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A preliminary study on fluconazole resistance mechanism of Candida tropicalis
Jiang Yulu Wang Zhongxin Shen Jilu

( Dept of Clinical Laboratory The First Affiliated Hospital of Anhui Medical University Hefei

230022)

Abstract Fluconazole( FCA) susceptible and resistant isolates were classified by ATB FUNGUS 3 strip from 25
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clinical Candida tropicalis efflux gene CDR1 MDRI1 and enzyme gene ERG11 were amplified by ABI 7300 Taq-
Man analyzer relative expression quantities were calculated by 2 **“" method overexpression rates of sensitive iso—
lates and resistant isolates were statistically analyzed using Fisher exact probability method. There were statistically
significant differences in the overexpression rates of MDR1 and ERGI1 ( P <0.05) no statistically significant
difference in the overexpression rate of CDR1 ( P >0.05) . Candida tropicalis resistance to FCA was mediated by
overexpression of efflux gene MDR1 and enzyme gene ERGI11.

Key words Candida tropicalis; fluconazole resistance; CDR1; MDR1; ERG11
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Correlation of plantar pressure and walking phase

in post-stroke hemiplegic patients
Yang Jie Ni Chaomin Yin Aoran et al
( Dept of Rehabilitation Medicine The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001)

Abstract Objective To analyze the correlation of plantar pressure and walking phase in post-stroke hemiplegic
patients. Methods Thirty post-stroke hemiplegic patients were recruited for the experimental group. These patients
were accorded with the criteria that the subjects could walk 10 m independently. Thirty healthy adults were selected
as control group. Gait and balance function training evaluation system was used in time-space parameter and plantar
pressure analysis. Results There was no significant difference ( P >0.05) in the peak of plantar pressure of left
and right lower limbs of normal persons. There were significant differences ( P <0.01) in the peak of plantar pres—
sure of affected and unaffected lower limbs of post-stroke hemiplegic patients. Compared to the control group there
were significant differences ( P <0.05) in the peak of plantar pressure swing time ratio and stance time ratio of
post-stroke hemiplegic patients. The swing time ratio and stance time ratio of post-stroke hemiplegic patients had a
positive correlation with the peak of plantar pressure of unaffected lower limbs post-stroke hemiplegic patients in
heel strike phase stance phase and push-off phase ( P <0.01) . The swing time ratio and stance time ratio of post—
stroke hemiplegic patients had a negative correlation with the peak of plantar pressure of affected lower limbs post—
stroke hemiplegic patients in heel strike phase stance phase and push-off phase ( P <0. 01) . Conclusion Plantar
pressure of unaffected and affected lower limbs post-stroke hemiplegic patients has a high correlation with walking
phase.
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