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Abstract: MiRNAs are non-coding evolutionarily conserved clusters of short RNA molecules relat-
ed to gene expression. There is increasing evidence that the expression of various miRNAs is ab-
normally regulated in different types of cancers. MiR-199b is one of the important members of
miRNAs and plays an indispensable role in regulating various biological characteristics related to
tumor cells including proliferation, apoptosis, migration,invasion and metastasis. Therefore ,miR-
199b is expected to become a new biomarker for tumor diagnosis, treatment and prognosis.
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/N RNA (microRNA , miRNA )& —Z5 /MY AE SR
RSFH#EfL RNA, KR 19~25 D% R , miRNA
AL DLGE ) 5 R R DA 37 - S X P ) R A TR B
FEBCXT R AT FE K G, T i75 - 2mRNA R fif 5
PRI, AU S 5 IEH WA 2R 7 ik S5
PR K A R AE R, miRNA 3 i 78 5% 5% 5 K
S b R PR Y 3R 3K T 25 i 288 TR S e g v
BAEZMWIIEE?,

MiR-199b & fii T AZEGL AR | 9q34.11, M 5
TR 3R 4y 530 AT 2R it Ay R R AN [R) O 8 £ L miR-
NA :miR-199b-5p Fl miR-199b-3p, H: mRNA # /5
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ANHHIRD AT A 35 AN [F) A AR 95 T g . MiR-199b 7
B AR RIS, SHMEZRES
T S I 200 YL P TR A AR AT S g A A T
ST s 0 2 Y PR R DR S s, R e A
i e O S AR EAE . AE IR T, miR-199b-5p 1E
B AR T e R AR T R OGBS A A S
mRNA #y3ik, I AEIE L 0] $F 48 455 E-box HY[H]
JE A& 1 (zinc finger E-box-binding homeobox 1,
ZEB1) KAEAWIEAE A A6 S SUE 1, miR-199b-5p
P10 7] 48 S AT 00K R T I AH OC IR 88 10 (kallikrein-re-
lated peptidase 10, KLK10) & & 20045 26 A i) 3 5
MEEH , HAAE T8 miR-199b-5p 5 5 2 i 5
0 G J A A7 W (progress free survival , PFS) Fil &1
HFF W (overall survival,0S) 52 HAH B 78 FUR AR
Jii ', miR-199b-5p 38 i #8 [1] STON2 41 il H AR AR 5L



SR A MR AR, IRBE I T R 4 A T 1T 25
LRSI A AR O MiR-199b-5p J2 FL AR Ji 58 2 (1 4l
SRR R T, R FL IR T, miR-199b-5p #T [
HER2 #fil HER2 BHM:ZL AR g0 40 ML A 38 58 . BB 0
TEREIE LS A 7R NZE B R B A
I 98 T R C2URD B PR T e miR-199b 3 i i
R R S E R R ER R R AR 2R R, AR SR
X miR-199b 78 AN [ 3% 1 i & A 2% 88 v i) 1 FH RN
PLHIE —Z5 38, B 76 8 W Mg i T2 W TRy
S5 U DA SR T A S AL

