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(1. Ab3E K BRI R BE 24 e db ot 100029)

WE: kR M5 (dermatomyositis, DM) Ifil i f# /N RNA (microRNA, miR)-150-5p #9FKiEAKF, BT 5 PR R 72
B BH01A (myositis specific autoantibody, MSA) FIAS [ Ifi PR 72 5 fy M 36 M, W42 2011 4F 3 H & 2016 4F 2 A 760 H KT E B
SRR B g2 BHAE BE IR ST 1 DM R LI 49 1], At BRE X BEE LI 30 4, 4R B AL RNA, SR SER 36 5 = PCR K il i
miR-150-5p MyAE X R IKAKTF, A H 5 MSA R A G R 2 B AH OGP, 25 R BoR, DM 483 il miR-150-5p 7K °F
[4.37(2.49, 7. 11) W& T f@ X 20 [10. 67 (1. 59, 34.66), P = 0.002], i MDAS5 % & BH ¥ 8 % 1l 3 miR-150-5p /K
(3.58 &= 2. 02) Kk FH. MDAS kM B #(6.19 £5.27, P = 0.017); #kE LT A 2(nuclear matrix protein 2, NXP2)

B BH M B 175 miR-150-5p 7K (2. 89+ 2. 00) {& FHp NXP2 ik M B % (5.99+5.02, P = 0.047), /&) ] i il g2
¥ (interstitial lung disease, ILD)#1 2412243 #Y 8B 3 [A] 1l 7 miR-150-5p /KE 2R HAF G255 X (P << 0.05), #/5 miR-150-

S5pAlfiE2 5T DM A GHiikmEUR S’
KR MK ; B/ RNA-150-5p; WLRFF % H ik
FESZES: R593.26 XEtREML: A

KL% (dermatomyositis, DM) & —Ff L 2}
B R B RS IL . 51 A) 5T P il 6 (interstitial lung
disease, ILD) % NA4FMEW & B A & & &
. TLD FoA k251 DM B SET- 1 T2 fE
HEZ—, ILD B A [R] 4 21 2% 43 78 5% i) 52 5 (1) 7
JEE L WL S PE B B0 (myositis specific auto-
antibody.  MSAYA B F DM K2 I8, 73 26 I 1l oF
5. SR, DM 9 MSA VR FIHLEI 4 AT 2
P AE K1/ RNA (microRNA, miR)7E DM H i 4E
BB 23 K, OAMRIE Bos 578 RiIA M miR
e 25 DM g H B U A B R BN,
miR-150-5p 7& 2% Ff A B 4 98 P 52 9 b 2% 1,
miR-150-5p 7£ RA &35 [ # IF = 5 51 A il 2 A
Pl IL-17 g2k . {134 1k, miR-150-5p
7E DM g4 R WL B . A B 52 SR T 58 B 26Dl
£ 1 PCR Al DM 3% miR-150-5p [ AHXf k7K
. I B miR-150-5p 5 MSA #YAH KM, w10
PRI} miR-150-5p 7E DM H1 il PR &
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1.1 BFExtg w8 2011453 HE 2016 4F 2 H T
b H A B B B U A % BHE B R 9T 10 DML R 49
i, Horp B4k 16 . Lotk 33 . AREY (47 £ 1)
% BFF 4 1975 4F Bohan/Peter (12 Wikr i, ¥
HEBR A I g S At 1 B S P s . 4% R 401 7E
o H AU B BE AR RS 1 A % R 5 DM R 35 A DT E
(R 30 M) S %k B, Horp S5 ¢E 11 L Lk 19
B, A3 13 %, A MEREARTERER T
—80°C &M T URAETF I . AT 4 HR 3 1Y A R} (P
S AE S SRR DRI IR R B (R LTS T LR L R
TR/ R R A B B4 TLD O
oD o RS A A A IR R CE A0 A L Ik B A
JL L 1l 2L AR R it LG [ PN 2R 2 i 7
ALT) \RITA R RA
FLFEFL B (aspartate aminotransferase, AST)  FLE&
i & fif (lactate dehydrogenase, LDH) . L B8 i fifF
(creatine kinase, CK)J K H: b #5#5 (CRP,ESR),
A5 C i B B 48 B 2% 51 x4t E (2016117) i
XA EFZ RS,

