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miR-338-5P7E A &% 14 i = e im VA E R AN R A

1,2 = =12 1,2 Sk 21,2 1,23
(1 M IRIREE PR S e 2 AR A 7T 2, WA JRIEE 1500815 2 o [Eg% BE R4 5
PRI B PE U T SO0 B (W RIE R R K F), MA/RIE 150081)

8 . /) RNA (microRNA, miRNA) f&— 251 19~24 MZAEF RS H 5510 A I8 1 1 A E 9w D B s RNA, 5
L ERFE R 58 4 BN 58 45 45 4 PR AR mRNA 504 mRNA (3%, EARNEIEE AN, 35204
HARE R . BT AROE R I, miR-338-5P 7F S (08T L VAL RGN R e S5 5 A 2 2 fp e i vh S Rk
Jom i g5 — RV FR R I UM TE 8 R 2RI T, TEAS R e v R FE e s T AN [RIE
IR BE BN T IE 12 W 0 A AR AR T R . R A R MEA SCER , Eh R ER O UIE IR . SRR
KATREE, A miR-338-5P nf LUE LRI AL, S 58K AR E. ILEAR miR-338-5P 7E/HI&
g8 TS AT LA B At 98 P AR DG w4 PRI AR R 2 Wy T0UJS 0 B 55 D7 T PRS2, g P98 8 92 A O
B G VLR T A B A T R U E R B T S

X #3217 : /D RNA ; miR-338-5P 5 #ddiE s JAGIT « LEMIRREYD s RIS

FESES : Q52; R73 HFRARAS : A

Roles and application potentials of miR-338-5P

in human cancers and other diseases

FU Yan-Song"’, GUO Zhi-Tao"?, CHEN Chen'?, MENG Xiang-Ning"?, ZHU Jing"**
(1 Laboratory of Medical Genetics, Harbin Medical University, Harbin 150081, China;
2 Key Laboratory of Preservation of Human Genetic Resources and Disease Control in China
(Harbin Medical University), Ministry of Education, Harbin 150081, China)

Abstract: MicroRNA (miRNA) is a class of endogenous non-coding single-stranded RNA composed of 19-24
nucleotides. By completely or partially binding to target mRNAs to degrade mRNA or inhibit protein expression,
miRNA plays a role in post-transcriptional expression regulation in vivo and is involved in various physiological
and pathological processes. New reports found that miR-338-5P is abnormally expressed in melanoma, digestive
system tumors, lung cancer and other types of cancers, playing diverse roles through the binding to a series of target
genes to regulate cell proliferation, metastasis, invasion and apoptosis in the different background as a tumor
suppressor or promoter, and may become cancer biomarkers and therapeutic targets. In other inflammatory diseases,
such as pathological cardiac hypertrophy and rheumatoid arthritis, miR-338-5P has also been found to be involved
in the occurrence and development of diseases by targeting different genes. The function and application potentials
of miR-338-5P in human diseases, including tumors and other inflammatory diseases, were reviewed to provide new
ideas for the development of disease diagnosis, prognostic biomarkers and more effective therapeutic targets.
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/)y RNA (microRNA, miRNA) ;& —25H 19~24
A% TR A B AF 9 A5 1R A YR P R E RNA, H
e ARAE RNA 50 11 I4E R T 4 AR miRNA
(primary-miRNA, pri-miRNA), #XJ5% Drosha/DGCRS
SEVRIER, HERCKZ 60~70 AMEH IR I H K&k
IREE R FTRT/A miRNA (precursor-miRNA, pre-miRNA),
Z J& pre-miRNA Hi%, 7E20 )5+ H Dicer i H
AN 19~24 AMZFER K AL miRNAY, Bk
miRNA 1] 5 3 5 2~7 MZH R KBTI, PR
R IX, H ] FE RNA %5 3 0T B 2 & & (RNA-
induced silenced complex, RISC) H#[[7] mRNA 1] 3’
EFHPEIX (3" untranslated region, 3'UTR) /5 JE [A]
FRYe 3 JE TR

