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Table 1. Contents of Johuson s CPLM medium

Bactopeptonc

32.0 gm
Bactoagar 1.6 gm
{-Cysteinchloride 2.4 gm
Maltose 1.6 gm
Liver infusion (Difco) 320.0 ml
Ringer solution 960.0 ml
Sodium hydroxide, 0.1 N solution 10.0 ml
Methylene blue, 0.5% solution 0.7 ml
Adjust to pH 5.8~6.0
Human serum, 1 ml
for each 8 ml of above medium
Penicillin

1 million 1U/L
1.0 gm/L

Streptomycin

Table 2. Contents of medium after Roiron-Rattner

(1957/8)
Pepton 20.0 gm
Asparagin 1.0 gm
Glucose 5.0 gm
Liver extract 10.0 ml
Meat extract 490.0 ml
Sodium phosphate, dibasic 2.0 gm
Sodium chloride 2.5 gm
Ascorbic acid 1.0 gm
Distilled water 500.0 ml
Adjust to pH 6.0
Horse serum, inactivated, 1 ml

for cach 5 ml of above medium

Penicillin 1 million 1IU/L
Streptomycin 1.0 gm/L
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Table 3. Comparison of media for cultivation

ol Trichomonas vaginalis

No. of cases No. of Posmve
inoculated positives rate(%
Johnson's 40 26 65.0
CPLM medium
Roiron-Rattner .
medium (1957/8) 92 49 9.2
Total 92 75 81.5
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Table 4. The death rate due to intraperitoneal
inoculation of Trichomonas vaginalis in
the mouse (period of observation: 7

—

days)
Group T gl No,of i No.of e i
70
1 CA*-1 10 1 10
2 CA- 2 10 0 0
3 CA-3 10 2 20
4 CA- 4 10 1 10
5 CA- 6 10 0 0
6 CA-7 10 1 10
7 CA-9 10 4] 0
8 CA-10 10 1 10
9 CA-11 10 4 40
10 CA-13 10 0] 0
11 CA-23 10 1 10
12 CA-25 10 0 0
3 CA-27 10 0 0
14 CA-28 10 0 0
15 CA-29 10 0 0
Total 150 11

7.3

* Chung-Ang Universily strain
#+ None of control group {10 mice) is dead during
the same period.

Number of mice died due to intraperitoneal
inoculation of Trichomonas wvaginalis by

Table 5.

days
No. of Days after inoculation
Group mice
died* 1 2 3 4 5 6 7
1 (CA- D 1 1
3 (CA- 3) 2 2
4 (CA- 4) 1 1
6 (CA-17) 1 1
8 (CA-10) 1 1
9 (CA-11) 4 1 3
1 (CA -23) 1 1
Total 11 1 3 7
7 *ObSerV“E;tiO;\‘ pefi[)d: 7 daysr
5 Az Addch o E e #EEEd Mrtten
WAEE Bt 2 AN, B mEe
o7l &l A dd FiE 11.3% 4 =&
a2 HRe g7 BE Bt gdlen, o @mXkE



Table 6. Pathological changes produced by the intraperitoneal inoculation of Trichomonas vaginalis

in the mouse (Period of observation: 7 days)
Group Strain ﬁ%.cﬁfat?dice Ascites e : LocatlorT of abscess : -
aner Intestine  Peritoneum  Stomach  Spleen
1 CA-1 10 1 1
2 CA-2 10
3 CA- 3 10 1 1
4 CA- 4 10 2 1 1
5 CA-6 10
6 CA-7 10 1 2 2 1 1
7 CA-9 10 1 3 1
8 CA-10 10 1 2 2 2
9 CA-11 10 2 4 3 5 1
10 CA-13 10 1 3 1 1 1
11 CA-23 10 5 2 6 4 3 3
12 CA-25 10 2 2 3 2
13 CA-27 10 3 3 1 1
14 CA-28 10 2 2 1
15 CA-29 10 3 2
Total 150 17 30 21 14 9 8
(%) (100) (11.3) (20.0) (14.0) 9.3) 6.0) (5.3)
*None of control group (10 mice) showed pathological changes during the same period. i
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=Abstract=

An Experimental Study on the Pathogenicity of Korcan
Strains of Trichomonas vaginalis

Hi Chu Song and Soon-Hyung Lee
Department of Urology and Department of Parasitology,
College of Medicine, Chung-Ang University

Je G. Chi
Department of Pathology, College of Medicine, Seoul National University

In order to evaluate the pathogenicity of Korean strains of Trichomonas wvaginalis, an experi-
mental inoculation of 7. waginalis into mouse peritoneal cavity was performed.

Fifteen strains of T. waginalis were selected from 52 infected cases and were cultured axenically
in Roiron-Rattner medium at 37°C for 48 hours. Each strain, at the dose of 0.5ml of 1x10%/ml
trichomonads, was inoculated intraperitoneally to a group of 10 mice, respectively.

A total of 15 groups, consisted of 150 mice, were sacrificed on the 8th day of inoculation, and
then they were thoroughly examined for the detection of the lesion.

The results obtained in present study were summarized as follows:

1. Prior to inoculation, the positive rates in 2 kinds of media cultivating 7. vaginalis were
compared. In Johnson’s CPLM medium, 65% of positive rate was obtained, and 94, 29 of positive
rate, the better result, was shown in the culture of Roiron-Rattner medium.

2. Overall death rate of 150 inoculated mice was 7.3% (range 0~40%), and 7 strains (46.7%)
out of 15 inoculated strains were proved as fatal strain.

3. The intraperitoneal lesions produced by the inoculation of 7. vaginalis were ohscrved in the
liver (20%5), intestinal wall and mesentery (14%), peritoneal wall (9.3%%), wall of the stomach
(6.0%), and the spleen (5.3%) of 150 inoculated mice. Occasionally, the lesions were also found
in the pancreas and wall of the urinary bladder.

In 11.3% of inoculated mice, purulent ascites with living trichomonads could be scen.

Thirteen strains (86.79) out of the 15 inoculated strains produced the 7. vaginalis-associated

pathological lesions.
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4. On the histopathological investigation of those lesions, intraperitoneal inoculation was charac-

terized by a necrotizing granulomatous inflammation, 7.e., acutely necrotizing process with areas

ol encircling granuloma formation.

Numerous free lying trichomonads were scen along the expanding margin of the lesion. Where

there were frec trichomonads, the reaction was usually of necrotizing. And these organisms dircctly

eroded the vascular wall and often provoked thrombosis.

From the above findings, it is considered that the Korean strains of 1. waginalis arc highly

pathogenic.
EXPLANATION OF THE PLATES

Fig. 1. Clusters of Trichomonas vaginalis in culture medium, (Unstained, x 100)

Fig. 2. A smear of the ascitic fluid derived from intraperitoncal inoculation of 7. vaginalis into mice. The
organisms are distinct among the inflammatory cells. (Giemsa stain, > 200)

Fig. 3. The liver is covered with large caseous and fibropurulent masses.

Fig. 4. Adhesion of the stomach, spleen, pancreas and peritoneal wall occurred due to large cascous mass.

Fig. 5. Photomicrograph of hepatic lesion shows necrotizing arca of nodular granuloma and histiolymphocytic
infiltration. (H-E stain, X 200)

Fig. 6. Higher magnification of Fig. 5. Free trichomonads are scen along the expanding margin of the

lesion. Large mononuclear cells (histiocytes) are prominent among the infiltrated inflammatory cells.
(H-E stain, x 400)






