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Abstract: The changes of plasma prostaglandin E; level, natural killer cell activity and

tumor cell growth were assayed after transplantation of EL-4 leukemia cells in C57BL/6 mice.

The results were summarized as follows;

1. Plasma prostaglandin E; level was increased in EL-4 bearing mice, but indomethacin

treated mice group showed low level.

2. The tumor-derived prostaglandin E; inhibited the post-target binding cytolytic process of

natural killer activity.

3. Indomethacin inhibited the growth of prostaglandin secreting EL-4 solid tumor.
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Table 1. Plasma prostaglandin E; levels in EL-4 ascitic tumor bearing mice(pg/ml of plasma)

Days after tumor transplantation*

Experimental group

8 12 16
Normal control 281.0+18.5 274.9+21.3 273.9+36.2
Indomethacin 41.7+ 5.1° 37.2% 7.6° 29.0+ 3.5
EL-4 307.8+32.6 377.8+£20.2° 187.5+33.5°
EL-4+indomethacin 77.2% 6.0° 102.0+£16.2° 57.2+ 8.7°

a:. the tumor cells were implanted into mice by intraperitoneal injection of 10% cells.
b: significantly different from normal control group at p<{0.01.
c: significantly different from EL-~4 group at p<0.01.

Table 2. Plasma prostaglandin E, levels in EL-4 solid tumor bearing mice (pg/ml of plasma)

Days after tumor transplantation®

Experimental group

8 12 16
Normal control 281.0:£18.5 274.9421.3 273.9+36.2
Indomethacin 41,7+ 5.1° 37.2+ 7.6° 29,0+ 3.5°
EL-4 416.5162. 1% 557.2427.5% 533.4+41.2°
EL-4-+indomethacin 157.5+11.1¢ 170.9413.6° 201.8+18.7¢

a: the tumor cells were implanted into mice by femoral subcutaneous injection of 10° cells.
b: significantly different from normal control group at p<{0.0l.
c: significantly different from EL-4 group at p<0.01.

Table 3. Cytotoxic activity of splenic lymphocytes in EL-4 ascitic tumor bearing mice (LU10/107 cells)

Days after tumor transplantation®

Experimental group

8 12 16
Normal control 51.8-+4.2 23.1%+3.6 18.3+1.8
. Indomethacin 65.0+8.4 17.6+3.2 20.7:£4.5
EL-4 52.9+5.6 21.2+4.2 1.171.8°
EL-4+indomethacin 60.6+8.1 28.61+3.1° —~5

a’ the tumor cells were implanted into mice by intraperitoneal injection of 10° cells.
b: significantly different from normal control group at p<(0.01.
¢: significantly different from EL-4 group at p<{0.05.
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Table 4. Effect of tumor bearing mouse plasma treatment on natural killer activity of normal

mouse spleen cells?

% cytotoxicity (E: T ratio=50:1)

Experimental group

% of plasma administration®

0 1.25 2.5 5
Normal control 27.2%3.2 22.514.5 20.1x1.8 19,54+2.1
Indomethacin 27.1+3.6 27.0%2.7 24.9+4, 3¢ 23.7+1.84
EL-4¢ 26.6+4.1 20.3:£3.0 14.0%1.2¢ 15.4:2:2.4¢°
EL- 4+1ndomethacm 26.8+£2.4 25.5t4.1 22.6+3.9¢

16.741.62

|motho oo o

a: mouse spleen cells were obtamed from normal mice at 7 weeks old.
. the plasma was obtained from the each group of mice on 12th day after examination,
the tumor cells were implanted into mice by intraperitoneal injection of 10° cells.

. significantly different from normal control group at p<{0.01.

significantly different from normal control group at p<{0. 05.

significantly different from EL-4 group at p<{0.0l.

. significantly different from EL-4 group at p<{0.05.

Table 5. Effect of indomethacin treatment on tumor growth

Mean tumor Welght(mg+S D.)

Experimental group

Days after tumor transplantation®

8 12 16
EL-4 215.0+108.4 1024.34322.3 2816.5+282.7
EL-4+indomethacin 11.8% 15.5° 382.24187.2° 2210.3+333.9°

a: the tumor cells were implanted into mice by femoral subcutaneous injection of 10° cells.
b: significantly different from EL-4 group at p<0, 01,
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FrA = 94 = (p<0. 01).

2. EL-4 o] Ao @& PGE,8 %5 %77 xbod ks
Azt TAAE A F AZAe 4o FEsld
AdAHA T BHYEE FEANE AL 2 F U

25 (p<0.01) PGE:8 AW v% F715

A4

9 < indomethacin®] Fojst A Ad 442
Ax AsE %E T Al

3. H5to]Al% EL-4 28 e 4342 indomethacin
Sl s 94 5 d=H(p<0.01).
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