Pre-miR-338, EJl miRNA-338 Rij/& (miRNA -338
precursor), & 67 nt, i H 40 i 1 T 5 K1 24 BR
I (apoptosis-associated tyrosine kinase, AATK) F&
MIEE 8 W& T o ) N2 miR-338-5P (Homo sapiens
miR-338-5P, hsa-miR-338-5P) JE K iz T- A\ 2K 17 5
kKB, HF %N AACAAUAUCCUGGUGCU-
GAGUG. jfiit miRBase %# % (http://mirbase.org/)"”
T 1) hsa-miR-338 25 34 45 74 1 &) 1A Fr7s. hsa-
miR-338 A K454 7 £ | 5] 34 hsa-miR-338-5P Al
it % %% hsa-miR-338-3P ( [¥] 1B). miR-338-5P &\ &
WAE S 5 ARFE MR EAE KRR, 3 B RIIEAE
Ji e mhoR] LUK R g AT AR - — T T
AL IE B ) — S A MG AR S R R, a0 B 4R R
# -6, BMIIl S{EdbMomdipddt ; n—J5mm, H

cAc

)000

>
»0c @7 Oc
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>>»0>»>»C
ccOcCcc
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hsa-miR-338

B

RT3 3 L ) e B B A i K] CD82 S R gt T i
IR A () 38 5 . miR-338-5P 78 A\ P k45 2 5%
ARREMERH, RSCEMRERRERE. BT
Uk AEDAR A DL B oAt 98 1 AH SS9 55 2 A A
f¥, S 45 miR-338-5P 7E H A I E A, N miR-338-
SP A NIEAE A br B AR T SE s IR T IR IR =
SPRAEE TR

1 miR-338-5P7E T MEBPE H A9{ER

1.1 miR-338-5P7E &M AiE R A E R HNE1ER
1.1.1  miR-338-5P 5 34 i i I

S5 BEAR R (glioblastoma, GBM) f& 4 A A
i FAR VA WL — Fh ik, GBM HF R
ARG IR e B R (R AR N ), B
Rk Z A 3R 9T 77 Y. miR-338-5P £ GBM
O FH 58 A2 £ Besse 25 BV HEATRIFZT 0, fATT R BR
miR-338-5P 7£ GBM H =LA #1 il i Je3 40 B b 5 . FHL
il 8 i ) SR R o b e o UM B4 A, T
AT BEM TSR AL R O DNA 4547 5B 38 #% (/) NDFIP1
RHEB #1 PPP2R5a 45, J53K, Lei 25 17 GBM fif
R ZH SR L & FHE B T miR-338-5P [fikRIL, I
1E B miR-338-5P ] LLid i i % EFEMP1 2 [K & 1%
| GBM 2 ffd (1) 3G JE T 7% Al 2%, (2 adk 20 g T
e
1.1.2  miR-338-5P5 & & Wik 4H i i

BE AR H b T ) FE R 2 —.
BB WEIRAN i JE (esophageal squamous cell cancer, ESCC)

>hsa-miR-338-5P
AACAAUAUCCUGGUGCUGAGUG

>hsa-miR-338-3P
UCCAGCAUCAGUGAUUUUGUUG

A: hsa-miR-3387F miRBase$d 5 HP [P 25 3R 45/ T ™, B: hsa-miR-338P AN AN Al )k 244 /5 %) . hsa-miR-338-5PFilhsa-

miR-338-3P"

El1 hsa-miR-338FI{A i) ZIREIDFI RS BRI EE A
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SR ER I R R, R S AR, )
A BORTT HNE M 7 T K . miR-338-5P £E ESCC [
RIEAEH Q4 BE—Edt @ . —J71f, Lin%g!
1E Z P ESCC 41 ffl 5 & I miR-338-5P fik K 14 5
S —J51H, Han %5 ™ th7E ESCC [ iJs 414U A
M EREA e I He ik B PR A, X P I
FL 48 43 B8 7% T miR-338-5P 7 ESCC H 1t 9 /AN E
FAMLE] « — A J& miR-338-5P i iif ¥ 45 FERMT2 ik
— B0 T ESCC 4HARAETE T R 40 ML iT e A i
W 5 — AN miR-338-5P i i i 45 1d-1 FE K A
T 40 B4R 28 R 56k T TR 2 T
1.1.3 miR-338-5P5 H

B i A2 AR TR DR R R,
FEF SR BE T B 28 = K FE . KZ 50% 9 1 & A
R, H, HEPEWERRSR. BT B
RIS I AT, 8 AL G T AR AT IR
XS B R SRR TR AR, R,
B A SR PR SR GE R R P
Tong £ " ¥ 4 % ¥l miR-338-5P [i] 422 % i MECP2
X 8L R P-REX2 [ 4%, BF{% 17 BMIL ()R ik,
SERAMNIRIAHI LR P16 A1 P21 R, R T H
FEANMRIFE T, BE)E, Xing 2" RIS T4 i
(GCSC) " miR-338-5P % ik T i, ACBP-3 AJ figif i
|1/ miR-338-5P % 5 BAK £l BIM ¢ (%%, fil
& GCSCs [PHT:, #~ miR-338-5P 1] fig H A3 il
B R ERIER
1.1.4 miR-338-5P 5 i %] i

