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miR-155 7 [ B 854X 40 Ren v & A& E B AL
Wit
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[FEZE] TSR 409 (oral squamous cell carcinoma , OSCC) , J& I HE FF fig WL HE . IR 58 2 0H , miR-155
1E OSCC H 12 Bl 223K, 1 H AT miR-155 78 OSCC % A= BAE F S AL v R W8 , AR SCHHIE miR-155 5 i (9
KA B HAE OSCC KA & e bl REE 2 19/ o SCHR & ) 25 2R R W1 miR-155 4 Jy 20 1 19 /)N RNA AT 410 ]
CDC73 .BCL6 . P27Kipl 45 HAT M A JH A BE B DA, 42 #F OSCC 40 i (34 58 T8 R 2245, i 40 LU 2 5 58
A5 EY R (EBRRE AFL KRR ) 2L FE HIE #E 0SCC #Y & 4 .
(k#8iR] PSRRI, #EEEF;  micro RNA; miR-155; EB#§;
ANFLURRRRE ;BRI AW EY
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[Abstract] Oral squamous cell carcinoma (OSCC) is the most common oral cancer. Previous studies have found sig-
nificantly high miR-155 expression in OSCC. However, the mechanism by which miR-155 plays a role in OSCC onco-
genesis is not yet clear. This article reviews the function of the relationship between miR-155 and tumors and the poten-
tial role of miR-155 in the development of OSCC. A literature review showed that mir-155, as a small carcinogenic
RNA, can inhibit CDC73, BCL6, P27Kip1 and other target genes that play a role in cancer inhibition; promote the pro-
liferation, migration and invasion of OSCC cells; and inhibit apoptosis. miR-155 can also be combined with biological
factors (Epstein-Barr virus, human papillomavirus) to promote the development of OSCC.

[Key words] oral squamous cell carcinoma; oncogene; microRNA; miR-155; epstein-barr virus(EBV);  hu-
man papillomavirus(HPV); target gene; biomarker

J Prev Treat Stomatol Dis, 2019, 27(12): 809-812.

[4c#E HER) 2018-10-25; [1&EIHHA) 2019-06-13
[E€TE ) HE AR ERESTHFEILASTH (31801152) ;) AR A RHLHRITH H (2017A030303088 .2017A050501054 ) 5 ) M EE R}
K2 2017 4F 20 F BF BRI H —— 17 15 B2 2% 0008 52 50 37 AR 5 202 00F 9% (2017035) 5 7% 7 XORHE 31 kil 3w 5

(201704040)
[EEBA] & ER, ARBHETEEE, Email: 976245309@qq.com ; VLAY , i+ WF 58 4= 7£ 13 , Email: applelovetowns@163.com , 2 [7] 5 —
=4

[BEEE] ZUL, TS G, 1, Email: weanhong@163.com, Tel: 86-20-81340093 ; 4% %5 #8 , AT EE T, # 1+ , Email: xyang.
gmu@gmail.com, Tel: 86-20-81340093



b

AREMFRE 20196128 $27% $ 124
+ 810 +  Journal of Prevention and Treatment for Stomatological Diseases Vol.27 No.12 Dec. 2019  htip://www.kqjbfz.com

1 85 R 410 it 9% (oral squamous cell Carcino-
ma, OSCC) , fa] R 1 Ji Sl 98, S dc o DL 19 1 s
Jie , 7 0 S B R B 909% . Y24, 0SCC g [H]
A Jpa AL o A [ A B, 3K 4% OSCC — 2 P 7
B7 47 Sk A K PR M . miRNA J& — 28 3E 4 % /N 43 1
RNA, 2 5 MLk L A BEORG B A2 & 78 RAE
iR & A= rp RS BB F . miRNA AR by 56 [ I BE
[ 2 3 Sy e o DR B 2 s ML il A 9% B 43 T B SR
%, Ak B3 B 96 A2 W AR AL T BT R . miR-155
BUCH SRRV RNA, 2 5 2R R kA4 Kk
JE RN R i B AR C R | s L FLAR g
i 2 e TR e BE R h s 3R £E 0SCC
P K3k, miR-155 5 0SCC iy & 4= R 56 F%
A YIA O, 7 OSCC WIBE G Th A EE B X, H
miR-155 7E OSCC % A= W I8 18 FH B AL ] 199 A B 34 B
i B miR-155 7 OSCC & A= FhAE I K WL R 5T
HERZEIR T o