1 MiR-199b 5HfifE

A2 K& B LINCS1507 1l 1 &7 miR-199b-5p
15 G PR RNA  (competitive endogenous RNA ,
ceRNA) , i i miR-199b-5p/CAV1 4l ] STAT3 {55
B, DI A0 o 200 B S R AN R — I B Ak
(epithelial-mesenchymal transition, EMT), Jf 24
S it A M Y U T2 MAR-199b-5p 3l 3k 78 24 B 45
S IR T OCEE A A R S I ] mRNA (3%
ik, AT EETT A, oA AR /N4 T 9 (non-
small cell lung cancer,NSCLC) i1 Wi FliR ¥ 7 #2441
B AL, Wang 2 WIGIE T ZEB1 & E /N4 it fili 48
(non-small cell lung cancer, NSCLC) /' miR-199b [
B T WA D) AE R AR , miR-199b 18 i # 7] ZEB1 7¢
NSCLC w54 A T o Jilidis 1) & A6 2 th 2 Fh R R
Sl Ay, AL 5 78 5 I K-ras J& 78 NSCLC H &
PR B W UL O B [N K-ras 28 738 ASAY 55 i 98 119 %
A R A S I 8 %) B B T RIR I TR 24 7 1A A
Kb JE , K-ras f2& & BEARSE R Y7 bR | 3T 40 ok Bl 2
WF & B X Keras 2878 R 1 259, (AU R L4758
HEALIRITY ik, S IFIT R, H 28 miRNA £
TR KT [ I 45 T Al A 52 3 JE 1Y) K-ras 2828 1)
NSCLCH® A5 B (1 )2 , 3% $L A 5% #F 4E o 76 #0 1] K-ras
i) miRNA b Jin 857 HOBE W47 2, # #F miRNA
P50 i it 2848 K-ras PR 11 miR-199b, 25538 5%
B 9715 K-ras 8 i 38 il miR-199b 3 5 1 F 3 Ak ok
P miR-199b 1Y 235 1M & 44 08 V5 o R i g AR ml
HEM K52 miR-199b 1) 35 1] BEJZ VR YT K-ras 28748
) NSCLC H9H SR m

R HF ST miR-199b 7E NSCLC i #1119

YER, JF5 80 N 2228 51k i i & B & e % )
FHOG, HAE NSCLC 12 Wi HA EAE iy i A
A AR5 miR-199b (1) 2 ik %t NSCLC & % 515132 W |
TG IT T 24 55 07 AR A B ITAL | (F i e = RARAS
Z L I R G

2 MiR-199h 54 H G

2% H W 9% (colorectal cancer,CRC) 7E 8 7 18 %
P Brb R o o R R i, T #2030 4F, 4Bk CRC &
i NBCK: FE 3 200 J711, Shen 4511 i T g S 86 &
B miR-199b Ml CRC 4H i 7 14 P4 A1 1) 3 B8 {2
22, JEYG I TR 5980 bR W E R SR Vb I 0 SO
HE— 20 1 XU G 3R i i 5 PR A I % W SIRT1 &
miR-199b 7& CRC ™ 1Y B 4% ¥E 4% ;miR-199b i 1 4
45 SIRT1/CREB/KISS1 15 53 B0 il CRC 1Y % 4= Al
PEE, HERIBKFEA CRC B E PR AFIE K,
GRS & CRC BRE 1Y R EIET K Z —  Chen %
i i H] RNA (5% s 2H) MUF 78 CRC 7% 19/ B
AL B 8 T — MR % CRC ¥ 8% 05 sh F4E i 2%
AR RNA, cire-NSD2, #F58 % B cire-NSD2 7¢ 4 1)1 i
P miR-199b-5p 1Y ceRNA, JH¥TE T 258 H 852
A 2 W2 P B 1 (discoidin domain receptor tyrosine
kinase 1,DDR1) Fl 5 5 Ik 1 (Jagged 1,JAGT) 3,
g % B 3 0t cire-NSD2/miR-199b-5p/DDR1/JAG1
Tl £t 1 40 i Ak B AH 5LVE ] e CRC 40 G A% 3T % Fn i
., X SEZE R T miR-199b-5p Al figJ& CRC B3
PG RS IG T 258 5 RS 2 5 A B o 3
B ] NanoString 43T 72 PEAk 41 209 BEA 12 0 Jay 5
W 30 L i R R TR B R G- 2H R B A R 20
Z IR B A 2E 25 5 (yp O/ 1 945 T1/10/IV 3 ), % BR
miR-199b-5p 9 /55 2% 3k 5 Ak 7 S g B 35 A0 O B
TE BAR B A A 43 BT miR-199b-5p A9 1 3R 5 55 4
TG 52 e A A7 SRR A A7 B A G TRIRE , AF s
miR-199b-5p #Y 1 I8 5 A 97 Sy A 5620 e e 1
HA R R Jry ER W 4 B i R R AT SO A PR
YR ED)