T 471 P e 2 Tt 0 R P 58— Ko AL )R 2
AL, ORI A AT B K W B, 78 7
FIW R Z ARG 7 E KRR =2 6 f5, 1L
MR R R s 2 BT R, 2R R
B 77 Kazal 2 1 (SPINK1) &5 [ AJ G IE L A 458
ARKETFAEM, (EdEars G iEF1E28. SPINKI]
(13 Rk A -5 A 1 e R TR R AN R TS 2 1E
FHE U BT R B, miR-338-5P ) 11 Tetl ik
IRV BEAR TT e 4G Bl T B LG M 8 1 4 o AR 1 R i 245
PE. Tetl ik b r A 5 5 miRNA H3)F L4
5% PRC2 7K~V FE, /bR M PTER bR, AT
T SPINK1, &4 T4 iER ",
1.2 miR-338-5P7E:E M e h & $E O (R B2 1E AP
1.2.1 miR-338-5P5 B {4 298

AT — MR ZEVEIE, 1RSI RO
Wahn, P52, Long & " B 57 & Bl miR-338-5P &5
W B ZR R TS 22 DA RO M I PR R AAE A 6

miR-338-5P 7E R (4 ZR th B 2 B, B miR-
338-5P ji i ¥ % AKT J@ i H (1) CD82 J K & 14,
AT 5 R A KR IR R, R R AR P RIE
TR AE X 7R H ) miR-338-5P [ 3R 1A 7 fg
FEVRYT BRI ) — PP OB RN .
1.3 miR-338-5P7E %M I th L 1Z O E1ER
1.3.1 miR-338-5P 5 4% & i

&b B e 2t S L PR AL 1 Y A0 3 S
W (B E, SEpES PR TR
(e, B H B S l. BE W, 0
BRI 255 LE bR S o E B 1Y, Yang 2 U 5L
RI, HR RNA (circRNA) cire_ 0137008 @it ¥
SR B B EE 17 W B miR-338-5P, it i 4% miR-
338-5P [KiL. A, Wik circ_0137008 ik i,
miR- 338-5P M %k i, Ki67. PCNA. #IEEE
AIUN- 5808 A RA I, E- 85508 H 1 RIE
A AR T 45 B9 SWA0 Al HCT116 4H [ 3474
TR ZE, AR, XuZs "™ RO, S5 E&MM
XL, miR-338-5P fEGRAE I 45 B e R . B
miR-338-5P )31k ] DL R gk SR A N 4 B
AR AT TS, AR, #H) miR-338-5P (1) 3K IA M
AR A A T 4 B R A 3G 5 . BT TR
KB, 1L-6 j& miR-338-5P [ 4E i, miR- 338-5P i
Tk EE ) TL-6 386 5m AT i 8 T2 0 AT DL R AR R 1 T 4G
L X BRI AAR 241, I T A B Ak 2 48 BRI
PER U, gEerk s R Bl miR-338-5P 1E45 H iy
TG RERIL, RT3 22 R 0 k) &5 i e 4
M BETE . (Rt An AR IR T R0 S 4 G, HARE A .
1.3.2  miR-338-5P 5 ffilijw

AV /)N 0 e i e At 5 i DL R B B )
Jifdg 22—, o Al EL A G 80% s % FE AL R,
TG A AN i fiti s 1) A & — /N 52 A R 2
AR, AV /0 R R A O BT R
Rk, JaY) T E R I G A, R m R R
AETEZ ., Liu 25 PV 9 KAIES2 cire_ 0001649(circRNA)
7E HE /N 4 Ho it e v ] DLIE S B $2 45 A miR-338-5P
RIEMEEVER . i, miR-338-5P {EJ)y 7 —Fh i
¥ 25 7 /g it ok ARk . (B2, i
I19F %4 £ 3] miR-338-5P () Fiif 4l 5, R %=
BB ORI (HE, 5 R A
F&, Wu 25 22 5% 1 i g8 25 25 F0 41 g b miR-338-5P
(17215 0% T, METTL3 (IRiESE8N, =%
& miR-338-5P 7] L] METTL3 [ 14, 1] METTL3
I M0 G 0 mT LAE 3R 5 i o RNA (¥ m°A 181
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SRAR B2 HE R c-Myce 2k, 0] il 248 B P 40 i vl
71 YEFEAGT R B R 3EE A, #8785 miR-338-5P
A ] BB AG 0 ) e AR R R PR

