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[ Abstracll Objective To study the of ovarianm echanisn cancermultid ug— resistant in vitro and to dependen ce prov ide the of clinic choosing predicting th erapy,
prognosis finding and effective res stan ce reverse dmg m ethods M ethods Flov cytan ety used o apoptos s observe thewas of COC1 and COC1 /DDP cells R esults DDP
could the of COC 1 and nhbitCOC1 /DDP growth cells in a dose— dependent fashion As can pared that to of COCI apoptosis cells the of celk COC1/DDP was appar
ently mhibied with by DDP concentration the ranges of2. 5- 10 g/mL (P< 0. 05). Conclusiore As can pared to that of COC1 cells apoptos the of COC1/DDP ap
parently cells mhbited was by DDP. DDP could induce the apoptoss of COC 1 and COC1/DDP cells drug resstance apoptoss Acquired & related to
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Significance of a Fragnented QRS Can plex in m yocard al ischenta 7ZHAO Li- hua

[ Abstracll Objective Badkground and Objective The appearance of a fragn ented QRS can plexes ( )RS) on a resting 12— lead electiocardogram (ECG) was 1e
garded as amarkerof aprior silentM I In our study, we find that the )RS was ako appears in patientsw ihmyocardial ischem a We therefore postulate that the QRS
may be a sign ofmyocardial scheania M ethods 520 patients were selected randomly in our hospiia]l and were given ECG, CAG and exercie treadn ill est W e use the
exercise treadmill test CAG, and exercise treadn ill test and /or CAG as the gold standard of the myocarial schan i and observe the valie of QRS m myocardial ische
mia accord ing to the gold standard Conclusions The )RS has the high pecificity and negative predictive va lue form yocard al schen n The presence of )RSmay de
note the ex stence ofm yocardial ischem ia

[ Key wordsl QRS Myocardial schem it ECG; Coronary angiography, Exercie treadn ill test
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