5526 B4 S W) H E B 2EMEE RN 2R Vol. 26 No. 5

2020 4£ 10 H Chin J Otorhinolaryngol Skull Base Surg Oct. 2020
E X a2
DOI;10. 11798/j. issn. 1007 — 1520. 202005002 - S e L AL -

SGK1 7£ B8 MH 2 R By RiE K H 5t B R 7=
e £ =R 2

oA AL EWC, FAKR

(l.AFEAKRFHRIER FEBERA, A S0 51028052, A BARER &4 EFHFE F50%H,
& 7S M 510080)

# E: BRI SGKI 1ESRIE (NPC) Hrif ik B I XTI 4 M A7 is EGH AT s . ik R
GBI SR NPC 21 2 At & 48 21 41 rh SGK1 i 3R35 . i F lipofectamine 2000 A% 4t NPC Zfiffl %2 HNE-1,
Western blot # siRNA P4 | FHHXT HEZH I A 4L Y2 40 i o 1) SGKI ik, i 6 SGKI1 IT BR AR e £ 1) NPC 4
i, CCKS8 WAl it Yy 21 M 38 FE 8 ) , Transwell 4 Ji 36 5230 A0 SGK1 TSR 4H M3 78 B8 J1 1952w, ik =2 4t g
ARKEMIELIH TR, R NPC L SCKI AW o 5 T2 PE S A R ZHZN , Western blot 25 4L i 7% U SGK1
siRNA J5 HNE-1 4f i SGK1 25 /KB T [, SGK1 FEFUTER )G , HNE-1 41 fig 3 i H 4558 179 200 e 38 78 AT
RIVEA . Ak, U8R SCGKI J5 , HNE-1 MR T334, 4518 SGKI 7E NPC HA P 2 5 3RiE. U8k SGK1 4
PRI AT 4] NPC 21 2 HNE-1 3958 TR AIEIGRE ST,

X B RS SGKL siRNAIEHT; 125 108

HE 5 2S5 :R739.63

The expression of SGKI1 and its effect on biological
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Abstract: Objective To explore the expression of serum- and glucocorticoid-inducible kinase 1 (SGK1) in
nasopharyngeal carcinoma ( NPC) and its impacts on tumor cell survival, proliferation and migration. Methods
Immunohistochemistry was performed to detect the expression of SGK1 protein in NPC tissue and chronic nasopharyngitis
tissue. After transfected using lipofectamine 2000, HNE-1 cells with the best silence effect were selected by detecting the
expression of SGKI in cells of SGK1 siRNA-induced group, negative control group and non-transfection group using western
blotting. CCK-8 assay, transwell assay, and flow cytometry were performed to study the effects of SGK1 on the
proliferation, migration, and apoptosis of HNE-1 cells. Results The expression of the SGK1 in NPC was increased
compared to the chronic nasopharyngitis tissue. The protein level of SGK1 got evidently decreased after transfection of
SGK1 siRNA. After gene silencing of SGK1, HNE-1cells showed strong inhibition of cell proliferation and migration. In
addition, the apoptosis rate increased in HNE-1 cells after SGK1 knockdown. Conclusions SGK1 is highly expressed in
NPC tissue. Silencing SGK1 suppresses the survival, proliferation and migration of NPC cells.
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HEL 53 A 3 LRI T 05 0 A i A Sh Bl e 2 3 D TTER AL
SR AR 20 L 41 HNE-1/siSGK1 5 () BH 4 X B (1% 4
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BHNRICRESUR SCKI Hi A (B-actin) 157 FEHT
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WEE 4T, TBST H 15 #k4T ECL B4,
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P <0.01), 1 NC 415X} B2 2 [8] 2% SF RS 124
X(E3~6),
2.3 CCK8 55

K CCK8 #:MF5% T SGK1 YT Ek %t NPC. 4 fity 44
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2140 SGK1 mRNA FE kB B3, 253«
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