2i b gk, miR-338-5P A FHLHI AN Th RE & 24,
miR-338-5P 7 A [ JI8d v vl e K 4555 AN IR AR H
PRI H AT p4hoE, fERAERE T, HidRE PR
HE R 4H M G AN R, BRI IPER . AHR,
ERTAI I . B, BEmAUBMER R+, miR-
338-5P e ot 101 1) iR 4 L 14 8 B A AT B B A g
JEA A TR VR . A2, BIMELEA
[ [ 98 7, miR-338-5P 14 1] DL & 3 A [R] (1 4R H
teanress B, Ho—J7 ] Lhodid ¥ m) PIK3C3
Rt a5 %%, S—Jhm, HX
AL JE F A TL-6 Y FR Ik (2 ik 245 B M i 20 PR ) O 1o
522 ()l PR B A AT 704 A B -0k oA FANBL A
FE RN AT R 2R A o
1.4 miR-338-5P{E & 4 I YIS BT AR s
1.4.1  miR-338-5P{E WAL 19X 5L 1 41 it 28 fiet g s 52420

Zhou M1 Li " W78 R B, 5 fg BEXT HRLLAR L,
miR-338-5P 7 4L % i £} 4 il J& (retinoblastoma, RB)
B b ¥ FiE. miR-338-5P ZEANFA4ERS . M.
Ji 98 23 9 K XUHR 5955 1) RB Hg rh () R 1A 2 R 4t
R . FE Y miR-338-5P 7] J5, 5 kXt
HEZHAH H, ACBRI -181 11 Y79 4H o [ 48 ffa J& 31 B
S PH . AR, A% G miR-338-5P i 7 AT @ 2 PR
fik ACBRI-181 1 Y79 40 i ¥ L % AfZ 2868 /1, 42
7~ miR-338-5P /£ RB B H MG H I mKRIES 5 T
RB {7 i, L35 miR-338-5P 4 A] fE i A RB [ i
AR EY, T H miR-338-5P 5P 2 T0 4 5k I i
{L1# (neuron-specific enolase, NSE) Bt 1] #2155 RB 1)
HHHZ W
1.4.2  miR-338-5P{E N 45 B e I br &40

Chu %5 PY 55 R 3, PIK3C3 & miR-338-5P ()
#E55, miR-338-5P B GRS Hm Az 28 5 %
FIMER, miR-338-5P/PIK3C3 il & 5 B 1F
22 A FH L, Rk, miR-338-5P/PIK3C3 L {H /& 45
B B A A BTG bR &Y. LAk, Yong
2 Vil ik 22 AF B @ A 4 T R B, miR-338-5P,
miR-193a-3p. miR-23a 1] LA/E A AT I 25 B 1% fe -
(I bR EX -
1.43  miR-338-5P{E M@ MR An £ 4

JFF 968 A — A S e v S O PR R R
i . T4l L (hepatocellular carcinoma, HCC) Ifi J&
LB WL, R R MR ) 80% AT, B

T FUEE U WIRE, R R AR R AN AL
MBS, HEARFREERERAFRRERERERN
Jifgdg o T FE R B, A R PR ZH 3 AT A AL £ 2 B
HCC %, I3 miR-338-5P /K-FiZWi I &, $n
25 TIPSR, miR-338-5P 7 1E
S HCC K (A 4 {8 10 A= P b 4 277 Bl S
Liang %5 % @ it 2 Je 40 g UL K AE 18 B o i
T E] 7 miR-338-5P W] g —FhA #T s i HCC 2
WrbsE4, miR-338-5P 1] i ok L [ b TR ik [A]
FiE R 52 HCC R R