1 miR-155 5 iy

miR-155 i T AR YL AR 2121 B AFE Gt 7% s
7% BIC (B cell integration cluster ) FINAE TN,
1 BIC %% %1 A, Hi3e 1k 7K - 32 BIC % 5% 7K - A
miRNA I T 25345 . BIC 4ifi%F #Hi% RNA , i3 35
BIC 7] i #E 41 B 55 3 39 5H . miR-155 B IA k2 P
MU/NRNA, Z 5 Z Mg 0 kL kB a0
miR-155 7E 0k U9 | (I L FLARAE i 25 W o
JEERR IR B B A b m RN . miR-155 (R R IR TE
Ji g A P 32 R O A AR, R
AN M E . AR T, miR-155 3R I8 U I 1
15, miR-155 7 (4 D) BE M AR 1A 1s767649 X} il fig H A
— 3 WA HEVE L, I ELIH 98 55 48 1 A2 A7 5 miR-
155 75 F IR M6, g 70 fili 2 20 miR-155 /85 R 35 10 1R
HWG 2 EAERM . fESME BB O s
miR-155 18 < 7 FH T SHIP1/ PI3K 4 55 S0 AH 3¢ 1)
AKt[ESES ) miR-155 A GefE R R H 2 5
shln i kA WA e S 5 45 i 1 S R TGRS
1N miR-155 ] i 33 T 8 hMLH1 . hMLH2 . hMLH6 &
0 323K & 45 T g, T g R G 45 i i i
RNA 254 8 1 QKI [ 35, 1450 25 I 9 40 i 1R 78
AE S fEFLIRE P, 1 358 miR-155 ] 4 1 FLAR
57 200 L () 338 L, 7T A 1) 0 ) miR - 155 2 38 D40 o) 2L
U957 200 M 0 388 5 LA AR R R AR 28 RN 2E 4
R T G340 I PRATE ST 4, I miR-155 7]
YERFLIREIZ W TS AT A wbr B . |

BEAE T, miR-155 R 75 AR 4% B B 19 4 A o e v
A 3 FE A I R VR T

2 miR-1551E A HEHER /N RNA & 5 A 0SCC
EHE
2.1 miR-155 /£ A OSCC £8 2% 4% A& = OSCC 28 Je bk
EREARFHZ

miR - 155 7 2 Ff S g vb 78 24 9 M S/
RNA Fl 53 FFr i (0 F €8, , 78 Sk S0 R WPk 48 M 9iz
S AR A 20 miR-155 F kK19 T, TR 15 5
ZE VL RCBEAR P AR AE R, 5K, miR-155 A fE
9 IR 2 W 1 3T bR 22—, miR-155 76 AR
B A BE M B & B OSCC % iE 20 41 b i 3¢
k50 Bersani 25 MUHE OSCC 988 4iE I i 55 40 25 b ot
i 3% miRNA 1Y &3k #4750 F , 46 U {2 7R miR-155
TE OSCCHEAE H A Rk T4, A2E&
P 1 IE R H A AL 4 i & HOK A OSCC 41 i 5
CAL27 " miR-155 [ &3k 5t , & B CAL27 H' miR-
155 19 &3k B2 1E 5 1 I M AL 41 i R HOK 119 2.17
¥, miR-155 7K 19 FF i R4 58 CAL27 (358 L iT
B M AR ZERE T o HEE AT B2 W b RL ATl TE
VR, R AR A A O A A A 5 45 R T 4
a5 o miR-155 A HE i mT AS ) 21 119 oo b 2
W AN VR -2 455 78 H (mac-2 binding protein,
M2BP) 41 il 2 11 (profilin) | 3 5 4 J& & 11 1 1
(matrix metalloproteinase 1, MMP1) | #MA & 35 25 [
59 (complement regulatory protein 59, CD59) . FH 4l fify
% 1 (interleukin-1, TL-1) . A 40 L4 Z& 17 (inter-
leukin-17, IL-17) , 7£ OSCC FL 12 W P 73 1 Fr ks
PIfER
2.2 miR-155 &5 0SCC & & & 5 -F ALkl

miR-155 A] REAF7E 22 R0 AL DA, B m] 3 o 7R %
SR AT ) 5L A 470 ek B 3 A i A 35 R R AR e
JoA 0 M R R SUORT DTS — S 3 I O A 3
M DIRE o WHFSE S BA I8 35 DX 4t 2 2 JR1 0 73 (cell
division cycle 73, CDC73) /& miR-155 A9 4§ 3t [ 2
— ,7£ OSCC ', miR-155 & F & CDC73 {3k , IF
i 3k A2 A B BE L B T 5 % CDCT3 AR
FH'™ . BCL6 A Ff J2: miR-155 A9 ¥ 3E K, BCL6 i i
V17 20 1t J51 91 2 D2 (Cyelin D2, CCND2) 7E 44 it /E
Kk & hEAE T, COND2 76 41 it A 31 G111 %) S 31
HORAE T, CCND2 o 6 354 T 240 it b i 15 4, O
H BB 51 OSCC 40 L 1912 22 HE 77 5 4 miR-155 i &
ik, CCND2 /K- FH 85, BCL6 52 Bl , fE %412 7 41
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MUz 5 GRS AR ZE S . miR-155 18 1 38 55 b 8 4
it 4 3 % F11R 28 HE 1 78 OSCC Ay 3 i Hp & 4% & 2
YR o 40 M A A B 40 i S 300 o 45 b i 4 R 7
Z 8] B -, 45 A0 RS A AR A AR K B
PEFE AU . P27Kipl J2 40 M 1 A
TR 5 700 ZER I AH DG IR, AR 2257 54 20 if )
1020 e 8 5 b 2 SR S AR o miR-155 ] i
il P27Kipl B F 3k , SEK G139, 12 ok 40 ffg 14 5, 10
7 Caspase-3 IHE, W Tea8113 T, 28 1
fr ik, miR-155 7] 4 i CDC73 . BCL6 . P27Kipl &5 %
FE VR AR FH A BE R {2 0 OSCC 20 i il 38 5 T 7%
FURZEAT 0 g e T