1.2 7%

1.2.1 MSA #m KA Western blotting ¥ il ffiL
HPL A S BE (RNA & i (aminoacyl-tRNA syn-
thetase, ARS)HLIK i Jo-1,EJ\PL-12,PL-7,0] I

(alanine aminotransferase,
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KS Hufk, Hyt o 5y 4 & Bt (RNA 5 80Eg  H
M (RNA 5 RCHE N B (RNA S 0B 5 2
tRNA G iU 550 2 Bt (RNA & 0 S K 4 2
tRNA A R P Mi2 STk 5 5 0 B0RL (sig-
nal recognition particle, SRP) $T{& . $T MDAS It
L PT K 3 R 2 (nuclear matrix protein 2,
NXP2) i & | ¥t % 5% v A B+ 1-v (transcription
mediator 1-y, TIFL-)HRMHT/INZ R AP G
1k B (small ubiquitin-like modifier activating en-
zyme, SAE)PULIR GG &M BB ARD , W &
oA X R DLZE ph i BT R, R A ELISA
Rl i 3 br = =W B AT A 6 R (i
hydroxytrimethyl-CoA reductase, HMGCR) $i& (it
& B Inova Diagnostics 2y A, 7 & A FH M
T BAHEXT IR, 7E iMark B FRr1X (Bio-Rad Laboratories
Inc. 24 FD L BOGE B (D), I 1 300& Fr i it £&
THRHAE . L= 20 g

1.2.2 MizhfesefsAe ILD 22 G5 —FH I
S 2 FH (forced expiratory volume in the first
second, FEV1) | Ji fili i & (forced vital capacity,
FVO) Fil — & Ak ik 7% B i (carbon monoxide diffu-
sing capacity, DLCO)TEAL I, 9 AR FEHY
ILD &2 W BRI G M I BT 32 T . Wl 2
TR HE R AT — 4. (DIRREIA T 1% 4T
P DL W RSB 1 S Velero W5 (2) Bl X 28
FECE A PR CT KA il 52 6 BRIR /NG5 39 4R L
FEAR s R 4, 3RoR LD B8 ; (3D i shRE R I
SR R T RE R A, DR B BEREAR . K 11D
Sy LA il & (organizing pneumonia, OP) . 3JE
e T 18] BT M il & (non-specific interstitial pneu-
NSIP) F1 5% A4 [7] 5t P il %8 Cusual inter-
UIP) 3 #4512 W i s 2
2013 425 [# My Bl 2% 2= ( American Thoracic Society,
ATS) FIER PN I % 2= (European Respiratory Soci-
ety. ERSEIT I R-52 18- B2 Wi b
1.2.3 ik % RNA 8 ffi ] TRIzol i 7] (In-
vitrogen Corp A F) M 1 mL Il i P EUE RNA,
Joks H% i T 20 pL J& RNase Wy K H5 R H
K5500 2840 M0 B I (b s Bl R 42 & A BRA
A X P AR AT B A RNA BEAT 200 B Rk BE A I . &
AEA ) D (260 nm)/D (280 nm) WAH K 1. 6~
2.1, SRJEHEATBERE VKA RNA Y58 %1k
1.2.4 Sk EF PCRAGM R A