1.5 miR-338-5P5 BhE 2B AL 7 i 25 RN AT #E 3

1.5.1 miR-338-5P5 5% JRIEIE (5-fluorouracil, SFU)
fiif 24

i 245 1) 2B e N SR e A AR T I LR AG
5 FURMENE VAT BESCC [IH L T 254, {H ESCC
Xt SFU (IR 3AUA 15%%, 1d-1 28 (24l 44k
Ry S AT IR 7 A (R R 2B Th B . Han 25 ©
K I, miR-338-5P 7£ SFU [if 25 ESCC 4 g v it =ik,
T T3 I B e ) Id-1 ik, S SFU 24
WAL B U o
1.5.2  miR-338-5P 5 4 4

I A — R ALST 294, S TIRIT 2R
HIEAE, BB 5 DNA _EEIA G AT BT DNA
B HLE], 51 DNA 45145, b 5 7 S g s B
Lin 25 " 9 95 % B, miR-338-5P 0 L@ it B #2240
i} FERMT2 1 %5 ESCC [ 41 1 24 P, 1 Rk
miR-338-5P 1] FERMT2 J&/> T p-AKT [, i
M%7 ILK &4 R TS, #69% 7 ESCC
S0 T T P SR P . X 7R miR-338-5P (1) I g
TEPERT Y ESCC R TT 2T IKARAEAR R -

1.5.3 miR-338-5P5 £ Zjfif %

AI7 R WP = 2B i R A2 2 ) AS B AR LT A% 2 2]
TN BL AR P H bR B IIBIIRTT, AT
MRV ZBahs, 2 Zjiit2y (multiple drug resistane, MDR)
FRAEHPZ — DA, AN 2 250 25 64
RZ 2 HLE], Hod i ATP 454 & (ATP-binding
cassette, ABC) i IR 251 A HER: 12 B 1 £ i B
2y R —FLE], ABC 45 P- B
(Pgp, ABCBI1). Z#jiifZjfHxE 1 1 (MRP1, ABCCI)
FIFL IR 255 (1 (BCRP, ABG2) %5 P, Zhao %
RI T miR-338-5P MW EMEMEM « —H 1, &
Al DU B T I ABCB1 HZRIAfE HCC 4 gt fif
B R MK EIEUR 5 —J71H, En Dl B
fik EGFR {325 R HCC 4N i 365 . X L83y
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B, miR-338-5P/EGFR/ABCBI 75 4l HCC
A RHEAEH, XN T miR-338-5P 71
W52 23 25 F1 HCC 3858 ) O BEEF,  $278 miR-
338-5P 1t HCC " [V 1EIRTT 2 o
1.5.4  miR-338-5P 5 Jifvfd 21 ffa i 4 o 14

AT IET7 (radiation therapy, RT) s& 7597 AN ZE
I 2 TR — o ANIF] IR S T 0 A
ANTR, R g o T PR i 52 RN B S S R
FEWE B ZER R K2 —. BT E%% S DNA $ifj
A T A A A T VAR (ROS) AT 3% A3 i e
YA, SR, BORRZ FRF R R AR SRR T — &
FAE 335 240 M A7 S 5 I 5 5 S0 8 40 i 1 e
kR AE N B, RIS 4 BT (radiation resistance,
RR), PifEiftee —MERMNEYERE, 55%
DNA #5155 B U T, AR . R R AR
AR B G, BT T I R AN R T
G, HERASERE EMEER B, B — LR
SHOALH SR 2 B, HE S A MHLE R AT A
i 2. Park % P L T ESCC &7 (TE-4) F13k
75 M JBUH B (TE-4R) 41 i & 9 miRNA 3k i,
Kot T R T 2K [ Survivin 78 TE-4R ik
5 AGE, 1) miR-338-5P 7 TE-4R W23 Nifl. J&

* 5% R I

UESE miR-338-5P (1)t Rk @ i T4 survivin £ 1)
A BCT5 F 4H ML TR TSR R TT BB, survivin
(3 21k n] DU % miR-338-5P 75 3 (1 A L T2
B, ABATTHY & B B miR-338-5P & — R AE
TG, T RESE ESCC U Bt (a7 P 5

27 F TR, miR-338-5P 7E it &g il 4k o7 v ok 5
TORBEEA, Homri@id e 1d-1. FERMT2 55 AT,
T2 ) RN TR UG, AR R 4 B T 24 R i 4
P, miR-338-5P 7£ ESCC 4 fit b & 5 ik yr Bk
HLHIE 25 L 2,

