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3p.SGK3 #4948 3¢ & ik , Western blot i% | 295 4HAL A M 40 22 7 SGK3 & & & ik, 54 =% 5 6 Rk Jm 22 4%
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[ Abstract ] Objective: To investigate the expressions of miR—144—-3p and serum/glucocorticoid regula-
ted protein kinase 3 (SGK3) in the oral squamous cell carcinoma (OSCC) tissues, and to analyze the rela-
tionships between the them with the clinicopathological feature and prognosis. Methods: 78 cases of OSCC tis-
sue specimens were selected as case group, and normal oral mucosa epithelium specimens were taken as con-
trol group, real time quantitative PCR ( RT-PCR) was used to detect the relative expressions of miR—144-3p
and SGK3 in tissues, Western blot and immunohistochemistry were used to detect the SGK3 protein expression
in tissues, the relationships between the them with clinicopathological features and prognosis were analyzed.
The working characteristic curve ( ROC) of the subjects was made, evaluated the diagnostic efficiencies of
miR—-144-3p and SGK3 for OSCC; all patients were followed up for 30 months, the survival rate of patients
was statistically analyzed, survival was analyzed by Kaplan—Meier, survival differences between the two groups
were detected by Log—Rank. Pearson correlation analysis was used to analyze the correlation between miR—144
—-3p and SGK3. Results: Compared with the control group, the expression of miR—144-3p mRNA in OSCC

group was increased, SGK3 mRNA, protein and protein positive expression were all decreased (P<0.05),
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miR-144-3p expression and SGK3 positive expression were not related to sex, age, smoking status and depth
of tumor invasion (P>0.05), was related to TNM stage, tumor differentiation and lymph node metastasis (P<
0.05). The ROC curve showed that the AUC of miR—144-3p in the prediction of OSCC was 0.767, the sensi-
tivity was 71.79% , and the specificity was 63.96%. The AUC of SGK3 in the prediction of OSCC was 0.683,
the sensitivity was 66.67% , and the specificity was 75.64%. Followed up for 30 months, 27 patients died, the
survival rate was 65.38%. The mortality rates of miR—144-3p high expression group (44.68%) and SGK3
negative group (48.78%) were significantly higher than those of miR-144-3p low expression group (19.
35%) and SGK3 positive group (18.92%) , Kaplan—Meier survival curve showed that the overall survival rate
of the two groups was significantly different ( P<0.05). There was a significant negative correlation between
miR-144-3p and SGK3 expression (r=-0.417, P<0.05).

OSCC tissues is up—regulated, and the expression of SGK3 is down-regulate,

Conclusion: The expression of miR-144-3p in
it is related to the stage of

tumor, the degree of differentiation, and lymph node metastasis, it may be a biological indicator of the diagno-

sis and prognosis of OSCC.
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BOEMER A L RGBT, & TS 0SCC £ F
FHERBME X, OSCC k4 KEH R 4 Mt

B EE,BLFRH PRt m e TSy, 2
Rt EA T2 EZNE N, miR-144-3p & T
/NRNA By — R F R R B H 55 R 5% 4 00
W EHEME RAE AN R E e kA,
AR EERN R TH, KRERELENHE
B v 5 R R R & M 3 (serum/glu-
corticoid regulated kinase 3,SGK3) & T #% 8 o 7, #F %
B AT P 40 BT RO O B AR R
HEATHEmp g E Fi%Y, Bk, miR-144
-3p #1 SGK3 th 7 % fz%zi%fré’ﬁ;zék A K B
7 OSCC F 4 m & A, A T 4l 0SCC 4 4
miR-144-3p #1 SGK3, 3t AT H £ % 5 5 K 5 4 &
HFHEW X Z, ARELT,
1 BERS5HZE
1.1 — Ak k& 2012 48 3 A £ 2015 £ 9 A AKX
WL % b 9Tty 78 ] OSCC J7 3 A7 AHEATHF %, 0SCC
BAEWH 43 6], & 35 B, 58 30~72 %, P F
(54.03+7.18) & ;1% 41t 34 1], & 401k 16 A, & 21k
28 s A A R Ik B 41 ), kB A R B 37
B, 7R 40 B B M e R AT A B R F A
H 0 R B B AR 2t B A, Lk B R R R
FRARBU JE LR FAEREAF, AN E . OFH #F
ﬁtfrrziiiﬁ%éﬂ//ﬁiiﬂfw,@ L H AR ARATHOT
HRAMAXET ;OWALF; DEF ERE, 5
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R T E, HETRARE O 3 3060 % b Bk s Q1
EW“L% FHHH H RE R O E S Mk
TRNP U FRERG, AFREARBESL R 2 #
i3
1.2 FZ X 7. miR-144-3p #1 SGK3 5| 434 T L i
AT AW TARARNE A K;RNA #EGA A & W E T
b RAR A& LA BOH IR A B s miRNA R 2 KR Al &
EHBEBRA AW 8 # E Thermo scientific 2 ] ; RT-
PCR R A& 7] & 1 8 H A Takara A 8 ; & & W JE N &
RA el E b REZRARAE; RITLA SGK3,
B-actin FLAR I § % [E Sigma—Aldrich 2 &

