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The antibacterial effect of photodynamic therapy

on the biofilm of P gingivalis and T forsythia
Chen Chen'* He Jiacai' >
( ' Stomatological College of Anhui Medical University Hefei 230032;°Affiliated Stomatological Hospital of
Anhui Medical University Laboratory of Anhui Oral Disease Research Center Hefei 230032)

Abstract Objective To study the antibacterial effect of a new photosensitizer NHS-BODIPY Br on the biofilm of
P gingivalis and T forsythia in vitro. Methods The biocompatibility of photosensitizer NHS-BODIPY -Br was detec—
ted by CCK8. P gingivalis and T forsythia were cultured in anaerobic condition ( 109% CO, 10% H, 80% N,) for
48 h to form a biofilm and then treated with antibacterial photodynamic therapy. The photosensitizer concentration
was 5 10 15 mg/L and the laser intensity was 15 and 30 J/cm’. After treatment bacterial activity residual LPS
and laser confocal analysis were performed to determine the optimal treatment combination. Results The reduction
rate ofbacterial biofilm was about 98% when the concentration of NHS-BODIPY -Br was 10 mg/L and the laser inten—
sity was 15 J/em®. Conclusion  This study shows that the NHS-BODIPY -Br-mediated photodynamic therapy can
effectively inhibit the biofilm of P gingivalis and T forsythia.
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Effect of WDR12 on GCH cell proliferation and apoptosis and
ribosomal protein gene expression

Guo Lan Hua Juan

( Dept of Biochemistry and Molecular Biology School of Basic Medical Sciences
Anhui Medical University Hefei 230032)

Abstract Objective To explore the effect of knocking down WD repeat domain 12 ( WDR12) on mouse spermat—
ogonial cells ( GC) . Methods After transfecting cells with shWDR12 and negative control EGFP plasmids by li—
posome transfection Western blot and Q-PCR were used to detect the expression of WDR12 in the cells; CCK-8 kit
detected cell proliferation; TUNEL kit stains detected cell apoptosis; Q-PCR detected the differential expression of
ribosomal protein genes in cells. Results Compared with the cells transfected with the negative control plasmid
the detection results of the cells transfected with shWDR12 showed that the expression of WDR12 in GCH cells was
successfully reduced ( P <0.01) ; the proliferation of GCH cells knocked down by WDR12 was inhibited; the re—
sults of TUNEL staining showed that the number of apoptotic cells increased after WDR12 knockdown; the expres—
sion of ribosomal protein genes decreased after shWDR12 transfection ribosomal protein S3 ( RPS3) ( P <0. 05)
ribosomal protein L11 ( RPL11) ( P <0.01) ribosomal protein S15 ( RPS15) ( P <0.05) and ribosomal protein
131 (RPL31) (P >0.05). Conclusion Transfection of shWDR12 can effectively knock down the expression of
WDRI12 in GCH cells. The decrease of WDR12 expression leads to a decrease in the proliferation ability of GC
cells an increase of apoptosis and the down-regulation of ribosomal-related protein gene expression.
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