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Production of IL-10 and IL-12 by AM and PBMC from lung cancer patients
LI Min—chao, et d
(Department of Respiratory Medicine , the Second Affiliated Hospital, Chongging Medical University)

[ Abstract JObjective: To investigate the production of IL.—-10 and IL-12 by alveolar marcrophage and peripheral blood mononuclear cell
from lung cancer patients, to evaluate the cellular immune state, and to provide justification for [L-12 therapy in the fields of Lung cancer.
Methods: AM and PBMC were obtained from 57 patients with Lung cancer, 33 patients with benign pulmonary disease, and 12 normal
control. IL.-10 and IL-12 in the culture supernatants were measured quantitatively by ELISA. Results: (1) Higher levels of IL-10 were
found in Lung cancer group than that in NC and BPD group. IL-12 showed significantly lower levels than that in NC and BPD group. (2)
The levels of IL-10 had negative correlation with that of IL-12 in Lung cancer group. (3) The levels of IL-10 in Lung cancer group of
stage I, IV were significantly higher than that of stage I ~ Il . The levels of IL-12 in Lung cancer group of stage IV were significantly
lower than that of stage 1 ~ 11.(4) Higher levels of IL.-10 were found in SCLC group than that in NSCLC group. The levels of IL-12 from
PBMC and AM in SCLC group were lower than that in adenocarcinoma,adenocarcinoma and squamous carcinoma groups separately.
Conclusion: (1) results suggest the defect of cell-mediated immunity function presents both in local and general immune response in
Lung cancer patients. (2 )The basal levels of IL-10 and IL—12 are related to the stage and extent of malignancy.
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241 LC 4 PBMC 40 TIL-10 55 IL-12 fAEA MRy B2
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%1 NC.BPD % LC 8 PBMC.AM % IL-10.IL-12 B97KF( x £ S, pg/ml)

i n IL-10(PBMC) IL-10(AM) IL-12(PBMC) IL-12(AM)
NC 12 93.83 +9.22 92.67+11.22 266.43 +61.82 243.35 + 40.01
BPD 33 108.91 + 15.95 94.39 + 10.04 315.50 + 69.15* 283.17 £49.74
LC 57 148.60 + 35.56™ 132.06 + 30.42" 20831 + 52.32* 198.86 + 42.63"
.5 NC 4 % BPD 4, ™ P<0.01; 5 NC A#HLL, " P<0.01
2 AEARFABIEEL IL-10.1L-12 Bk F LB (x +s,pg/ml)
4348 n 1L-10(PBMC) IL-10{AM) 1L-12(PBMC) IL-12(AM)
B 25 140.37 £ 27.00 127.74 1 26.19 209.42 + 51.11 202.05 + 41.05
i) 22 136.50 + 27.39 120.30 £ 29.66 228.50 = 60.43 215.10 + 45.41
SCLC 10 194.83 + 23.88" 16533 + 23.78" 171.17 £ 12.62* 161.67 + 18.892

v SR B, P<0.01,2 P<0.05; 5EH L, P<0.01

£3 AESHE PBMC B AM 53 IL-10,1L~12 7K FEE B (x + s, pg/ml)

il n IL-10(PBMC) IL-10(AM) IL-12(PBMC) IL-12(AM)
I~ 13 131.57 + 25.35 117.05 + 28.12 228.38 + 56.40 217.05 + 43.80

33 14 171.00 + 36.10° 150.13 + 15.57* 186.50 + 29.67 182.88 + 19.10

Vi 30 178.33 £ 13.52' 160.50 + 18.75" 167.17 + 13.20" 156.50  14.98'

F:5 1 ~T#HE, P<0.01,” P<0.05
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