2 miR-338-5PFE K MR K e T B ST R

2.1 miR-338-5P7E A LR MERP A ZEILIER
2.1.1  miR-338-5P 5 B PE O LIEJE

CVUAE JE 2 R BEVE RN AR F L, AR FE MO LA
JEJ& —Fhid Nt OB, AT RAORAFOC . AH B, T B
4 0 ILAE )& (pathological cardiac hypertrophy, PCH)
FEARAEYERF O JIE Ty RE PR I A s S8 3 T O JUTL 400 i R
SPHEIAL O BRI, AR NG 3. T L
TAER, AT neRNAs 1255 i ok ik 2 h 2 5
T OB AL MU e B Li 2 BT IR0 F 3
B PRI T 75 5 FRIE M miR-338-5P, 1K ik miR-

/ B

imens S LLLRS
miR-338-5P J’

l

rTIre T
miR-338-5P l

ESCC

E2 miR-338-5P7E R E K MAREE(ESCO) 2R S SR TR HLH
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338-5P fEARHMAIA A 35 2. 25 4 PCH,  IF HiZ K I
7 miR-338-5P ] L #E i CAMKIIS, T iyt
LA BB AR . K, miR-338-5P/CAMKIIS
My — NS FIE RS, P8I miR-338-5P A [
CAMKIIS K43 PCH SiEAR
2.1.2  miR-338-5P L5 ik ifi b A% ZE 14 50

T i Bk I #2 7 A (deep vein thrombosis, DVT)
Fe I LR K AR R MR 2 —, SRR ZE A
AR JG R G AR IA DG, SR, Al R DR ik AR %
JR T R ZE AT AR A S o TL-6 S — b S (1 48 40 B[R]
T, [FEREARREPLR A, ERRIET & SHE
6 Jik A2 A 5% BY. Zhang %5 B Rk B i ik i
¥ 834 H miR-338-5P i, JF H miR-338-5P [l
FIBAEHE R RN & i K A 8] IL-6 1RIA,
iF B miR-338-5P (1) 5 4 T i i ik 3 5 1L-6 1) Rk
M SRR T o 3% — R B 155061 B ik
AR TR S RIS LE AR AL AT 2 Fe A 1 B PR B A
2.1.3 miR-338-5P 5 fitiF 44k,

W R il £ 4 4k, (idiopathic pulmonary fibrosis,
IPF) J& —FhEian py il PR, T)s 2 BiRyT 7
24 R . Smoothened (SMO) #& —F 5 G & (A 1B Bt
ZARFRMIE A, J& Hedgehog (Hh) 15 5 il i (1) 5
HBIE Y, SMO R I B 2 A i F e b - ]
78 ¥4 1k, (epithelial-mesenchymal transition, EMT) it}
FET S 3SR b 4 2 NuLi-1 280 i 1 25 4
A, Zhuang 25 "V KB, miR-338-5P A] LLAE [
SMO LI 4] EMT i #%2, M sE Sl £F b i R e
2.1.4 miR-338-5P5 [ /R 2% iKF BRI

Fi] 7R 7% 5 ER9% (Alzheimer's disease, AD) & —Ff
B LR IR AT M, R RREE , KRS
AD WG PRFFAEZICIZE R, DA RIORI A 15 i 30 1 3
TR, LRGSR RS M SR AR AR A
2l (BACE)-1 & — #7153 B- VE R 25 H (B-amyloid
peptide, AB) JE LI EERE, Mxih AR HIUTA 2 AD
I BEALA 0 £ B R N, Qian 25 ™ BT K L, miR-
338-5P J& — Rl () 42 1] BACE-1 /Y miRNA, &5
AD [FJph i B A2 . B R, i ik miR-338-
5P J5 o] @3 AN A PUARFIARES S0, 503t S i Al
INEIThRE, $EoR 1T %94 miR-338-5P 7£ AD (K] & i
MR e R AEEZER, X PR R 2B
o3 1) — 3 ) P
2.1.5 miR-338-5P 5 fitizh ik = &

itz ik v e — B WL, B E T A 4
A 15 NHEE . BT FUHREIR 5 AR R R 4895 05

FIGEARARAL, BT A8 #R2, WoR AR IT I
Ti) B4, it Pk v P Rl A A Al 075 L B9 438 o A i
BNk T i, 20 O 1 v 51 R A 2 R R ) 3
AL F1 3, A SESET: W —H LA (NO)
AN H 2 -1 (ET-1) s LA 5 oK 1) &7 4 1L R+
2 T B ik 8 P (1 32 B AE A i B BRI SN
T 1 (HIF-1) A3 138 8% 52 M 20 40 A= s I35 A=
BRI LA 5K J7 . W SRR B, KR IA £ miR-338-5P
AT DLl B e 4h & HIF-1 5: K 3§40 7] HIF-1/Fh-1 i@
M, FH—EMEAEE (NOS) B ET-1 F+ &
S BUM B ks, $&78 miR-338-5P 7E iti 3 ik
iR R A EERER BT
2.2 miR-338-5PTE AL R MERPLIENEER
2.2.1 miR-338-5P 52 KU 1T 4%

