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Fig 1.

C=chromatin; F = fibrillar element; G = granular element; Nu = nucleolus; P = pars amorpha,

A) HepA (6d)x16,000. Control. B) HepA (6d),Act K 400 ug/kg 4 h NuS (MaS) x 25,000. C) HepA
(6d), Act K 400 pg/ke 4 h NuS (MaS) x 23,000. D) Liver cell (control) x17,000. E) Liver cell, Act
K 400 pg/kg 4 h NuS (MaS)x 20,000, F) EAC AT-1840, 40 mg/kg 4 h NuS (MiS) x 11,000.
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Table 1. Nucleolus segregation (NuS) in-

duced by actionmycin K, NuS % (X¥xSD)

Cells 2h ih gh 16h

HepA 9.8% 19.5% 14.9% 10.4%
1.8 1.4 4.2 4.7

Liver 5.4% 8.2+ 13.6% 7.8+
0.7 5.2 3.1 3.7
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HIRF BN RS IE T L, HepA fE48H/F2 h
NuS R L F%E9.84(SD) 1.8%, 4h hF
M, #19.5+1.4% g NuS, 8h X 14.9+
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NUCLEOLUS SEGREGATION OF TUMOR CELLS INDUCED BY
ACTINOMYCIN K AND LYCOBETAINE

WANG Zu-wu, SHU Rong-sheng, XU Bin

(Shanghai Institute of Materia Medica, Chinese Academy of Sciences, Shanghai 200031)

ABSTRACT Actinomycin K significantly
induced nucleolus segregation (NuS),
mainly macrosegregation of both hepato-
ma cells and liver cells in mice. The peak
of NuS was 19.6+(SD) 1.4% in hepatoma
cells 4 h after ip 400 pg/kg and 13.6+1.3
9% in liver cells 8 h after ip. In the segre-
gated Nu the volume of fibrous portion
was twice as that of granular portion.
They were 0.67+0.06 pm®*/pm® Nu and

X X X

0.28+0.08 um?/um® Nu, respectively. Vin-
cristine, 10-hydroxycamptothecin and mi-
tomycin inhibited the NuS induced by
actinomycin K. Lycobetaine 40 mg/kg
could also induce NuS in Ehrlich ascitic

carcinoma, mainly microsegregation 4
after ip.
KEY WORDS nucleolus segregation; ac-

tinomycin K; lycobetaine; hepatoma cells
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