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BAL #h ) >/ (%)
35 kN (N=4) 11.0t105
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EEEREHIHIRY, FHPIBE R TTEFRD S h
lolklEZHbE DL, OF BEREDOTUER,
AR DBEELRML TV AL FBhN S,
& 51z, Crystal 593 BAL#&HO TV /%
BRE 2 EH28 %L EDEE% high-intensity
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MiEH D IAP IZ REMK BCHEE RS TH
MU, V) 7/ SBROFIRICDIE & L O REIH
fERZAEL, VEIZHVTHBEHMERCHL
THMAASNEY, 20 AP HmMEL:, OF
EEROTLET 2EMAED SN2 EE OF
EERTUESENTEEFRML T3 L
Zbh3,
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Mononuclear phagocyte abnormality in sarcoidosis
I. Studies on superoxide production of blood monocytes
in patients with sarcoidosis
Toshiyuki KISHI
Second Department of Internal Medicine, Okayama Unii'ersity Medical School

(Director : Prof. I. Kimura)

The superoxide production of peripheral blood monocytes stimulated by concanavalin A
and cytochalasin E was examined in sarcoidosis patients.

The superoxide production of monocytes was significantly enhanced in sarcoidosis pa-
tients (9.816.4 nmol/min/10° cells) compared with healthy controls (6.6+3.5) (p<0.02).
The levels of superoxide production were 12.418.7 in 14 patients with stage 1 sarcoidosis
(bilateral hilar lymphadenopathy), 9.4 3.9 in 15 patients with stage 2 sarcoidosis (bilateral
hilar lymphadenopathy and parenchymal involvement) and 6.1+2.6 in 4 patients with stage
3 sarcoidosis (parenchymal involvement). These levels were significantly higher in patients
with stage 1 and 2 sarcoidosis than in healthy controls. The superoxide production was
significantly enhanced in patients with elevated serum lysozyme activity and slightly en-
hanced in patients with high percentages of T-lymphocytes (over 28%) in bronchoalveolar
lavage fluid.

These data suggest that peripheral blood monocytes in sarcoidosis patients have been
activated by unknown factors.



