MEF634 7 H10H 81—(1161)

EERAEURERECKTZRAMA v 2 -7 =Y y D
EEEREITOWT (@3, 1)

BA B 0 BB B BT s s
R A %?* <t B . the = 5\&75%21\]—@%%:&?44-%1?}

BE AR - LB fEET

Interferon-y Production in Vitro by Peripheral Lymphocytes
from Patients with Retinitis Pigmentosa

Atsuko Morimoto, Masahiko Komori, Yoko Akeo,
Keiko Fujiki, Atsushi Kanai, Akira Nakajima,
Katsuro Natori*, and Shudo Yamazaki*

Department of Opthalmology, Juntendo University
*Central Virus Diagnostic Laboratory, National Insutitute of Health

E M

WBEeETHE (RP) 2Enk#EMmY » " Bo1(»2—7 A -y (IFN-y) 4% %, Concanavalin A
(= & 2% & Cytopathic Effect (CPE) M#lE 4BV TR L 1=, B (FREFSHIEEZE 6B, BE
EEEMEEE 1S, MRFA2H, e REMN LIRSSV T, EEXEREL (2 (EHMUD IFN-y BE/ 12—
shkR L, HEETEERIEIC IFN-y SR SEICET 2 t D% h o1z, BEHO IFN-y OFHEE, 5HET?
BER7E THET 5 & 683.62682.0IU/ml &, EEFBHOFHELTL.2£161.11U/ml it~ THBNEEL
RL (p<0.05), RP BE s RBFHNERO—F@ATLTVA2EBbhiz, BEBCH L THEEBRERL
BEo(ER, BorTREL -1z, (HE 92 1161—1165, 1988)

F—T— [ BEERTME, 14— T7 xRy, REER, #HEHER, Cytopathic Effect A
Abstract

Some immunological aberrations have frequently been reported in patients with retinitis pig-
mentosa (RP), including depressed production of interferon-y (IFN-y) in RP patients. In this study,
10 Japanese patients with RP (six autosomal recessive, one autosomal dominant, two sporadic, and one
patient whose cousin has RP) were investigated to determine whether the production of Concanavalin
A (Con A) induced IFN-y from peripheral lymhphocytes were depressed or not, by using the viral
cytopathic effect inhibition assay. The titers of IFN in RP, at 24 and 48 hours after incubation with
Con A was not significantly low, compared to that of 10 healthy controls. Rather, the titers after 72
hours were high compared to those of controls. This tendency in our patients was not dependent on
the mode of inheritance. Our results showed no significant defect in IFN-y production in RP patients
contrary to the previously reported data. Because of the relatively higher titers at the last incubation
time in RP patients, there remains the possibility that RP patients have some factors which may
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influence the ability of peripheral lymphocytes to produce IFN-y. (Acta Soc Ophthalmol Jpn 92 : 1161

—1165, 1988)
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Cytopathic effect inhibition assay
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