1.3 7 &%

1.3.1 RT-PCR 4 M| 41 £ & miR-144-3p F SGK3
mRNA F 3k AR A+ B H TR B 404, Al A Trizol
HRIE RNA, % B RNA R# iR F| &4 RNA K #%
Sk # cDNA, KB f& % # 20uL:2xSYBR Premix 10ul,
H20 8L, cDNA 1pL, E TG # 4 0.5pL, K 2
JF A5 95°C TR M Smin; 95°C & # 10s,60°C & K
30s,72°C 2min, 40 A & 3 ; 72°C ZE 4 10min, 1R
274 & 3k Pl GADPH fE 4 W & 2 B 3 AT 3 &
SGK3mRNA %k i &, bl U6 ¥ W5 £ F it & miR-
144-3p mRNA k% &, Wk 1,

1.3.2 Western blot /4l 41 42 & SGK3 & & &3k . B H
WEERMBRER,TE BOERELER, 5RA
MR EAEBGRA &R L EE,BCA E0 T #
BUE B R JE ,SDS-PAGE ™ k4 K 5 ¥ & A8 I %
Z PVDF JE_EATHER B, I NBLAG 4 3 1A )&, i N
— 3t SGK3 451K (1:500) ,4°C 1¢ 7, TBST ¥ ¥ J& Am A\
EHR [gG Z40(1:1000) , % I8 T & 2h, TBST 7# %
JEECL B B THRRRENFNERARELFL,
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%1 RT-PCR3[#
4 F7(5-3)
miR-144-3p F ACACTCCAGCTGGGTACAGTATAGATGATGTA
R CTCAACTGGTGTCGTGGA
U6 F CTCGCTTCGGCAGCACA
R AACGCTTCACGAATTTGCGT
SGK3 F CGGGATCCCAAAGAGATCACACCATG
R GAGCGGCCGCCAAAAATAAGTCTTCTGAAGG
GADPH F GAAGGTGAAGGTCGGAGTC
R GAAGATGGTGATGGGATTTC

133 %R MANBEEA L+ SCGK3 F G £k ¥
AE AR RA L BB R AR E T AR & iR
TR MR L, m N A A B F 25min, PBS 7R
TR JE A Al 3 ot E 2 F 15min, v SGK3 — & T
ACHKHEFRLHBE PBSEREMA_HERTEE
1h,PBS R E Pk Ja 4 fn DAB £ €& AT E €, K18
KERE, RMAARAREL, W REET 1B T
10s Ja 7% ¥k, M5 & LB K, 8 m = W R ATE
W R PHREHATHE, BT RMSE THAANE,
B A Pkt 10 NALER, T FEME e e 4 A S L A

1.3.4 FM34F. 947 miR-144-3p 71 SGK3 & % 5
BAEEARRES BN X R, AN mR-144-3p A0
SGK3 # fL{E1E X I F1a, 3 & ACF 1K K F miR-
144-3p 1 SGK3 ki B H 5 1H L,

1.3.5 BV PrA B 34T 30 AN A BT, R A L 3E
RE VW RHAT,

1.4 it 4% . 5 F SPSS21.0 B 43t 4T S it % 4
Mo WHECERBRA (%) K&, XA X B iTERAH
DL BT 2 (xas) £, KAt BB A EZRHF T
VEFRAE ty 4 3F 5 miR-144-3p 1 SGK3 7 0SCC # 1y
W3 EE , K Kaplan—Meier 3t A& 77 1F S 3E AT 247,
Log—Rank % 4 | 41 [8] 4 77 % 5%, Pearson 4 X M 2 4
miR-144-3p fr SGK3 —# A x £, M P<0.05 } 7
HAAITFENL,

