 3 pconteol o HLA- 1 of @ MCF-7/ADR 24  CcDSoof 21 A, CDs6of
2 3 /4 ¥ MCF-7/ADR 3 i 2 4 /%, ~ MCF-7/ADR 2 W MEETADR
..i.n,..-\-"i: I-‘IT‘('-'" - "HL,-\_';-[‘I:[]("" “cpsoFITC 4 ' (_'Dsh.l-'il'('.
2 MCF-7 MCF-7/ADRHLA  B7
3 MCF-7 HLA-II
HLA B7 B7-1 B7-2
HLA- HLA BY
HLA B7
CcDg"
CTL HLA B7
HLA- HLA
T B B7
2 Laolini  °
B7
B -2/
B7 MHC -I CTL
B7-1 B7-2 MHC
IFN - IL-45 12 - Kono % HLA-A2  Her-2
GM-CSF HLA-A2 Her-2
2 CTL HLA-A2
HLA CTL
B7 12 MHC
HLA B7 MDR
34 HLA B7
MCF-7/ADR HLA-I MDR HLA B7



(JFirstMilMedUniv) 21

HLA BY
S
A P-170
56
1

612

HLA- HLA-
FCM

1 KleinJ,SatoA.TheHLAsystem J .NEnglJMed,2000,343(11):
782-6.
2 HarrisNL,RoncheseF.Therol eof B7costi mulationinT-cellimmu-

2001 7

510180
020-81872080 13503076159
E-mail:Iqth@163.net;| gthabc@sina.com.cn

52

10

11

12

nity J .Immunol CellBiol,2000,77(4):304-11.
GaoGF,TormoJ,GerthUC, .Crystal structureofthecomplex
betweenhumanCD8al pha(alpha) andHLA-A2 J . Nature, 1997,
387(6633):630-4.
HicklinDJ,MarincolaFM,FerroneS.HL Aclassl antigen down-
regulationinhumancancers: T-cellimmunotherapyrevivesanold
story J . MolMedToday,1999,5(4):178-86.
PersidisA. Cancermultidrugresistance J . Nat Biotechnol,1999,
17(1):94-5.
RamachandranC,M el nickSJ.M ultidrugresi stancei nhumantumors-
mol eculardiagnosisandclinicalsignificance J . MolDiagn,1999,4
(2):81-94.
JanewayCA ,BorromlyK.Signal sandsignsforlymphocyteresponses
J .Cell,1994,76 2 :275-86.
LarsenCP,ElwoodET,AlexanderDZ, . Long-termacceptance
of skin and cardiac allografts after blocking CD40 and CD28
pathways J . Nature,1996,381(6581):434-8.
LolliniPL,NicolettiG,LanduzziL, . Downregulationofmajor
histocompatibility complex class | expresson in mammary
carcinomaofHER-2/neutransgenicmice J .IntJCancer,1998,77
(6):937-41.
KonoK,Halapi E,HisingC, . Mechani smsofescapefromCD8*
T-cellclonesspecific fortheHER-2/neuproto-oncogeneexpressed
in ovarian carcinomas related and unrelated to decreased MHC
classlexpression J .IntJCancer,1997,70(1):112-21.
SobecksRM,V ogel zangNJ.High-dosechemotherapywithautol o-
gousstemcellsupportforgermcelltumors a criticd review J .
SeminOncol,1999,26(1):106-18.
ValeroV,JonesSE,Von-HoffDD, . A phasellstudyofdoce-
taxelinpatientswith paclitaxel-resistant metastatic breast cancer
J .JClinOncol,1998,16(10):3362-8.

350 16 14



