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Expression of HLA-DR on Alveolar Macrophages from

Patients with Lung Cancer
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Abstract; [ Objective] To observe the expression of human leukocyte antigen DR (HLA-DR) on alveolar

macrophages. [Methods) The alveolar macrophages obtained by bronchoalveolar lavage. were separated and incubated.

The expression of HLA-DR was detected and the positive rates of alveolar macrophages were compared. [Resulis] @

Alveolar macrophages from all cases express HLA-DR without stimulation. The positive rate of alveolar macrophages was

higher from patients with lung cancer than that from cases with nonmalignant pulmonary diseases. @ Expression of HIA-

DR in case after stimulation with IFN-a or LPS were higher than that wihtout stimulation, and stimulation with I[FN-a and

LPS in combination was the highest. @Whether stimulated or not, the positive rate of alveolar macrophages from the tu-

mor-bearing side of lung was higher than that fom the nonumor-bearing side of lung. [Conclusion] The funtion that

alveolar macrophages submit antigen was enganced, because the alveolar macwphages aroud the tumor express HLA-DR.

The function that alveolar macrophages submit antigen was enhanced after stimulated with IFN-a o/ and LPS, and the ef-

fection of IFN-a and [PS was cooperative.

Key words: lung neoplasms; macwphage, alveolar; HLA-DR antigen

(Ta)
DR (HLA-DR).
HILA-DR

: 199—06—21
(1966—). . .

b



HLA-DR

25

4

<1/ ),

RPMI-1640. IFN-« (0. 25X 10° U/ L) . LPS (250 mg/ L)+

1 MHEF* FN-0(0. 25X 10°U/L)  LPS (250 mg/L) 2 mL,
37 C.5% CO2) 2% h, , 1X
1.1 10° , —70 C
HLA-DR (MA-H HLA-DR), 1.3 HLA-DR
DAKO - sp -
sp 1) :
-o (IFN-a.), SCHRING ; 200 , HIA-DR
(ILPS),
1.2 1.4
32 ( ) 25 )
a > ,
14 18 ;28 2 &% 7
, . 95%
1
Table 1  Bronchoalveolar lavage fluid from patients of lung cancer or nomrmalignant pulmonary disease (x*Ets)
Group Cases Rate of Total number of Percent of alveolar Livability of
(n) reclamation (%) cels(107) macrophage( %)) alveolar macrophage( %)
Lung cancer Nonmalignant 32 56.3£11.2 3.442.0 93.84+2.9 89.5+3.1
Pulmonary Disease 28 60.8+8.7 3.7£0.9 94,242, 8 88.5+4.8
P 0.0 >0.10 0.0 >0.10 0.0 >0.40 0.0 >0.40
.
2 HLA-DR
Table 2 The positive rate of alveolar macrophages express HLA-DR from patient of lung cancer or
normalignant pulmonary disease ¢7)
Group Cases( n ) Without stimulation IFN-a LPS IFN-a + LPS
Lung cancer 32 46.2+5.3 60.3+5.8 61.3£5.8 72.6+6.4
Nonmalignant 28 18.3+£4.0 27.7+£5.4 28.9+4.6 38.5+5.8
Pulmonary Disease
P <0.001 <0.001 < 0.001 <0.001
. IFN-a (  P<00D);
LPS . HLA-DR . (
; , [N P<20.01), ,
/ LPS . (P=>0.05).
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Table 3 The positive rate of alveolar macrophages that express HLA-DR from tumor-bearing side
or nontumor-bearing side of lung cancer %)
Cases( n)  Without stimulation IFN« LPS IFN-a+LPS
Tumor-bearing side of lung 14 49.00%5. 12 63.00+5. % 64.43+4.55 76.14+4. 07
Nontumor-bearing side of lung 18 44.25+4. 65 58.144-7. 18 58.864=5. 64 69.924-6. 58
P <0.02 << 0.05 <<0.01 < 0. 005
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