H HI 5¢ T miR-155 1 Ay 98 55 I SO % A= 1Y
BLIF 9T 32 B2 S8 e & A 1) 28 U{5 53 i 3
17, TEWREL IR | MR | S 20058 g miR-155 _F 9
5 JE A 1 26 ML 530 % 1L-17/NF B/ pS3 #3%
A XK. miRNA B WE Y68, S0 T i 2k afnf
o6 32 PR 3k 5 2440 F 41 B A A s, R A Sk 3 i
PETT 2%, O LR I FE 57 o miRNA 3 2 25 & g
TG SR 1 5 R R R P G S AR IR
EAEA 2= 2 25 798 D, miR-155 REHE ) | 9
NFkB i 72 19 N Ui o0 F—— 3% 0 4w & G %
(matrix metalloproteinases, MMPs) 1 1) MMP3.
MMP10 I MMP13 22" | MMPs J2 i 8 134 07 B4 H i
B AP S B TL-17/NFk B/p53 B R 300 1, 78
JiiRg 1228 R e R T OCHEYE T . MMP13 R
JOT 4 Je A 1 il 50 TR 1) 4% BB B 1 A T A% b A7
LI A B R B PR EE R MR R

3 miR-155 5EYERAERERF 0SCCHEE
EB ¥ #% (epstein-barr virus, EBV ) J& — Ff £ J&
) DNA W5 8 , AJ 28 B A2 06 T4 ERN, DR = W,
EBV BRAF 0] 35 K e 20 J7 61, EBV R 5k
S B L OSCC R A R R VIAH G o A 58 WL
LR [ 8 AN ] KA 171 1 15 bR 40 i g 4L 40
A 55% FEE EBY , & T 55 IE W 4141, EBV
Y 15 1) W AR B 25 11 1 (latent membrane protein 1,
LMP1) J2& 8 22 (195 1 BUR & 1, EBV B e A B 41 ity
23 5] miR-155 ik LH % LMP1 LK 5 A EBV
FFIPE Y B 4 L 23 IR B2 1 miR-155 %3k, LMP1
i I S NFeB 3423k i miR-155 %35, EBJR
R 0] B i 0 miR-155 AYTE T 2 5 M i & A0
AN FH % 9% 3 (human papillomavirus , HPV ) &
— 7 DNA R 55, J& 5 S 09 E 2806 A 7, R e

5 At b g8 1 T BRCAH G o ] B g S AF 5 MLAA IR
S, HPV, Jt H & HPV 16, 78 E I 98 E 79 T2 i rp &
FELEVER ., HAT,HPV (+) % OSCC R W%k H 45 I
Tt , H i HPV16 S 0SCC 8 d i 19 W7 A
Bano %" % 3L HPV (+) B OSCC #3# 1L-10 Ay 335
JKAEHE HPV (-) () OSCC & 51, HPV 1Y E6 2 it 25
P RE S TL-10 a7, {6 8 240 L ) 34 5 T % g
Jyvaag P HPV (+) [ 0SCC R E TR 4822, B %
RIS o ARG, Hui 87 R B, HPV (+) [k S Ik
21 B 96 95 191 1 T0LJS 1 O L HPV (=) 119 3k S50 6 R 4
JH 95 55 19 5 A, HLZE HPV 16 J8% 4% 1Y Sk 25 i Ik 20 ity
FEA M R, miR-155 B9 £ T . 25 L Arid,
HPV [l 42 5497 miR-155, I 5 0SCC 1 % 4
KRB DI BT HLE H A B, &
(VA v A i

4 N g

OSCC fEHe i LAY 11 s ST AE I, R s & & Ml
B REOSCCREAMIG K2 .. BIRIMVEHEAR ik
J7 LA R AR Y Y HUAS T — i ik R (R 11 R iR
YA 10 S A A A R AL R FE 50% /247 - miRNA
TE VR 240 L v 2 38 04 R S M T AR SR i 12 W L T
JERRICY) FORYTHE S . miR-155 FEAE fn G sh b
TR ER W A K R E A ik
A EHE R L, miR-155 #4185 AT 900 Z Fh AT
AE, A2 L ZIE L A AL U D4 o X F miR
-155 7 OSCC 5% , BAR A Fr 8 i, (HATh 8K 32 %2
AbF HIE B B, miR-155 78 0SCC B 1 FH AL i A&
B . miR-155 B9 FRIK KA B4 0SCC (112
Wrbs o S TS AR il , (HAA R IR A BT

S % 3k
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