25 bl W miR-199b 3@ & #8 7] SIRT1.DDRI ,
JAGT ZEFE M CRC 40 iy 8 MR 28, H IR
KK 5 I B8 E W JE B R AEAE I OS £ GE A
K, JCWTE CRC & W AT AYT i 25 A is
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FA W 75 T8, miR-199b #BA &K Y i AR 1 i, 5
ATyt 2E— 20 R T 58 LAGIESE

3 MiR-199b 5 EfE

B SR R WA EAREE MR LT R E
JE#5 NFLLJE 55 (human papillomavirus, HPV)
A HRE, RZHURY: HPV WO LIt~ &8 e
B o PRI R B A ) ok T b O A R S
JEH RS G HPV B A bR o Han 55 25
Xt fE HPV 2 (HPV16) F1 gy 30 i bR 40 g 9 (FIGO
I BI~MTHA), ik 24 2 7 v 0 2 il RNA T4 & 30
HPV 16 % 5 F1 E6/ET M miR-199b-5p 75 5% 2H
LR M Ry 2RI8 7R — 3 HPV 16 BH P& #idi 1Y
g WA T RS XS T miR-
199b-5p 1 fiEJ2: i /i HPV FHA: 352y 20008 & R 1
RIS Wi A= Wrdr 4 . KLK10 8 DA Ay S — il 220 4 i
JeE AN R 76 e #E T, KLK10 J2 miR-199b-5p #)
B AEEAR , miR-199b-5p i it T i KLK10 {2 i 5 5
S (XG5 RS RS JT A bR 4 B PR T, AR
Je 1% B 1) FIGO 4 A (/Y 399) 8 38 4 5% 5 HLZAE
1753 BT # 78 miR-199b-5p 55 57 8 8 3 1) PFS Al
0S B2 HAHKD,

MiR-199b i it # ] KLK10 78 & 8 b 4 4542
FEAEH, IS5 mfE HPV BB 0008 1 208 % VI A 56
AR HRTXT miR-199b I8 5 8 0098 & & 19 4 F HL I
AT —ZNR, B FRa b B, Kk, W
miR-199b 75 89 b (19 VE AL AT /2 LUJS A 58 19
i,

4  MiR-199b 5 3L Zn &R ph g

Wang 45 2 57 & B miR-199b-5p (1) 323k 4
il 3k 2903 IR 4 B9 (head and neck squamous cell
carcinoma , HNSCC) [/ 3 58 #1142 2% , H.ffi 1l Kaplan—
Meier 270 HTAF 5% T 128 5] HNSCC R &, &
KA miR-199b-5p KAV 54825 1) A A F 3 L 2
H2E (P=0.01) , i 7E 3% 128 i 35,79 Bl /A7 25
TR AR Gt 4 R miR-199b-5p & A
TRV 5 IR I 25 5% 78 % UM OC (P=0.001) , Sousa 55>
G N I B 245 ki 28 S 2 5 HNSCC X R &
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PET A (0 25 SR X S8 AJF 5% 356 B miR-199b-5p 5
HNSCC Wk TV 25 56 8 45 A kR B DIAR G, Ry i B2 (1)
IRy MBS P bR oe B2 4t T Be AR YE L 1 L 114
Mg % K 40 il 9 (laryngeal squamous cell carcinoma,
LSCC) A LA it F R 8 il y7 R i6 97, B A £ 1540%
EREERMIZHC S T (~1VH), 78X
PG &0 FIRIT AR 4%, I IR b i R K BRAT 28014 0
SRS AHOC R E AR S, O LG oK W B AR AR
A B I 0 Y A S G 2, MiR-199b-5p 7£ LSCC
()26 18 7K A L AR AT 1E B 4H 20 5 3 Ik (P<0.001),
FLBEAR ) 2 38 7K P18 £ /R 4 55825 19 00 AR A7 %
(P=0.004)""", $&/5 T miR-199b AY {3 1k 7K F 2 1l
JE AN RS bR

