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Impact on proliferation of K1 cells in papillary thyroid carcinoma

under the inhibition of siRNA on HMGAI1 gene
Zhou Daxin' > Zhou Rui' Li Dequn' et al
(' Dept of Oncology The First Affiliated Hospital of Bengbu Medical College Hefei 233004;°Huaibei Clinical

Institute of Anhui Medical University Dept of General Surgery Huaibei People’ s Hospital Huaibei 235100)

Abstract Objective

carcinoma. Methods

To study the effect of HMGA1-siRNA gene on proliferation of K1 cells in papillary thyroid
Experimental group was transfected with HMGA1 by small interfering RNA ( siRNA) ; the
negative contrast group was transfected with HMGAT nonrelevant sequence and transfected with K1 cells of thyroid
papillary carcinoma. The impact on the proliferation of K1 cells after the transfection of HMGA1-siRNA was tested
by CCK-8. The HMGA1-mRNA expression in the normal group was tested by RT-PCR. The HMGA1 protein ex—
pression in the three groups was tested by Western blot. The invasion of K1 cells transfected with HMGA1-siRNA
The effect of HMGA1-siRNA gene on the

proliferation of K1 cells was obvious which was relevant to time and dosage. The expression of mRNA and protein

gene was detected by Transwell invasion assay in three groups. Results

in K1 cells was significantly lower than that in normal in HMGA1-siRNA cells. The expression of mRNA and pro-
tein in K1 cells was significantly lower than that in the normal group and the negative control group. The invasion a—
bility of K1 cells in HMGA1-siRNA group was significantly lower than that in the normal group and the negative
control group. Conclusion siRNA can silence HMGA1 gene and slow down the proliferation of papillary thyroid
carcinoma Kl cells.
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Effects of viable Porphyromonas gingivalis
on the viability and gene expression of inflammatory

cytokines and bone metabolism of periodontal ligament fibroblasts
Yang Yang Xu Yan Meng Mingli et al
( Stomatologic College of Anhui Medical University The Affiliated Stomatologic Hospital of Anhui Medical University
Key Lab. of Oral Diseases Research of Anhui Province Hefei 230032)

Abstract Objective To study the cell viability and gene expression of inflammatory cytokines and bone metabo—
lism of periodontal ligament fibroblasts( PDLF) upon challenge by viable Porphyromonas gingivalis( P. gingivalis) .

Methods Human PDLF was challenged in vitro by viable P. gingivalis for 6 hours and then the cell viability and
gene expression of inflammatory cytokines such as IL-6 IL-8 IL4B TNF- RANKL OPG were analyzed. Re—
sults No obvious change in cell viability was observed before and after challenged by viable P. gingivalis. The ex—
pressions of both IL-6 and IL-8 were strongly induced when the concentration of viable P. gingivalis was 10° CFU/
ml and 10" CFU/ml. The expression of IL-4 B and TNF-w also increased significantly when the concentration of via—
ble P. gingivalis was 10° CFU/ml. The expression of OPG was suppressed significantly by P. gingivalisin in PDLF
while the gene expression of RANKL remained unchanged. Conclusion When challenged by P. gingivalis PDLF
participates in the regeneration and remodeling of periodontal tissue by producing cytokines.
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