2 & B

21 O E4 % F miR-144-3p 1 SGK3mRNA % i .
5%t B8 40 A8, OSCC 41 miR - 144 - 3pmRNA % % F
7 ,SGK3 mRNA %k 1%, Z 7 # 41T % & X (P<O0.
05), L% 2,

2.2 SGK3 & B\ kik. 5 4t B 448 th, 0SCC 41 SGK3
EAHRK EOAMEREAERK, ZRARITZEE

(P<0.05), WHE1.% 3,

*2 FWAORAL D miR-144-3p 1 SGK3ImRNA FiE (x+s )

Eiill n miR-144-3p SGK3
0SCC 4 78 0.74+0.12 0.19+0.04
pagieal 40 0.24+0.04 0.70+0.13
t 25.587 31.934
p 0.000 0.000
AL 0sccAl
AEM - osccl

-

B 1 SGK3 & &tm 4R
%3 T4 SGK3 EHFiK (xzxs)

Eilil n SGK3 SGK3 A% (%)
0scC 4 78 0.17+0.04 21.39+2.95

Xt e 4 40 0.72+0.15 76.35+10.22

t 30.499 44.194

p 0.000 0.000

2.3 O ¥ miR-144-3p SGK3 K ik 5 Ik K 5 %
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% % . L& T miR-144-3p mRNA T4 E 15 b & %k
kA KT P A AR 8 KR 35 41, miR- 144 -3p %k
ik SGK3 FH MRk 5 M A A8 RO LB g R

EE ¥ (P>0.05), 5 TNM 41 b o0 42 £ ik
BEEHH X, £ZRAHITFEN(P<0.05), L%k 4,

%4 OSCC & miR-144-3p SGK3 KiE5IEKSH X &R

ey miRT144—3p & miRTI44—3p 1% " SGK3 [H 1 SGK3 [A 14 ° b
3K (n=47) F 3k (n=31) (n=37) (n=41)

exill 0.790 0.374 0.056 0.814
% 24 19 21 22

% 23 12 16 19

FH 0.057 0.811 1.725  0.189
<50 ¥ 21 13 19 15

>50 ¥ 26 18 18 26

R 0.257 0.612 1.195 0.274
= 27 16 18 25

% 20 15 19 16

TNM 441 5.606 0.018 4.403  0.036
. I# 31 12 25 18

I, IV 2 16 19 12 23

ik AR 14.081 0.001 12.500  0.002
1% 28 6 9 25

o 9 7 8 8

& 10 18 20 8

N 4.893  0.027 6.122  0.013
H 29 12 14 27

x 16 19 23 14

Fi¥ 78 2 E R 0.173  0.678 0.000  0.999
Tis-T2 22 16 18 20

T3~T4 25 15 19 21

2.4 O R4 F miR-144-3p SGK3 ¥ #f 0SCC % &t
AT ROC 1 % 247 B 7% 41 44 miR—144-3p i OS-
CC Hy AUC %4 0.767(95%C1.0.585~0.794) , WA 2, %
BJE 71.79% , 7 JE 63.96%, 44 SGK3 H il 0SCC
i AUC # 0.683(95%CI.0.568 ~0.712) , I & 3, &Rk
& 66.67% ,%¢ 5+ 75.64%

2.5 HEA%F miR-144-3p SCGK3 5§ & 3 Tl 7 By %

- 180 -

RO T EBEIME 30 MA, B AR, 27
Bl B I, R A FE Y 65.38%, miR-144-
3pmRKRULEH 47 0], 2 21 ] (44.68%) £ # L
TR A EH 3B, H A6 7](19.35%) E#H A
T, Kaplan—-Meier £ F W & L+, B B H LKL F
R £ BH KT FE L (P<0.05), SGK3 [H 44 &% 37
o 7 ] (18.92%) B T 1 [A 41 B 41 1),



B255 H2H
2019 F2 5

ok & 4

HEBEI MEDICINE

Vol.25,No.2
Feb.,2019

Hop 20 ] (48.78%) *. # . 1-, Kaplan—Meier 4 77 i

LER, FHABHEEEREFRZRARITFEN(P<

0.05), LE 4 Fn 5,

Sensitvity

o 20 40 60 80 100
100-Specificity

A2 miR-144-3p FAM OSCC 4 ROC w1 & 5 #7

Sensttvty

o 20 40 o 80 100
100-Specificity
B 3 SGK3 Ml OSCC # ROC & 5 #7

1.0
0.8+ L
£ o.6
i 0.4+
H 0.2 _I"ImiR-144-3p{E2Es
_MmiR-144-3pB26A
0.0 T T T T T 1
(1] 5 10 15 20 25 30