monia,

stitial pneumonia,

& LR A AR (b m) A RS w5 PR BT 4 B0 i iE
B RNAFE 42 °C 60 min, 72 °C 10 min &4 F &
B s cDNAL SR 22 30 25 81 I & UM I 519
7INBLE A HEAR AR R . miR-150-5p J 51
& UCUCCCAACCCUUGUACCAGUG, PCR 5|49
45 N ssD809230169 . ssD809230861 . ssD089261711,
Ph cel-miR-39-3p NINZHH ., K miRNA gPCR
Starter Kit(J7 NS AE P B AR A BR2 6] #4758 B
7t E R PCR, )5 K CFX96 RTPCR {¥ (Bio-
Rad 24 ) #E47 52 986 1t PCR 9784 . F B 4%
H 95 °C 20 s, ZJFAT 95 C 10 5,60 C 20 5,70 C
10 s, 40 DMFEH, KA FEA Cofd, HRFEAR
FHAHTRMA 2 K 550 R i £ 47 3 Ik PCR 973, h e
UEFUE] PCR 7™ ¥y 1) E 0 14 FRR S5 % 5 17 Aok B ot 42
rHT. ACt= H BN -1 Cr {1 — W23k K- 1
Cefi, WH 27>, fER miR M £LKF.
1.2.5 ML FHRELR R LBIEFM 49 miR-
150-5p ¥ A W BEH Ik pMIR-REPORT- Lucif-
erase, 4 # A miR-150-5p 1 ELAV ¥ HE [ 1
(ELAV-like protein 1, ELAV1)mRNA #J 3-UTR
S5E LRI PG R B S D S R A 4T
pMIR-REPORT-Luciferase-ELAVL1-Wt , H7291
CFIICAE Y HEAR CER) ey A BRA 7] ] pMIR-RE-
PORT-Luciferase-ELAVL1-Mt, H7292[ fioc 4 Y
PR CEE) By A BRA R 1 Rk H 5O R B
RL-CMV, H321(Promega /7)), Zk 449k it v
DA IE 5 e AR BOR 19 22 5 . & ) hsa-miR-150-
5p AU (mimics) . #F 293 40 M (b [ B} 24 g 240
WD 2 70 0 I A& BEFeRh 2 96 FLAR [, IR 7E 4
54 10 %6 FCS(Hyclone A #]).100 mg / mlL &% %
ZM 100 U 7 % % i DMEM ¥ 32 (Gibeo 23 A])
IR, 24 hJE B GL 9O F M A BRI 5O A
miR, 48 h 5 R AN, Jf-fdf HI X0 R B4l 5 23
Br &R 4t (Promega 24 7)) WAL 9SG R WG vk . 3 K
Hu e S 2 Tl AT e PR ) I P s AL SR T B O R Tl
PTG PE. TR SR ERE 2 ). Bk 3 AL,
1.3 it 4038 SR SPSS 19. 0 #4447 5511
ST, FEAEIES AT RER U a5 £R, 2
ASEREAR S B Mann-Whitney U #0255, £ 4
] AR 5 2200075 AN AFE RS 40 A 1 i i 90k
DA A7 % (I o3 62 B0 227+ R Bk RIS 36 E 47 53
Bro LLP<T0.05 AERAAGEIT¥EL,
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2.1 DM EEMBEXIGEKRER 49 fi] DM £ #H 5%
RS AL ] Ry 6 A . UL BRI RRE IR Ry K 92
(93.9%. 46/49) LI S1(75.5% ., 37/49)  jLI%
(46.9% . 23/49) &R/ (38. 8%, 19/49) . %k
P(26.5%, 13/49)%, 51.0% (25 ) iy B # 4 If
ILD, 22.4% (11 DO W B EEEZ R, 8. 2% (4
) (B EH A TG, 6. 1% (3 ) Iy 5 3 Fom
JidRd , SZOG K A rh MSA FH P2 Sy 81. 6% (40/
49>, HrpHi ARS Bifk Bt MDAS $ifk . Hit TIF1-y
Uikt NXP2 Uik 0 BH P % 4 0 b 22.47%
22.4%.16.3% M1 12.2%
2.2 miR-150-5p £ DM B2 H MFH M FiEX DM
2 I T miR-150-5p /K F-[4. 37(2. 49, 7. 1D ],
5K T g B X B 41 [10. 67 (1. 59, 34. 66), P
=0.002], (A D
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miR-150-5p (g-asc)
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DM4] {e JE o IR 4

