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TP(Trypticase and Panmede) broth pH 7.0 435 ml
Bovine serum 50 ml
MEM vitamin solution(Gibco) 15 ml
Penicillin G 500, 000 IU




2) BEZADLAS EX (labeling)
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Table 1. Cytotoxicity of mouse macrophages
against T. vaginalis in different E : T
ratios and incubation times

Incubation timeChr)

E: T ratio -
12hr(%) 24hr(%)
1:1 0 7.4 3.48
5:1 6.51:1.51 65.21+13.2
10:1 19.04-1.28 82.9+ 8.32
2001 22.142.41 77.34- 8.01
501 27.241.66 74.24 3.11

Table 2. Cytotoxicity of peritoneal cells against 7T

vaginalis
Cell population Cytotoxicity (%)
Peritoneal cells 63.612.15
Nonadherent peritoneal cells 28.6+4.87*
Adherent peritoneal cells 69.3%5.15*

*p<{0.005



Table 3. Cytotoxicity of lymphokine-activated
macrophages from normal & immunized
mice against 7. vaginalis

Incubation condition

Cytotoxicity (%)

Macrophage, normal mice 73.944.27*
Macrophage, normal mice 96.9242.38*

+-Lymphokine
Macrophage, immunized mice 63.24-0. 49%*
Macrophage, immunized mice 08,241, 81%*

4 Lymphokine

**%5<0. 005

Table 4. Effect of lymphokine concentrations on
the macrophage cytotoxicity against T.

vaginalis

Incubation condition Cytotoxicity (%)
Macrophage 54.845.37
Macrophage+Lymphokine 95.3+2. 88%*
Macrophage+1/5 Lymphokine 86.5+5.74
Macrophage+1/20 Lymphokine 84.342.01*
Macrophage+1/80 Lymphokine 88.9+4.33

*p<{0.025

A BERALE gy AERH AXE A9
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A4 BAAEE 28.6%+4.87% 8 JEY AEfgaryt
2o AZELE Ve E Aze Y 534 574
ANEzdg 4 + At (Table 2).
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A Fasd ey (p<0.025), 1/80 AP AE
88.9+4,33% % 1/5 2 1/20 el w3 o3t F5F

Ho] AZ54L Fx5e A= v

o(Table 4).

#3tA &%

il =1

A4E gl A AT FE HguS
27)¢] antigen-presenting cell® #L£3}+
=22 27k W er A% Al 4FE vAgx
ote] 721 =4 3lvE interleukin-1(IL-1), tumor necro-
sis factor(TNF), colony stimulating factor(CSF)<}
7h2 cytokined ¥u|dld @SS 2AdE A9
o, & A= -’r‘-i»ﬂli(effector celD2 F 23}y
18 EFS FAE AANAY e Fol& Aol d(Roitt
et al., 1989).

of Al ME vtz B3 AAAEs Aeglz
Buzd dF APHoR ATEHYE e EA &
olu gl WA AL AF9 u gl 1:1A4E vt
SAZ 1247kl AEEA el Qehrt 1S4 7ho] 244
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4(IL-4) Gl BFA oz Aotz 98 2 (Roitt
et al., 1989). =3 #4318 AL E AXZ de 7
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Cytotoxicity of resident and lymphokine-activated mouse peritoneal
macrophage against Trichomonas vaginalis

Jae-Sook Ryu, Myong-Hee Ahn and Duk-Young Min
Department of Parasitology, College of Medicine, Hanyang University,
Seoul 133-791, Korea

This study was aimed to observe the direct and lymphokine-activated cell mediated cytotoxic
effects against Trichomonas vaginalis by mouse peritoneal macrophages. Cytotoxicity was measured
as release of *H-thymidine from prelabeled protozoa, and tested in U-bottom microtiter plates. A
0.1 ml suspension of labeled protozoa (2x10°/ml) was placed in each well, followed by 0.1 ml of
a suspension containing increasing numbers of peritoneal cells. After a 24 hr incubation at 37°C,
0.1ml of the supernatant was collected and counted in liquid scintillation counter.

Mouse peritoneal macrophages had appreciable level of spontaneous cytotoxicity against T. vagi-
nalis at the effector to target cell ratios from 5:1 to 50: 1. Treatment of macrophages with
lymphokine, produced by PHA-stimulated spleen cells, increased the cytotoxicity in comparison
with resident macrophages against T. vaginalis. The degree of macrophage activation for the killing
was not dependent upon the lymphokine concentration. Peritoneal cells adherent to plastic
displayed significant levels of cytotoxicity against T. vaginalis.

This study indicates that mouse peritoneal macrophages are spontaneously cytotoxic for T.
vaginalis and lymphokine increases the cytotoxicity by activating macrophages to kill 7. vaginalis.

(Korean J. Parasit., 28(2):85-89, June 1990]