PR MR L S TR i A2 e B 10 B v R 430 B R =2
—, BT A RWIRIT S BUS R IR 2 A1 2%
F A i R R R SN S B E ] T miR-199b-5p i i 4
] STON2 41746 FF bR i 2, Sk DR 98 4 B 1 A= <, I3 m
FH LR i s 24 X5 Ak 7 24 ) 58 A2 Tt ) U PR MR-
199b-5p 7E FH AR M 2L Sk bR 96 240 vl e 40 98 25 R 79 £
FH, 1M miR-199b-5p/STON2 %l vl fE 2 F PR R 7L Stk
S BV AEIA YT VB R . Hwang 25 PSI7EAIF T G0 4] 2 591
K M AE AL FCR S5 R R B (5 FH miRNA B4 4 1)
Fil qRT-PCR 56 UF &% Bl miR-199b-5p 77 78 W & 1Y 22
S 3R3IK (P<0.001) , 76 #C & P& 1 miR-199b-5p
F T H S HUR S BREER (PTH) 7K P 5 51 AH G (y=-
0.579,P=0.002) , {575 35t f& Pk Jih 83 v %235 L9, miR-
199b-5p 7 X 531Uk P i 3t 4% P FEOIR 5% i b 96 7 1
R T 67% M R AE A 100% 1945 S 1 X s g
S4B~ T miR-199b-5p Al 1E S X 43 H & M Fi st 4%
FH bR 55 B T e () VS A B2 T FR A

H 1 1 B 58 25 5 32 B miR-199b i 2% ik 1)
HNSCC 20 M i 34 58 A4 22 O Sk L 455 % 5
F7 355 105 6 b 2 3540 3G . MiR-199b £ k3 784 i e
AEYIAR R, O IG R IR B AL T B 2 1 SR B R By
{ELEL LA i) B ML A 5 4 BH Al EL o B 2 B SR 5T
b IR IR AR miR-199b X HNSCC 412 I Al
T VE AR A B L

=2

5 MiR-199b 52 iR

Fang Z5*5EB T miR-199b-5p i i3 44 [ HER2



il HER2 BHME 2L AR 40 M 36 5 | 3188 M v B B
A, IR COX [l AR R34l miR-199b-5p & FL AR
A S WS R (HR=2.318,95%C1.1.086~
4.949,P=0.030) ; H % 7 A B AK K F- miR-199b-5p
{14 LR 9 B 1) 2B A EG R v KT 1 FL R g SR
25 BB KE 56, P=0.021) 7', 15 HER2 BAYEAY L
Ji 98 £ 3 A L, miR-199b-5p A4 23k B e R 9/ 25X
SRV T miR-199b-5p 5 HER2 2 [8] 17 75 52 Fp 4
TR OCHKE, @ — IR R, = FIEFL I (wiple
negative breast cancer, TNBC) ¥ H. A {2 284 , 5 HAh
FUMR R W RUAR LY, R R Ty, AR A7 I ) B 7 B0
MiR-199b-5p i i # [i] 254K 25 1 40052 14K % 20 1% ik 7l
1 (discoidin domain receptor tyrosine kinase 1,DDR1)
P46 TNBC H 3458 G iR 2850, il 68 TNBC
FIRYT T R8T (B0, JF AT AR R P4l 1 19 2R
Yk, SO B TNBC 38T 5 %

M2 miR-199b 76 AN [F] 43 F 28 B FUARI& P A
HEARMERVLE, £ HER2 BHE A9 3L IR 8 4 i
T #E e HER2 & 1EH , miAE TNBC AT LLid
i ¥ DDR 05 2L B g 4B A B4 5 TR IR 28,
ARBFSE A BT A 1E T miR-199b 7E A [A] 2
T LRI Th B AR A R