B 1 DM Z8 %A1 & Xt B8 48 i iF miR-150-5p Ay R ik 7k F
W: *P = 0.002

miR-150-5p (2-440)
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2.3 DM EEIME miR-150-5p 7k £ 5 MSA £ &
6 AR 7] MSA i () DM 35 1l % miR-150-5p
K, 45 F B R BT MDAS Hi K BH P 9 DM B 3 1
1 miR-150-5p /K- (3.58+2. 02, 11 D) BEFEMT
$t MDAS HifkBIvE % (6.19+5. 27, 38 fiil, P=
0.017), %1 NXP2 Hi & B ) DM & # [fiL 7% miR-
150-5p 7K (2. 894+2. 00, 6 fi) B E K FH; NXP2
R BI M (5. 9945, 02, 43 f], P = 0.047),
HAth MSA FHYME: () DM 8 35 5 45 B 5T 4K B 9 DM
BEMIL, M miR-150-5p KF 22 R L2 E
X (P >0.05), miR-150-5p 5 ESR, CRP, CK,
LDH.AST . ALT 4 JoAH &A% G {53 5128 — 0. 148,
—0.143, 0.035, —0.070, —0.108,0.123, P >
0.05, (K2
2.4 AEBLEZZER DM £E M iF miR-150-5p 7k
TR 4 9f ILD (9 DM B # 1L 3E miR-150-5p
K- (6.00+5. 01, 25 i) 5 KA I ILD f DM
H(5.204E4.75, 24 DML, ZEREGITFHE XL
(P > 0.05), OP &3 (15 5] F1 NSIP & 3 (8 f4i])
I3 miR-150-5p 7K 3 4% 5 2 6. 09 5. 72, 7. 00
+3.59, BESTF UIP ##% (1.28+0.50, 2 i,
P =0.044, P = 0.029), & I EyE R A9 DM
HE LY miR-150-5p /K- (6. 05£2. 77, 345
ANA IS R ) DM R (5. 58+4. 79, 46 i)
AL, ZR TG FE X (P > 0.05, (K 3)

miR-150-5p (2-2t)

B2 DMEZEINE miR-150-5p Kk EE5 MSA Z X5

W %P <C0.05

2.5 miR-150-5p BERFE MM H 7 % & miR-
150-5p fY 418 3% (A, A B 5% fi - B R P Tar-
getScan i E7E 3-UTR 1 B A5 miR-150-5p H #p
LSRR IE R, TR T > 700 AR ER SRR, Ve
ELAVLI YE Rk 5K, 7mer-MS8 7£ 3-UTR %7

A 2 MIBER S (E AAF AB), B EHIEEW
miR-150-5p Z5& 1 i K & 1 769 bp Ay ELAVL] 3~
UTR 5@ 5] pMIR Bt (& AC K 4D), 451 1
7~ . H7291+ mimics BAPEXF B4 (6 %)) . H7291 +
mimics 241 (6 %)), H7292 + mimics [ 1 X 18 4 (6
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%) \H7292 + mimics 2 (6 ) 75 & 5% B 43 51 A
191,55+ 18. 96,138, 40 +8. 31,186. 78 + 26. 57,
175.67 £ 11. 74, #47H —fbAb B /5 5, miR-
150-5p I DA ¥ A ELAVLI 3-UTR %% 5% £ i

B2k (P << 0.000 1), {HFHEHIAE, 0T
27. 4% (B AE), WifEZS A0S =G, XM iEE
KA, MILIESZ, miR-150-5p A ok %4 &

RSO R M Kk

A 50, B 15p 2
N

= 40 =~

1 3

3 < 10f

1 30 2

& 20 t?
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4 10 A
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OP#l  NSIP#] UIP 41

