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Tab 2, Repair ratio of DNA single strand breaks (R) in the l&mphocytés
stimulated with three mitogens following exposure to 15 Gy y-rays.
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'COMPARISON OF TRANSFORMATION, DNA SINGLE
STRAND BREAKS AND ITS REPAIR IN HUMAN
. BLOOD LYMPHOCYTES STIMULATED
WITH PHA, ConA AND PWM
FOLLOWING EXPOSURE
TO p-RAYS

Geng Yongzhi, Su Liaoyuan and Liu Keliang
(Suzhou Medical College, Suzhou)

_ ABSTRACT The transformation, DNA single strand breaks and its repair in
human peripheral blood lymphocytes stimulated with PHA, ConA and PWM respecti-
vely following exposure to ®°Co p-rays were analyzed by *H-thymidine incorporation
and hydroxylapatite chromatography.' The transformation of lymphocytes stimulated
with PHA, ConA and PWM were suppressed by y-rays and the dose-effect curves
were biphasic within the range of (-8 Gy. The lymphocytes stimulated with PWM
were the most resistant to y-rays. The extent of DNA single strand breaks in lymp-
hocytes induced by y-rays was linearly related to the dose within the range of 0-30
Gy and there was no marked difference in the three kinds of lymphocytes. After a
period of post—irradiation (15Gy) incubation at 37°C the DNA single strand breaks
could be rejoined but incompletely. The rejoined strands broke again if the cells were
incubated longer. The repair ratio of single strand breaks in the lymphocytes stimu-
lated with PWM was the highest among the cells with three mitogens. The results
suggest that the difference of the radiation effect on transformatior in different lyt-
phocytes is probably related to the repair ability of DNA single strand breaks.

KEY WORDS Lymphocyte, DNA single strand break, DNA repair, Radlosensm-
vity, PHA, ConA, PWM