6 MiR-199b 5ilh bR % %t Ph &

B 21 it 955 (renal cell carcinoma,RCC) /5 fiF A 3%
PERIRE Y 3% 1V W B # 19 5 4R L A7 AU 20% %,
SR, RCC X 8 MU ALY B et 6 R box
RCC W& A E = A 800 AR &Y . RCC B s
UL 2 802 0 Y SR W 5 I A B8 (renal clear cell
carcinoma , RCCC) , 2 i 70%~809%"> ,— It 5% % ¥
miR-199b-5p 7E RCCC W& E N, HEIKKIF
5 RCCC 444U DDR1 I & 2 A E, RH
miR-199b-5p I fig #0 4 RCCC ' 9 DDR1. F| H
miR-199b-5p £ 814 7% Y& RCCC 41 fifg i€ 9% i DDR1
7E mRNA FIZE K LAY 2608 B 8 A, (1A A
196 1 1 J& ,miR-199b-5p i 1 4% 1] DDR1 ;= 4 1 4
FEAERDIFAB R B, X478 T miR-199b-5p/DDR1
B fE RCCC i fE T gz 2L e R M E 1
S, ELRHL R 5 2 — DR ER L2 B P 55 i

(muscle invasive bladder cancer, MIBC) J&—Fh & B

BACNELN 5 DA A 30%~50% , T
it e 8 1 AR AE AN R 59155500 M2 W 20 it e
O g T B 5 v = A b R v S AR L, A R R
MIBC " & & fe i, I HL5 20 8000 B2 1 00 G 4y
WL R 8 TR ARG o T RS I 5 8% bt g b M2
E g4 M= AL, A 2B 1o A B AR AR
Z¢ 7% # TP53 RB1.KDM6A FGFR3 TMCO4 i
APOBEC 41 41 Z [b] i) miRNA ik B, & #
miR-199b-3p 5 M2 F g 41 g 32 1 2 1E A ¢ (R*=
0.1626, P<0.0001), I 7 Jb% e g H i 34 (P<0.001) 7,
H T 98 RE R 5 M I DA AR T 22 R K 1) miR-
199b-3p BB 5 by 1% D 9 o B B2 v M2 5 4 322
e 1) L BK ) 7, A 2 I8 e g v 1 e AT AR A R b
Tl S PE IR T TS TEFE AR o UK 4 357 iR (Wilms”
tumour, WT) , o FK A B £ 40 L J8d | J2& fc % UL 1) B e
JLBHMEE 3, Zhao %5 BFFEIESE , 7€ WT H', Runt 4
K 5 F 3 (Runt-related transcription factor 3,
RUNX3) & miR-199b % EL#Z 8 FE ] RUNX3 9T
P15 miR-199b EIk KR MAHK, MK E RUNX3
(28305 T miR-199b 76 WT 41 i b i SO 1E .
XIAF 5% 2% B, miR-199b W] 38 i B $ $ 1] RUNX3
MAE WT R 3F & 78 Y BUs B 278 T miR-199b/
RUNX3 i a] fig & WT & AT 5 a7 A5 .
Zi Al 0, miR-199b 5 WA bR 2 &2 i 983 %% V) A
%, miR-199b 3 & ik 7] 38 2o 4 5 A [ 1 45 5 3 2
HE I IO 95 B A0 R Y E R T AE RCCC 4l v,
miR-199b #![7] DDR1 A& 48 0y M /E HIF AU ., B
TRBLENM T 2t — SRR R .