B3 FAEHFEZEDMEEME miR-150-5p BRIEKF
W *P <0.05

A B
3'-UTREF4ER lr'lfcli??l?? c 3 -UTREFA: R uuclitl}(lmtl} u
= ; |1 |
MIMATOOOMS ] human:hsa—miR-150-5p:GUGACCAUGUUCCC ﬁ%qg U MIMATO000451 human; hsa—miR-150-5p:GUGACCAUGUUCCC AACCCUC U
#-UTRFEZER! CGUACGU A 3'-UTRHEZH CGUACGU A
- pGEX3 primer pGEX3 primer
C lacza SV40 enhancer D lacz o SVAD enhancer
M13 pUC fwd prime SV40 promoter M13 pUC fwd primer SV promoler
M13 forward20) primer SVAD origin MI3 forward20) primer SVAD arigin
Hind 111 (7748) =8V pro F primer Hind IT1 (7748) SVA0 pro F primer
SVA0 Poly(A) — puro(varian) SVAOPoly(AY ™\ W puro(varian)
hsa-miR~150-5p SV pA siognal  hsa—miR=150-5p mut | 4 " SV pA siognal
»,‘._AmpR promoter - AmpR promoter
Hind 111 (6497). Hind [11(6467)
Hind [I[(6240) W29l | Ampicillin Hind 111 (6244) H7202 | Ampicillin
Miu | (5973) —— Miu 1 (5973) 1
Luc-C-F—_ BT TR y
JL pBR:322 arigin b ﬁ pBR322 origin
firefly Luciferase ~MI3 pUC rev primer firefly Luciferase / 3 13 pUC rey primer
lae promoter ; lac promoter
LucNrev primer Spé primer LucNrev primer ph primer
CMV fwd primer T7 promoter CMYV fwd primer T7 promoter
CAG enhancer CAG enhancer
CMV immearly promoter CMV immearly promoter
E

ﬁ'f éﬁ“’&&;ﬁﬁ
& &

4 miR-150-5p S¥REE ELAVL] HIB ST RAMERIIE
T Luc A% K MUPOEFEE; R-Luc HIFEZIEEM. » P < 0.0001
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AR, IfE miR-150-5p £ DM % 2
Z5MEERIK, MLTE miR-150-5p /K-FFEAR S DM &
H P MDAS $it ik Mt NXP2 Bt 4 19 ¢ 5 4 A
Ky I miR-150-5p /K5 DM & JF A [ ILD 43
BIA G, ML miR-150-5p /K- r DLk DM i %%
IENEIE3IS

DM Ay 2 55 Bt T RE d A (8] 19 ¢ 9
FHH AL, WAt A K 25 & 1F (anti-synthetase
syndrorme, ASS)., #i MDAS5 $i{k[H¥: DM, DM
GIF ILD, AWF5 R, miR-150-5p #Y IfiL i 7K °F
TEAS TR G PR F MSA @ i) AR, BA$i MDAS
LR Fye NXP2 $ufk iy B # 23 F 1) miR-150-
Spo BIHAET M IE. EARILIET miR 78 DM MSA 5
AR E RN AR . AR AR T 5 DM I
¥ miR-150-5p A MSA, B R B8, RGN
AL AE & 9 B & 22 25 UK Canti-centromere anti-
body, ACA)Ht DNA #1i4h A EE 1 FLik % 5
NG I A OC AR B A [E] 5 PR miR fF AR R S %
S BRI . miR 25 [ BB RIE B 1R L
Wil AR . Xia B R, miR-326 1]
38 o AR A e T ) E26 5k K 1(E26 trans-
formation specific 1, Ets-1)3€ Fi# B ik 5 40 # 1%
PR A S PR 4, A8 SLE . A WME B
(protein kinase B, AKT)-P53 {5 51 S &2 00 7%
AT DL B miR-1246 35T I8 IF 52 m T il R0 B
AN K+ 1Cearly B-cell Factor 1 , EBF1)#ik, M
T30 Btk C 40 B Y i — 2B s AR X S R g K
WY, B B e v KU PR 9 T RE G o 76 2R miR
5 A B PO AR AR 2R W e A2 L BRTEOF
FERW, miR-150 fE A MER S/ Bk 4. T
WAl b e Bk, JF B Bk 40 i
AL R E . R miR-150 #2435 5 i P ik
= XS S g — R DM p B i
UL 200 L ) A A 0 1 U0 AR ML R R T IR S
H IS AL . FRATHEN miR-150-5p Rik T 4 v] i
b P RE PR Ok 45 ) B Ok A0 M )k F A B
(N aE

