2R Acta Pharmaceutica Sinica 1987;22(2):93~97 93

—SoB_RAKRESHCHIP X/ DE
X EKIE/KE AR 130 R 0
¥ oH#H BEH
ORWE K Z BRI, 1H)
nE *i%HﬂJNR%Emﬁ%EE:kﬂm%@m%%ﬂﬁw%%&km%TCMP
34 AN B BRI 0 R B, DR, CHIP (30 ma/ke) A A58k K MSFI 2 Ky
B B IR Ry, TN G AR TR, 3 S RUATM BIARNE S LA 53 R 15

CHIP ZaES| RN ABME RN ZER, LRHLUG -SHERAWE, LARFKRARYICHIPHA

- WSS,
KA CEORSSERAH KRBOKES BRBHHE, ﬁkﬁ]‘ﬁiﬁz; RBHSBEA

: R EASMS cis—dichloro—tra'ns—dihydroxy—bis—isopropylamine {IVv)
(CHIP), REARBZRENE ROXMLAY. SBELYIRHMAELL, CHIPHERIER
3, AJLEBERECD, EESMSHAN T HEHRIRAR B, A% CHIP3 B sh J#r
M B AT R L SCRRIRE . ASCRABSTE BEAR, BOKMUBREE %R B ER, B
CHIP 3 LBk # (EAC) ZnMush hiEifem, it CHIP B’Jﬁﬁﬁ?ﬁ!ﬁi&, U#Jiibﬂﬁﬁi
GRS,

(
~ 7 ®8 % R o i

By KB 18~22g RAMMAR (FBHHERER). SBFA. BRIERAR—
R a5 UNRIERE SR EAC1 107V, & 7 REER—&K.

#i CHIP AR AREENERAHEIRSFEN, °H-TdR %*@ Phefbe LR
FREFFZEHT ™ G LG P 20pCi/mmol s -4 FUIR O rh B Bt B AL IR £ RERIF 52 BT 7= i B K Al
BORRAFK 2L Carlo Erba 8 Wit RLAIRA T RS, 640221, FrE&HREA
AR AR ERERE, Bk, MRdE#ESK 0.2ml/ R, )'ﬂ'f'ﬁﬂ CHIP30 mg/kg,
Bk AR 20 # Ci/R; °H-TdR, #nFikW, 20 uCi/R,

TR MMHER

~. CHIP 3 EAC @B K fm o
Fak KR EERTRRARTE. GHEAR S NRIE, 4R08 157,
BRE 1~8 K IMEiREAeK, sFKEAEKGTER, MIMGNE s XRLRE Kk

B SR AR A SR, RUAIZAZGA A, sk 78.2%, ¥ 8 KA

4l#% 38.3%, $&5% CHIP 3 EAC f53uk KRUTF IR MANSA MBI, KLtk

mmREh RS, -

=. CHIP X EAC @i M 2oy 3w

A3cF 1986 43 A 5 HIEFE.
* BEHRESRGESTE




94 Z’jff";p’}}:‘, Acta Pharmaceutica Sinica 1987;22( 2 )193~-97

LN

109' /{-}
E / 2t ,
:T; 108- § 601 e
-; E
¢ 2 40 .
3 2 o
2 10] = /
: P,
o
o s |\
r——eey - v - Z e
o 3 6 9 12 0 2 4 6 8 10
4 Time (d) Time (h)
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Fig 5. The LI curve of EAC cell obtained
by injection of *H-TdR repeatly
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THE EFFECTS OF CHIP (PtIV) ON THE CYTOKINETICS OF
EHRLICH ASCITE CARCINOMA CELLS ‘

CAO Jin and PAN Qi-Chao

(Cancer Research Institute, Sun Yal-Sen University of Medical Science, Guangzhou)

ABSTRACT Cis-dichloro-trans-dihydroxy-bis-isopropylamine platinum (IV)
(CHIP), a second-generation platinum compound, is known to have high antitumor
activity and low renal toxicity. The effects of CHIP on the cytokinetics of Ehrlich
ascite carcinoma (EAC) growing in mice were studied by means of autoradiogra-
phy, Stathmokinetic and microcytometry methods. After an i. p. dose of 30 mg/kg,
CHIP was shown to inhibit the proliferation of either the cells in exponentially
growing phase or the cells on plateau phase. The G, cells may also be damaged
while no specific killing effect was found for the cells in the S or M phase. CHIP
induced extensive delay of the progression through the whole cell cycle of EAC,
especially the progression from G; to S phase. The findings suggest that CHIP may
be classified as a cell cycle non-specific agent.

Key words Cis-dichloro-trans-dihydroxy-bis-isopropylamine platinum (CHIP);
Ehrlich ascite carcinoma; Cytokinetic; Autoradiography; Microcytometry





