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Table 2. Inhibitory effect o{ cycloheximide(CH) on ER and EM
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THE PRELIMINARY STUDY ON THE INDUCTORY SIGNAL
TRIGGERING THE ERROR-PRONE DNA REPAIR
FUNCTION IN MAMMALIAN CELLS

Su Zazozhong and Luo Zuyu
(Fudan University, Shanghai)

ABSTRACT The nature of the signal triggering error-prone DNA repair function
‘in mamrmalian cells was studied from two notions,- 1) Does the inducing signal resuit
from the direct hitting the cellular targets by DNA-damaging agents? 2) Is inhibition
ol DNA replication a prerequisite condition for the triggering effect? Thus, the ult-
raviolet {UV)-irradiated exogenous DNAs wecre introduced into human and rat cells
by transfection. The results showed that this transiection was able to induce the error-
-prone repair as efficient as direct UV-irradiation to cells. Morecver, the two indu-
ctory treatments expressed similar kinetics and dose-responses. No matter whether the
introduced DNAs initiated replication, they exbhibited the inductory activity, Therefore,
it can be considered that DNA lesions itself, not the dircet interacticn of DNA.-dama-
' ging agents with specific cellular targets, serve as a triggering signal for the inductory
process. Inhibition of DNA replication is not a prerequisite for the inductory signal,
KEY WORDS Error-prone DNA repair, Viral probe, Inducing sigral



