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Plate 1 Nontreated tumor cells (MH 129 P),

72 hr after ip transplantation, WRIGHT-
GIEMSA. X100

Plate 2 Ascitic smear, 48 hr after treatment
of NCS (0. 1mg/kg). Decrease of tumor
cells and appearance of giant tumor
cells and reactive cells. WRIGHT-
GIEMSA. x100.
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Plate 3 Tumor cells, 24 hr after NCS treat-
ment (0. 1 mg/kg). Scattering, fragmen-
tation, coagulation of chromosomes, and
bridge formation in tripolar anaphase.
WRIGHT-GIEMSA. X 400.

Plate 4 Tumor cells, 48 hr after NCS treat-
ment (0.02 mg/kg). Appearance of
multi- and mono-nucleate giant cells
and bridge formation in asymmetric
anaphase. WRIGHT-GIEMSA. X400.

I TH O, NCS b b3 6 H i 51
% UESSHIAE O % SRR ITIE T L, 120 KRR, %
RODHIFIDIZ E A EAHKL, b2 TG0 8
mhA & Dd bt (Plate 2),

HEL R

NCS gl 51 X 5 fifa2Er s i 2~ v A K iF
f MH 129P % TR L7cks R, FAARoHE O —kF
HO D & 2 oD AR, Bl b iRt
I TR 7 v~ F v ORBRRY, BENEOTRERE

D53, B E DRENAR LD BRI, WOIE
5, RSB, Pakolidl, BEY
W, EERA, SRSENGRD bhlc, il E Ol
BRENER T 280 X5 5ER WA BHRABZE LR T
039, ThbENL NCS Off i 58T
% LRREET H O, HEOHIIICENT % mick
WA O FlER E FETH D, MIMEFHEL?D
ot b DA & OWRRIs 2T <, ISR
M E R b, ¥ NCS #5592 X b k23 <
7o D EEMROBEIMET L, WoiEs, RGO
IMPETH % 2 L KRG D5 & HAEIIH 2Pk
SR, EFABDILEY RO i o KRR 27 hs
53DLEEZBRDY,

ATFIE R AT 48 FEHE A 405 A BRAE BRI X > 7o

RLTHELEERT S0
X [

1) ISHIDA,N., K.KUMAGAI, K.MIYAZAKI & M.
RIKIMARU : Neocarzinostatin, an antitumor
antibiotic of high molecular weight, isolation,
physicochemical properties and biological acti-
vities. J. Antibiotics, Ser.A 16 (1) : 68~76,
1965

2) BRADNER, W.T. & D.J. HUTCHISON : Neocarzi-
nostatin (NCS 69856), an antitumor antibiotic
effective against ascitic leukemia L 1210 in
mice. Cancer Chemother. Rep. 50 : 88~93,

1966

3) IAAEZE, PR, FHEHAERE, FTAK, &
JERI : ~ v APKEFCH TR A DV F A
% 5 v O IEERHE, Chemotherapy 22(6):1122
~1123, 1974

4) NISHIKAWA, T., K.KUMAGAI, A.KUDO & N.
ISHIDA : Cytological studies on the effect of
neocarzinostatin on Sarcoma 180 in vivo. J.
Antibiotics, Ser. A 18(5) : 223~227, 1965

5) KUMAGAL K., Y.ONO, T.NISHIKAWA & N.
ISHIDA : Cytological studies on the effect of
neocarzinostatin on HeLa cells. J. Antibiotics,
Ser. A19(2) : 69~74, 1966

6) DE ROBERTIS,E.D.P., W.W.NOWINSKI & F.
A.SAVEZ : General Cytology, 3rd. Ed., 420~
422, W.B.Saunders Co., Philadelphia and
London, 1960



