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Fig 1., Interleukin 2 produced by murine spleno-

cytes treated with azimexon and Con A (3 ug/ml)
for 24 h, n=3 expts, x+SD,
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gkgdfi sk 24 h, H B IL-2 5 1R 6 h I 5
By HEERRIERE N 0.05ug/ml, HIT
FetERl 2 12h W, X IL-2 778 3 5 &2 W
(% 1).

Tab 1. Interleukin 2 produced by murine spleno-
cytes pretreated with azimexon and Con A (3 ug/

ml) for different times, Level of interleukin 2 was
compared at 1:4 dilution for all samples, n=39,

x+SD, *p>>0.05, ***p<0.01 vs control
Azimexon [®*H]TdR incorporation (cpm)
(ng/ml) 2h 6 h 12h
0 29401251 32351626 1564 £ 116
0,05 2977 +£333% 4279+321*** 1515+232"
0,5 3191+685% 4393-+800*** 1595+229°
5 2988 +294* 3734+754* 14004+175*
50 3150+548" 3826+529* 1584 +275*
500 2821+621* 3952+1117* —_—
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Fig 2. Interleukin 1 produced by murine peri-
toneal macrophages pretreated (A) and treated (B)
with azimexon and lipopolysaccharides (10 ug/ml)
for different times, n=3 expts, x+SD,
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IL-1 =22 % F %0, TfER 8 sk 16 h iy, IL-1
BARBEERE N, shiy, w&EE R RERN
0.5ug/ml, IL-134/0 40%; 16 hif, Bi&EfE
RWEEIRN 0.5ug/ml, IL-1 340 244% .

SRR LRSS EAR IL-2 1F
HGE2).

Tab 2. Interleukin 2 activities in cultured
supernatant of macrophages pretreated with
azimexon and lipopolysaccharide (10 pg/ml),

X+SD, Activity of standard interleukin 2 for
1:8 dilution was 14082-+318 cpm,

Azimexon [3H]TdR incorporation (cpm)
(ng/ml) 8h 16h
0 176 +30 194+ 14
0.05 131462 17861
0.5 160147 152472
5 219%70 143431
50 154 +40 151+17
it 124
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Effects of azimexon on interleukin 2 and interleukin 1 production in

vitro
SONG Jin-Ping, QIAN Ding-Hua

(Department of Natural and Synthetic Drugs Research,

Faculty of Pharmacy, The Second Military Medical College, Shanghai 200433)

ABSTRACT Azimexon, an immunostimu~
lating agent, did not induce the production
of interleukin 2 (IL-2) from murine
splenocytes in vitro, but did enhance the
secretion of IL-2 from Con A-stimulated
splenocytes at an optimal concentration of
0.05 ug/ml. Azimexon increased the pro-
duction of interleukin 1 (IL-1) from murine

peritoneal macrophages, with the optimal
concentration being 5 pg/ml. Dynamic
observation indicated that the optimal
pretreatment times for increasing IL-2 and
IL-1 were 6 and 16 h, respectively.

KEY WORDS azimexon: immunostimula-
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