3582 TREF 20145 9 A% A3 5% 27

WE . ERMAFE doi:10.3969/). issn. 1671-8348. 2014, 27. 012

AnENBRLEGHEMHBENNEIER

F RN, K Bk B
Q. TEEAKXKFWEERH ALILA,HN 750004;2. TERNTE—AREREIEAF 750001

i E:BH ARARFFTORZLEFHENRBBOALBGHHER. TiE A FITC-conA #Fit G R LB H BF
BEBRS AARAEBENABESFEARRF AN GRLEFH BF BRI H 0, BAFAS A58, 552 BA(K
FEREH O . KFE0.25mg/mL A . K#%H%E0.5mg/mL 28, k3% 1.0 mg/mL 4. Kk#%%2 0mg/mL 28, A XTT BI&%
EERMNRAFR N OBRLEFEBF PAROIREN, R EXRALEMBETTLRFF 2.0 mg/mLAXFETFTRaRL
B H BF B8 RABEKKRAFFE 0.5 mg/mL AR RANRABEMB. K35 0.5.1.0.2.0 mg/mLAEATFTHRLEER
BF 5 h &, XTT A& % % B (OD) 5o #9185 %) A 1.87+0.31,1.64£0. 25 F= 1. 300. 29, 5 A1 5 2 B4 2. 11£0. 26 4, £
F ¥ A Gt & L(P<<0.05);0.25 mg/mL #§ kK3 £ E A @R LB H BF B ,OD;s 41,9320, 31, 55 3 B4k, £ F £ %
HEENL(P>0.05), Hif X#FFRARGHRLETE BF ey AW .4 BE A4l M . E— R ELE A A XFFRE
89 ¥ Ao, o3t BE &9 49 ) 4F 7 32 %738 5%

KBEWR AW GBRLHER; AN XFE

HE 5 %S R378. 99 SERARIRAG : A XEHS :1671-8348(2014)27-3582-02

Inhibition effect of allitride on Candida albicans biofilm~
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Abstract: Objective To investigate the killing effect of allitride on fungus inside Candida albicans biofilm(BF). Methods The
polyascchride components of BF was labeled by FITC-conA. The fluorescence microscopic was adopted to observe the effect of al-
litride on the BF forming process of Candida albicans in morphology. The specimens were divided into 3 groups, the control group
(allicin concentration of 0),0. 25 mg/mL allicin group, 0. 5 mg/mL allicin group, 1. 0 mg/mL allicin group, 2. 0 mg/mL allicin
group. The XTT reduction assay was performed to quantitatively detect the killing effect of allitride on fungus inside Candida albi-
cans BF. Results After the treatment by different concentrations of allitride,the BF structure was observed by fluorescence micros-
copy. The fluorescence intensity of high concentration group was weakened compared with the low concentration group and the con-
trol group. The ODA,s, values of the XTT reduction assay after acting on Candida albicans BF for 5 h by different concentrations of
allitride (0.5,1.0,2.0 mg/mL) were 1. 87+0. 31,1.6440. 25 and 1. 30 £0. 29, respectively,and the OD,;, value of the control
group was 2. 110, 26, there was statistically significant difference between the allitride groups and control group(P<0. 05) ;after
acting on Candida albicans BF by 0. 25 mg/mlL allitride, the OD,s, value was 1. 93£0. 31, the difference had no statistical signifi-
cance compared with the control group(P>0. 05). Conclusion Allitride can kill the fungus inside BF of Candida albicans and has
the inhibiting effect on biofilm. Moreover the inhibiting effect on biofilm is increased with its concentration increase within certain
concentration range.
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