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Expressions of MicroRNA-21 in Oral Squamous Cell Carcinoma and Its Correlation with Drug Resistance by Targeting PTEN

CHEN Jian—ping', WANG Ping?, YANG Gen-ping’, OUYANG Shao-bo’, HUANG Zi-kun*
(1Department of Stomatology, the People’s Hospital of Xiangdong District of Pingxiang City, Jiangxi337055; 2Department of
Stomatology, the TCM Hospital of Xiangdong District of Pingxiang City, Jiangxi337016; 3Affiliated Oral Hospital of Nanchang
University, Jiangxi330006; 4Department of Clinical Laboratory, the First Affiliated Hospital of Nanchang University, Jiangxi330006)

Abstract: Objective: To investi gate the expression of microRNA-21 (miRNA-21) in cisplatin-resistant oral squamous cell
carcinoma cells and its mechanism. Methods: Real-time PCR (RT-PCR) was used to detect the expression of miRNA-21 in
cisplatin-resistant oral squamous cell carcinoma cell line Tca8113/DDP and its parent cell line Tca8113. miRNA-21 mimics and
miRNA-21 inhibitor in vitro was transiently transferred into Tca8113 and Tca8113/DDP cells respectively. The expression level of
miRNA-21 was detected by RT-PCR. Cell viability was analyzed by CCK8 assay. Expression of epithelial membrane protein-1 (PTEN)
protein was detected by Western blot. Bioinformatics software predicted the potential target genes of miRNA-21 and dual luciferase
reporter gene was used to analyze the binding between miRNA-21 and 3’ -UTR of PTEN. Results: The expression level of miRNA-21 was
up-regulated in Tca8113/DDP cells as compared with Tca8113 cells (P<<0.01). The relative expression level of miRNA-21 in miRNA-21
mimics-transfected Tca8113 was significantly increased. Over-expression of miRNA-21 inhibited cisplatin chemosensitivity (P<<0.05),
and the up-regulation of miRNA-21 led to a significant decrease in the PTEN protein levels (P<<0.05). The relative expression level of
miRNA-21 in miRNA-21 inhibitor-transfected Tca8113/DDP was significantly decreased. Low-expression of miRNA-21 promoted
cisplatin chemosensitivity (P<<0.05), and the down-regulation of miRNA-21 led to a significant increase in the PTEN protein levels (P<<
0.05). Dual luciferase reporter gene assay indicated that miRNA-21 regulated PTEN expression by binding to the 3 ’-UTR of PTEN
mRNA. Conclusions: The expression of miRNA-21 was up-regulated in Tca8113/DDP cells. Down-regulation the expression of
miRNA-21 could partially reverse the cisplatin-resistance. miRNA-21 may play a vital role in oral squamous cell carcinoma drug
resistance by targeting PTEN.

Key words: Oral squamous cell carcinoma; MicroRNA-21; Cisplatin; Drug resistance; PTEN
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The Observation of Clinical Efficacy of Press—needle Combining Acupuncture with Herb on Treating Patients with Hand Dysfunction After

Ischemic Stroke

TAN Hui!, ZENG Ke—xue’
(1Guangzhou 12th People Hospital, Guangdong510620; 2Guangdong Second TCM Hospital, Guangzhou510095)

Abstract: Objective: To observe the clinical efficacy of press-needle combining acupuncture with herb on treating patients with

hand dysfunction after ischemic stroke. Methods: 60 Patients with hand dysfunction after ischemic stroke were randomly divided into

treatment group (30 cases) and control group (30 cases). The treatment group, based on common acupuncture and herb, was treated by

press-needle, while the control group was just treated by common acupuncture and herb. All of them were evaluated the efficacy after 4

weeks. Results: The Fugl-Meyer Assessment (FMA) score and the Barthel Index (BI) score improved more in the treatment group than in

the control group (P<<0.05). Conclusion: Based on common acupuncture and herb, the treatment of press-needle has better curative effect

for hand dysfunction after ischemic stroke.

Key words: Ischemic stroke; Hand dysfunction; Press-needle; Acupuncture

HE S ES:R7433

e AP A R A Y DL T 22 A 5 0 5
L FR) 2 Tl JOAE ) TS R 1) A0 TR, IR
TIIRERHT, — R AT A F AT R &
JI T AR 250 B RS RER N 2655, (HASCR
KAEe MERFEIAEAR, BEEF MRS T % (P2 +
REE N0 PRERE b, SRATHCEHC & @ B K7k
AT R AL A A R T D BERR A 0 SR IR R

XEkFRIZAS: B

doi:10.13638/j.issn.1671-4040.2015.12.007

WY . BLARIE R

1 K&

L1 —f A AP i 2 o 5 T ) Be 15 1)
P BENLILEL 60 1, Horh 53 33 4], 4 27 s A e
45~65 % s E IR, RFEITE L M HZ W . K ILRE
WLy A6y SR R 145 30 il AL BB e
TRV R T A Ge vk 24 o0 07, o W M2 v (P>



