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THE SITUATION OF DNA SYNTHESIS DNA DAMAGE AND DNA REPAIR
IN ARSENISM PATIENTS BLOOD CELLS CAUSED BY COAL - BURNING

ZHAN G Ai - hua, YANG Guang - hong, L | Jian, WAN G Rong
Department of Prevetive Medicine, Guiyang Medical College, Guiyang 550004, China

Abstract : Purpose and Methods:Using liquid scintillation count assay and *#|-postlabeling assay , DNA spontar
neous synthess DNA-protein crosdinks (DPC) and unscheduled DNA synthess(UDS) were detected to study
DNA synthess repair function and DNA damage condition in human peripheral blood cells of arsenism caused
by burning coal. Results: The DNA synthessof norrpatientsand patientsin loca areaobvious decreased , while
DPC leve increased with the development of poisoning, and UDSincreased only in the patients, the difference
were al dgnificant. Conclusion : It suggested that arsenic containing in coad might induce DPCin early stage and
sverely hurt DNA ; and it might induce UDS, the DNA synthessand repair ahility were serioudy restrained. It
might be one of the reasons causng dermal cancer.
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STUDY ON THE GROWTH INHIBITIONOF VITAMIN E SUCCINATE IN HU-
MAN GASTRIC CANCER CELL

L IU Bai-he, WU Kun
( Public Health College of Harbin Medical University, Harbin 150001, China)

Abstract : Purposeand Methods: Thispaper observed the effectsof Vitamin E Succinate (V ES) on cell growth,
DNA synthess and the appearance of apoptosc morphologica change in human gastric cancer SGC - 7901 cell
linein vitro. Results: The results showed that VES (4 g/ ml 1@ g/ ml and 2Qu g/ ml) could obvioudy inhibit
SGC-7901 cell growth and DNA synthessin a dose-dependent manner , and induce gpoptossof SGC 7901 cdll.
Conclusion : These resultsindicate that the inhibition of VESon SGC 7901 cell growth was by the way of in-
hibiting cellular DNA synthes s and inducing apoptoss.

Key words: Vitamin E Succinate; human gastric cancer SGG-7901 cdll ; tritium thymidine i ncorporation ; apop-
tods

E (Vitamin E Succinate, VES) 8-5
E , VES , VES E v
1 3
2
) VES )
J. ,1990,16(1) :27 - 30. crosdinks as a biomotor of exposure by weldersJ. J Toxicol Env-
7 . DNA - J. iron Health, 1993, 40:217 - 222.
,1995 ,22(3) :149 - 152. 9 s . J.
8  CotaM. Prdiminary report on a s mple new assay of DNA - protein ,1996 ,30(3) :154 - 156.
11999 - 04 - 29; 11999 - 10- 03
: (39870662)
(1970- ) ,