T R AT 4E4H i (synovial fibroblasts, SFs) CL#
E SEAE 28 AR D1 28 1R A ML A S 2 28 O B LY
1B ™, Yang 2 " 9 Uk & I miR-338-5P 7£ 2 X
W SCTT KA LRI b S R, FFEEE T RE
KR 1 5% 1 4 & SFs 71 SPRY 1 [ R 1A, B i
miR-338-5P Y5 5F J5, T AN gH kg bl . 1228
PE AR 28 40 B R 1 Rk K38, 22, miR-
338-5P it B3 T i SPRY 1 1136 1A {8 34 2 KU 1
KT SFs MG HE . RZBM 2IE R M. BJE, Guo
S PRI, RSN IETT R, miR-338-5P
[ERIR AR T IEH 1, miR-338-5P itk
TA A DLJE I ) NFATS {2 i3k 28 XU M e 7 98 i 4F
YEREIE AN R I E . TR AR 2. (B 5T
W et A 2, Sun 28 BY & IS RIB TS &
(RA) 421 miR-338-5P &% i, 1] ADAMTS-9
W R, ZJFUEH T miR-338-5P A DL H % #
] ADAMTS-9, i % ik miR-338-5P 1] #11] RASFs
FIEY % ThRE, %S RASFs ) Gy/G, FE AT T,
1M ADAMTS-9 A 0% 551X MEH, SImE
2., miR-338-5P A LLi@ it #)1 il ADAMTS-9 il %
PR, 51T 8 T8 FE £ 4 40 1R 36 B RN B B2, UK
miR-338-5P 1] G2 IMIRKIGETT RA I —MiB a7 5.
2.3 miR-338-5SPAEABBEAREMAENSHFH
EHREY)

miR-338-5P £ ' ¥ 1 AR J5 iiE /T 5
Ri (AMR) HZR i, HE5BEBEARGE AMR 441
HK B A LGS A7 (BAFF).BAFF 3244 (BAFF-R)
HIRE A FE N 732 AR AH G A 3 (TRAF3) 22 A7AH K
TRAF3 s& BAFF-R {5 5 # Sl I B Q85 H,
miR-338-5P 1] LLid ik # ] TRAF3 5411 BAFF {55,



1024 EXiig =

334

BAFF {55 (134 05 [F P S5 44 B F A8 D e g A K
S ) ol S A B A AL PO K TS A R i 0 (Rt
miR-338-5P 5B AH AR J5 AMR i F2 235 VA G,
BAHRKEERNEBEAR G AN FH R TS
brEY

2% B iR, miR-338-5P 7€ 4 15 K 15 %
ANFEEIER « EREE QIR R IR, fif
YA IlBh Rk AR 7R 22 B, T DLk
PR IER s MR, ERXEMERT % F, miR-
338-5P M1 4 4 M [H 7 ) Rk i o, B 4%
ER . tbah, HIEA T RAENEBEREIAN T
He T br &4 o

UK miR-338-5P 7E A 20 1 (1) Tl e DA 2 B
FHEE SR 450 3 iz K miR-338-5P 76 N 2605
95 B RIE RS DU B AR R B 55 8 3K 1 TR

3 BHESRE

miRNAs £ A2 W7 A I 060 35 96 5 76 N 1R 9%
PRI BB B 5 71 T B . miRNAs 7] PL7g 43R0
WALATR, X TR Z R AR, W
M A R A KRS, 78 H A Sk ikiE 4,
miR-338-5P 7F B 20 . FHe A it o ELA e 1)

E— 5 (5

——| R

VERD s M, TERTSVIRE . B, S8R AREE
JRIRE R ORAE T A R 5 RIS LE A [ 1 Jieb g
miR-338-5P 1 7] L& ¥ A R/ H . [ #F, miR-
338-5P fE R M R EE N EEH . X—7F )&
WG IRFHZE#FH N NA LT LA« (1) miRNAs [1)=F
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