3900 FTREF 2017 F 10 A% 46 5% 28 &

BE - ERMAFR doi:10.3969/j. issn. 1671-8348. 2017. 28. 004

FEHEXFE TS TLR4.1L-6 PGE2 Rix {2
mpid by &l b g b R

KAMA LA BB OALEER R o4l Res
(G EARF W B O ER 1. B 2582, 4 3k, wa)1] 35 M 646000)

(HZE] BN KA FwERmaEAomEgRmpi SCC-15 @A =2 F 5 4 TOLL # % k-4(TLRY) . & @ jo /- %
(IL)-6. %7 5I i % E2(PGE2) KA A £, Ak BAAvESHK@IEAE SCC-15 @k, & E & F 76 . CCK-8 &4 m SCC-15
2m Jit, 7& H , Hochest33342/P1 s 4 #& m] SCC-15 2m At B =, Transwell 3k 40| 28 Jo 43 & %8 /1, & & J ¥F i ik (Western blot) # i)
TLR4 & & & ik K-F, ELISA &4 m IL-6 . PGE2 £k, R FMELRAEMMBA =, ,SCC-15 Mz &£ A ML HK, FHE
% F 6, 1L-6 PGE2 A& F B4&, TLR4 & & Rk V. 5 MR K £ F A LT FELP<0.05), Fit FTHEEFREADE
S5 R 2 JE % 2w I8 = T Ak b5 A7 4] TLR4 . 1L-6 . PGE2 R X A %,

[XEBR] vEskmie; FMEL; LALR

[FE%ESZES] R780.1 [ HtFRiRas] A [XEHS] 1671-8348(2017)28-3900-03

Effects of rapamycin on promoting oral squamous cancer cell apoptosis by
inhibiting TLR4,IL-6 and PGE2 expression”
Zhang Qimei' , Zhou Cong' ,Yang Li* ,Wu Baogin', Tan Hong' , Nie Minhai'*
(1. Department of Periodontal Mucosal Membrane ;2. De partment of Clinical Laboratory ,Af filiated
Stomatological Hospital of Southwest Medical University ,Luzhou,Scihuan 646000 ,China)
[ Abstract |

Objective To investigate whether the effects of rapamycin on promoting oral squamous cancer cell apoptosis is

related with inhibiting TLR4 expression and inflammatory factor IL.-6 and PGE2 expression. Methods Human oral squamous carci-
noma SCC-15 cell line was cultured and interfered by rapamycin. Then the activity of SCC-15 cells was detected by CCK 8, the SCC-
15 cells apoptosis was detected by the Hochest33342/PI double staining, the invasion ability was determined by the transwell meth-
od. The TLLR4 protein expression level was detected by Western blot and 1L.-6 and PGE2 expressions were detected by ELISA. Re-
sults Rapamycin could promote cell apoptosis, the invasion ability of SCC-15 cells was significantly decreased. After rapamycin in-
tervention, the TLLR4 protein expression was decreased and expression levels of 11.-6 and PGE2 were reduced, showing statistical

difference as compared with the negative group (P<Z0. 05). Conclusion Rapamycin promotes oral squamous cancer SCC-15 cell ap-

optosis, which may be related with inhibiting TLLR4,11.-6 and PGE2 expression.
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