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In the rabbits transplanted intradermally with Brown Pearse sarcoma cells (B-P cells),
the mononuclear cell turnover in the skin lesions was studied periodically. The mononuclear
cells (MNs), that were positive for f-galactosidase, made defense walls in the periphery of the
tumor lesions from 4 to 16 days after B-P cells transplantation. During the days, the intraderm-
al growth of B-P cells was enhanced more prominently in the rabbits with BCG inoculation
on the day of the tumor transplantation than in the rabbits without BCG inoculation, while
thereafter, the defense walls of the MNs became gradually loose and then disappeared in both

groups.

Thereupon, a number of the MNs in 1 mm? of the peripheral lesion was counted period-
ically. The accumulation of the MNs in a tumor lesion of the rabbits without BCG lesions at
the 7th day was about 2 fold higher than that with BCG lesions.

These results suggest that the MNs have a inhibitory capacity depending on a number of
the accumulated MNs in the tumor lesions, and the inhibitory capacity of the MNs is reduced
if the supply of the MNs is divided into the BCG lesions and the tumor lesions, thus causes the

enhanced tumor growth.
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ig. 1. Comparison of Volumes of BCG Lesions in the
Rabbits with and without Tumors.
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Fig. 2. Comparison of Tumor-Volumes in the Rabbits

with and without BCG Lesions.
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Table 1. Volumes of OT-Reaction (mm?)

Days after The rabbits with The r3bbits with
injection of BCG Tumors and BCG lesions BCG lesions
(Group A) (Group C)
Pre. 0 0
2 0 0
7 80.6 + 27.0 234+ 416
16 4233+ 19.5 449.3 + 26.6
21 | 5956+ 98.0 4245+ 479
28 | 992.4 + 109.1 754.0+ 49.3
i
35 1 717.8 + 103.1 785.0 + 165.8
250.1+14.2,21H---251.8+18.2,28H---170.3+22 .4,
35H---100.0+22.9, 49H---123.0+10.6) |2t L,
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BEAM Sz 2245, LaL, 21HWHLIE
TIIPEEFE AR (21H---2100+ 300, 28H---9500 +
2100, 35H---13600+2800), B#E (21H---1900+600,
28 H---8500+2900, 35H---11000+3500) & 12 % D2
PBD L o7,
Tuberculin RtO# (AR . CH)
AR, CHELI22, 4, 7, 16, 21, 28, 355" H
WD HISE 2472 A Table 112379 20 & il & B R0 74
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KL, ZOBMEL TR BIG 2R L Tz,
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IR L 72, F ORESE,
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Photo. 1. The tumor was circumscribed by MN-defense
wall that were composed of g-Galactosidase positive
cells (Type I). A 7 day tumor lesion in Group B rabbit.
HE: 400 x

Photo. 2. The tumor cells infiltrated in MN-defence wall
(Type II).

A 16 day tumor lesion in Group A rabbit.

HE: 400 x

Photo. 3. The defence wall disappeared and MNs scat-
tered in the tumor mass (Type III).

A 21 day tumor lesion in Group B rabbit.

HE: 100 x

72,
i ) Macrophages ##H DR
3, MEEMEER LR BT Mg g HEAs 5
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Table 2. Leukocyte Counts through the Experimental Courses in Three Groups
The rabbits with The rabbits The rabbits
tumors and BCG lesions with tumors with BCG lesions
(Group A) (Group B) (Group O)
Total MN Total MN Total MN
Pre 7900 + 100 | 4300+ 100 8000 + 200 3600 + 200 8100 + 500 3000 + 200
7 12000 + 900 | 6600+ 200 | 16000+ 800 4200 + 200 | 10000 = 1000 3400 + 300
16 8500+ 300 | 3500z 300 9600 + 300 3400 + 200 7400 + 500 3300 + 100
21 16000 + 300 | 5400 + 2200 | 17000 + 1000 5100+ 500 5800 + 300 2600 + 800
28 14000 + 1000 | 3800 + 900 | 24000 + 300 | 10100 + 2400 | 11000 + 1000 3700 + 500
35 9700 + 300 | 3300+ 500 | 14000 + 1800 4900 + 1200 | 11000 + 1200 4000 + 800
(7?%3'5) 11400 + 2000 | 4500 + 500 | 15000 = 2000 5300 + 1000 9000 + 900 3000 + 200
o
Table 3. Relationship between Development of Tumors and MN-Defense Walls
Days after The rabbits with The rabbits with
tumor tumors and BCG lesions tumors
transplantation (Group A) (%) (Group B) (%)
Type I* Type 1° Type m# Type I Type Il Type 111
7 50 50 0 50 50 0
16 0 60 40 25 50 25
21 0 50 50 0 34 66

Classification of defense walls

+ : Typel

positive cells.
o : Typell MN defense walls become loose.
# : Typelll MN defense walls disappeared.

The tumors were circumscribed by MN defense wall that were composed of g-galactosidase

Table 4. Number of MNs that Were Positive for g-Galactosidase in Unit Area (1mm?)

Days after tumor The rabbits with The rabbits with
transplantation tumors and BCG lesions tumors
(Group A) (Group B)
7 281 + 46 411 + 60
16 266 + 51 258 + 23
21 217 + 34 178 + 45

327 Type 247772, Type 1 (photo 1) [Z3-Ga-
lactosidase 1> Mg A RS IR SEF 2 846 F (- L HL D)
Bl A T defense wall 73 < XL X LTV 547, Type
1I (photo 2) (ZFEESMM AL % B ) L M@ @ defence
wall IZFEE M DR AR Z ) —E2 I > T b
L D, Type I (photo 3) (& Mg > defence wall H*{¥
KL, M@l lEs i LR MU R 2 105 L

Dy 2D EINZGITTZD Type Mn## 4+ AR, B
HTHET 2 & Table 312" L Hicn b, B, 7
WHTIZAR, BE X L2 Type I, Type 1L de-
fence wall 2'G8H 5 1L A A16K H, 219%H & 72405 & B
BEATAFEIZEE L, Type I, Type II? defence wall
DT DGR 5 4L, W2 AFETlE defence wall 7 E <
HERL TR H -7, 2L Tz 29 Type
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