AEfEurE (3D

B4 miR-144-3p AR A& & H TG £ 4 W &5

1.0+
0.8+
2 o.6-
B
&% 0.4+
ﬂ 0.24 vl SGK3ME
_ skt
0.0 T T T T T J
1] 5 10 15 20 25 30

A AfErfE (3 )
B 5 SGK3 RE &L & HEG LG WL

2.6 OSCC % miR-144-3p SGK3 % ik 09 40 % 1%
Pearson 18 % M 41 % 7~ ,miR-144-3p 5§ SGK3 %

2 B ¥ f 4% (r=-0.417,P<0.05), W& 6,

604

401

SGK3M R E

204

0.0 0.5 1.0 1.5 2.0

miR-144-3p mRNAFE X

B 6 miR-144-3p SGK3 48 % #4547
3 it i

MicroRNAs #4822 MZH 8 77|, Bt & 48 A
F# 3'UTR X 340 #| 24 mRNA BiF , 5B IEW L 4
KR BEHEMR, L% e s LR, g 1E
K HEE, MicroRNAs 7 OSCC # B S 2 4,
#1 miR-1271 .miR—188 £ OSCC # T3 & 3k, 1% # &
4 #0745 % 0SCC # miRNAs th %k 3, % T4%
% OSCCHAAE KRNETREE,

miR-144 { F % K 17q11.2, H miR—144-3p Fu
miR-144-5p H A X, # 7 %8 i miRNAs % F xt
B 41 2% microRNA & ik 247, 4 K B 7~ miR-144-3p
EEEAREARATREANET TEF AR,
Hela 41 fft % 8 58 & AT %] miR-144-3p £k j5 7 W &
BHEERS A TH, K ERELRG &Y,
ERGR R N AR TR R, Rk
miR—-144-3p # 4% ¥ 2 30 % B g e o w35 71101
FAR R B Y BE A o miR-144-3p & ik 4F 7 M
B, AR F LR OSCC # miR-144-3p & % A F
REFE, LY OSCC ME»H MEHSEaEX, BT
miR-144-3p 5§ OSCC W X £ K & B4 %, g o
#r 8 ~ miR-144-3p & %k ik # H J5 % %, #2 =, miR-
144-3p T LL1E A FM OSCC B EF e th £ A S 40,

SGK3 fir T %4 & 1k 8q12.2, £ & JE th & 4 F & &
EFEAEH, Liv 5K B om 7 R 40 08 F miR212-
3p WA SGK3 M4 ek Y, A £ B
FAF % B R SGK3 TR HE A S, B
PR RETSCK3 EaMMERAXAEF TEME
k4™ HHTAE 0SCC # X F SCK3 mydfifx b, &
R & HL,08CC 44 SGK3 R H Rk B IR, 5
OSCC I R0 F (W2 JE MEEHB A X, #
~,SGK3 £ 5 0SCC W kK £ #t B, Tl g 2 4f & &
SGK3 A4 Tl & 4 # , 48 7~ , SGK3 7 1F 4 il 0SCC
EEWEW ALY, miRNA SCGK3 4 0SCC # ty
FHERAATRKNEMDW BT NEE, AR

- 181 -



B255 B2H
2019 F 28

wok E ¥

HEBEI MEDICINE

Vol.25,No.2
Feb.,2019

%7 0OSCC 14 % miR-144-3p #1 SGK3 # 0SCC #
WP HH — 2 B8, R R = T f & OSCC iy &
Wi Ar S 4,

miRNA — i # 3t 45 & % 3L B 3°UTR & 45 477 2
TR 1E . B 5EAE 52, 72 AT 8 28 0 F miR—144-3p J%F
St SGK3 77| o #y 3-UTR 4 &, #F 71 41 41 S8 4% ty
&k, KB AR R miR-144-3p #7 SCK3 £ &
EMAMK EREEZHE OSCCHFREEHFEERX
R, AEREEHTRENER

4 EFrk fE OSCC 4140 F SGK3 2 T &k,
miR-144-3p & Fil £ *X, —F R AKX 5 EHF W
AR, FTIEA OSCC ¥ W 48 47, 12 A B 5 A M I IR
AFH R Z % 4 OSCC W Wyl R 2 0L BAE = M, 9F
KD TFAIH Lo % — % AR A EER, XA R R
S FRA.
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