AR5 LB, UIP B3 i miR-150-5p /K
& F NSIP 1 OP ##% . Honda %" #F5: B, Il
iH miR-150-5p fE R PEME AL AE B & P M, JIFiE
WA R B3 S 5P T gLt L. BRI

F W, miR-150 (id k8o T I8 5028 4k fb 2K (4
FIRFLg40 e K 71 51 5 1 (suppressor of cyto-
kine signaling 1, SOCS1) 1 I 8¢ £F 4 1k 3 A i
T R L e R B KT L
(transforming growth factor g1, TGF-Bl) & £ %
IR LT e A 72—, Wang 2" W58 IE B ,
TGF-B1 A # % miR-150 #3k. miR-150 ) il ] 7]
Wi TGF-81 M £F 4efbVE . X Sefff 58 R W,
miR-150-5p Ali@E i 2 5 4 U2F A kg o 3 B o 2%
PRGN A MR AR L . T ILD 252 DM
TfE 0 R UL N IE AR E R, AUFR R,
miR-150-5p 7& A [7] LD 43 #8955 f4i] vh 77 16 36 ik 25
S, RUIHAEN R BAWEEN, Wik, A
WhEEE— B miR-150-5p 7 DM & 35 ¢ il 2 A
28R ILD B s UIVEH .

XU 2 i 2 R 45 3 R, miR-150-5p
MR > % ELAVLI, ELAVLI] /& —# mRNA
SEAEM, ATEHET 3-UTR & F I Fl bR w5 g
W8 A7 mRNA, ATH06] mRNA BREAE . T 0T
RE % %W, ELAVLI o] 5 IFN-g mRNA {1
ARE X456, om H AR @& Pk A2 40 il 5 B AR
ELAVL FRikK¥Fnl i A 56 RA B3 LT 2k 20
FEVE A0 M A2 N A Z Fh g i T & IFEN 2 B 32 40
#1078 DM B 40 o bl g E IFN-o/B i
SRME T ERES, R M IFN £4i7F DM
BRI R FEAE . miR-150-5p 7§ 38 1o $ 7]
ELAVLI $:H 25 DM ) &%

Zi LTk, DM B I3 miR-150-5p FKik
W, H5 MSA EHHC, $&78 miR-150-5p 7l fE 2
5 DM W 8UR o 7

S %k
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Clinical significance of serum microRNA-150-5p levels in dermatomyositis

YE Li-fang" ?, YANG Han-bo®, ZUO Yu’, PENG Qing-lin*, LU Xin’, WANG Guo-chun' ?, SHU Xiao-
ming” (1. Peking University China-Japan Friendship School of Clinical Medicine , Beijing 100029, Chi-
na; 2. Department of Rheumatology ,China-Japan Friendship Hospital , Beijing 100029,China)

Abstract; This study was designed to detect the expression of serum microRNA (miR)-150-5p in dermatomyositis (DM) and to
explore its association with myositis specific autoantibodies (MSA) and different clinical phenotypes. Forty-nine samples of
serum {rom hospitalized patients with DM were collected. Thirty healthy serum samples served as controls. Total RNA was
extracted from serum. The expression level of miR-150-5p was detected by real-time fluorescent quantitative PCR and analyzed
for its correlation with MSA and different clinical phenotypes. The results showed that the relative expression of serum miR-
150-5p in DM patients [ 4. 37(2.49,7.11) ] was lower than that in healthy controls [10. 67(1.59,34.66), P=0.002]. Serum
miR-150- 5p level in anti-MDAS antibody-positive patients (3. 58 = 2. 02) was lower than that in anti-MDAS5 antibody-nega-
tive patients (6. 19 45,27, P = 0. 017). Moreover, anti-nuclear matrix protein 2(NXP2) antibody-positive patients(2. 89
+2.00)had lower serum miR-150-5p levels than anti-NXP2 antibody-negative patients (5. 99+5. 02, P = 0.047). Finally,
serum miR-150-5p showed different expression levels among different histological types of interstitial lung disease(ILD, P <C
0.05). Altogether, these results suggest that miR-150-5p may be involved in the production of DM autoantibodies.
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