7 MiR-199b 5 H &

it 250 P2 FBR ) T BRAF 5878 (5 A 1k BR (0 3%
AL IR YT YT AL, RAY BRAF 5 MEK 41 i 551 5%
BITERIF R G 1 aX A8, AT 245 A 2 A AT
WG A T R AR B R Tt 24 1 R 3R A
RERSTE 1t 4 I VEGE (4 RO 2 45 02 1048 A Uil
1M miR-199-5p BEMEFEME VEGF M4E KA [,
WK A2 TR0 29 40 M miR-199-5p 1Y 55 2 1K 7K S 1]
LA % i 245 1 R 2 3 938 A L ) A2 1T A A R
XS BRI AL PR 2 TP R W B miR-199-5p
A HE B S s E B ) 25 436 T BURCS T 25 1 5 5
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B JFA BRI R IR G kAR R AT W7
12 DAL M i 2 1 R

PrEF e (imatinib, IM) 218 MR 20 M 1 il s
(chronic myeloid leukemia,CML) F—2&IRI7 259,
BCR-ABL &5 A4 3 7 1) 5 28 2 #8 i CML A IM g1
ML, (HJ2 , F AR BT A7 58 2 AR O BCR-ABL 2514
WA, WEIR AR ME IM BoE K ok R rh i Al SR AR
BLHE — A SB[ R, Chen 55 R FE & 5 SR A 4
JEAH EE, XF IM i 25 19 K562 (K562R ) 41 g H Y miR-
199b-5p B F 8, H7E KS62R 4 & 3 1 o = Y
PRYIE AW, id %3k miR-199b-5p H> A w7
LML UE T, MR SR IV X KS62R 4l A A R
AN 7E KS62R 4 g b, [ Wi 4 1 18] 34 55 5] Wing-
less 1 MMTV % & {7 53 %8 % B 51 2 (Wingless-type
MMTV integration site family member 2, WNT2) [#] 3
KK, O HAOIE S5 & miR-199b-5p (19
FERELA . MiR-199b-5p (3 Rk H WNT2 T it
G WAL S JETT S e A W IR SR CML X IM 19 5
P AR, WNT2 B3 2Kt T LU % miR-199b-
Sp $i%E KS62R 4 IM A9 fUE M 3 2L 45 55t 3
T miR-199b-5p a3 7 WNT2 15 5% kb [
I, I AT RE N oA Ok IM i 25 CML 936 J7 F1 245 4 T
AR B SR

JIF 41 e %8 (hepatocellular carcinoma, HCC) /2 tH:
P bt DL A R 2 — A5 & B miR-199b #]
DL o ) JAGT #046 HCC 40 384 58 3 7% Al iz
%%, H miR-199b 93k 7K 15 HCC (9 TNM 734 |
iR /N 5 AR B AE AR AR DA OC M X TS miR-
199b A] g 1 HCC ¥ 71 #6705 K U $6 45 o
768 P o miR-199b-5p A g i % 35 HER2 fi¢
i E I8 (osteosarcoma, OS) I & A= & e | H g {€ ik
i IR B0 e B O S BUR ZE R B

8§ & i&

MiR-199b 7 2 Fjw v i vh B 2R, @
it 75 CAV1.ZEBI SIRTI .CREB.KISS1 .DDRI1 . J
AGI1.KLK10,STON2 . HER2 ,RUNX3.VEGF #1 WNT2
FZMMENMREIS HEEMBENEEKRE,
MiR-199b Bk Al LA 3t > 41 56 AL o n] LA Sy 12 g Bk
SO T AN [ S T 1) & A= ML . MiR-199b £
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i 25 B M 9 | FLR I B Sk S90S ek v 4 Sy fiek g 10
S R R = A R S ES € R YIS P %
WL B4 E T miR-199b AT AE7E 1 i g v & 4%
() AT B, (R S — i 28 ) VB A2 R T SR 477
FEAEAR 2 W R He i ) &, 1 4n /. RCCC ", miR-
199b-5p/DDR1 Al M AE HIFA B, X Al 552 2]
HeRMHE RN, FAAPUHET L5 R,
I 7E LU S AT 20 2 IR K 7245 I miR-199b i
W EER FIR R TEALE T B0 THES IR RN .
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