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Fig 1. Reliability of dot-hybridization tech-

nique. RNA solution extracted from 2 x 107 HL-60
cells (in 30 ul) hybridized c-myc probe, Autora-
diography were directly proportional to the volume
of RNA soluiton,
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Fig 2. Effect of homoharringtonine 40 nmol/L

on the content of c-myc RNA in cytoplasm (o)
or nuclei (e) of HL-g0 cells, n=4, ¥+SD,
*p>0.05, ***p<0.01 vs 0 h.
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Fig 3. Effect of homoharringtonine on the
content of c-myc mRNA in cytoplasm of HL-§)
cells after 0.5 or 1 h treatment,
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Fig 4. Effect of homoharringtonine 40 nmol/L

on the content of c-myc mRNA in cytoplasm of
HL-g0 cells treated at different densities for 1 h,
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Fig 5. Effects of homoharringtonine 40 nmol/L
on the content c-myc¢c, N-ras and f$: mRNA in
cytoplasm HL-g0 cells, n=4, x+SD,**p<0.05,
***p< 0,01 vs 0 h,
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Fig ¢, Stability of ¢-myc mRNA in cytoplasm of
HL-60 cells, Actinomycin D (Act D) 7.0 pmol/L
plus saline or plus homoharringtonine 4() nmol/L
or plus cycloheximide (CH) 1,0 ug/ml, n=4, x+
SD, **p<{0.05, ***p<0.01 vs Act D group.
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Fig 7. Effects of homoharringtonine 40 nmol/L

on incorporation of [*HITdR or [*H]Leu and
content of c-myc mRNA in cytoplasm of HL-§0
cells,
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Effects of homoharringtonine on several oncogene mRNAs in HL-6(

cells

LIU Jie, YANG Sheng-Li, XU Bin

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

ABSTRACT The effects of homoharringto-
nine (HHRT) on several oncogene mRNAs
in HL-60 cells were investigated by molec-
ular hybridization technique. The results
showed that HHRT decreased the content
of c-myc RNA in the cytoplasm but not
in the nuclei. When the cells were exposed
to HHRT at 40 nmol/L for 1 h, the con-
tents of c-myc, N-ras, 2 microglobulin
mRNAs and rRNA declined by 82, 30,

3.5 and 09, respectively. The effects of
HHRT were related not only to its concen-
tration, but also to its cell density. Fur-

ther analysis indicated that HHRT acceler-
ated the degradation of oncogene mRNA in
the cytoplasm, but did not alter c-myc
mRNA transportation. The change of c—
myc mRNA occurred earlier than that of
morphology or DNA protein biosyntheses.
It is considered to be the primary effect of
HHRT.

KEY WORDS homoharringtonine; onco-
genes; nucleic acid hybridization: messenger
RNA stability; messenger RNA transporta-
tion



