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NIEPEY 48 LI miR-145 )2 miR-183
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(EMTARER 1. J)UF; 2485848, o EM 571799)

(=] B# FIPRErEE £ (LN) BJLIMY miR-145 K miR-183 FiAKF K2 E., Ak %k
B 2016 4E 1 A ZE 2019 4E 5 AYCEHY LN #JL 92 4 LN 41, Hop I 17 4, MY 15 41, IV 36 43 . V1 18 44
VIHL 6 ], 53 BB EEAART 5 LE 40 BIVE R FEN IRAL . SR RGEVELL BRI 1516 2h 9840 (SLEDAIL) 1
S8 92 4] LN HLArh LN Fa2 4] (n=34, SLEDAI ¥E4) <1043 ) FII LN {6 8h4 (n=58, SLEDAI #£43= 1043 )
SEIF O E B PCR AN 4% 20 1L 3% miR-145 M2 miR-183 6ik7K¥; ROC MM miR-145. miR-183 M4t
4% DNA (dsDNA ) Hii /KX LN B2 Wi {8 ; Pearson AHIE/MHT LN £ LI miR-145 & miR-183 Feik/KF
LSS SRR OCE . 55 LN ZH | LN W& 3411 LN B g 440 dsDNA Fifk . ¢ & 1 ( CRP) | MJUUET( Ser)
R R Z A, ( BUN) /K- 2780 5 i TS BZH (P<0.05) , H LN i&3hZH SLEDAI #F43 . $i dsDNA Hifk . Ser
K BUN ZKFE & T IN R (P<0.05) o LN 41, LN iGZh41R LN fa i UM €3, #MA C4 Izl i &
H (ALB) ZCEE I BAR T RExt IR 4 ( P<0.05) , H LN ihish4l ALB /K AR T LN Fa5E 4 (P<0.05) . LN 41,
LN 15 2041 F1 LN F 2 413K miR-145 K miR-183 ik KP4 AR FaBEXT IR 4] (P<0.01) , H LN iGgh4iim
3% miR-145 F miR-183 F ik /K] AL T LN faE 4l (P<0.01) o A LN #JLM3E miR-145 K miR-183
PR H I AR TR BE2H (P<0.01) , H.V ~ VIBIZ{ AV BYZH 122 miR-145 & miR-183 Fik/K -0 B
ET T ~ MBIZH ( P<0.01 ). I3 miR-145 . miR-183 K4 dsDNA B /K T2 W LN Al et 23 51 1,05, 0.62
186.30 IU/mL, =IELA2HT LN fYh4E R HR (0.896, 95%CI: 0.835~0.955) fixk, HREIE (90.5% ) Fikk
SR (84.2% ) Bl , T4 IS AN H ( P<0.05 ) o LN LA miR-145 K miR-183 A /K15 SLEDAT ¥4 |
P dsDNA PifA, Ser K BUN AKFHRGAHKE (P<0.05) , S5FMA €3, #MA C4 T ALB /KPR IEASE (P<0.05) o
it LN BJLIMJK miR-145 K miR-183 FRiAACE-IIRIEML, H5 LN G Ll AH0C, 545t dsDNA 4t
AKX LN 2 W5 5 s A [ MELRILRIZE, 2020, 22 (6) : 632-637 ]
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Expression and diagnostic value of plasma miR-145 and miR-183 in children with
lupus nephritis

LIN Lie-Ju, MAI Lang-Jun, CHEN Guang, ZHAO Er-Nong, XUE Ming, SU Xian-Du. Department of Pediatrics, People's
Hospital of Danzhou, Danzhou, Hainan 571799, China (Email: linlieju@163.com)

Abstract: Objective To study the expression and diagnostic value of plasma miR-145 and miR-183 in children
with lupus nephritis (LN). Methods A total of 92 children with LN who were admitted from January 2016 to May
2019 were enrolled as the LN group, among whom 17 had type II LN, 15 had type III LN, 36 had type IV LN, 18 had
type V LN, and 6 had type VI LN. Forty healthy children who underwent physical examination were enrolled as the
healthy control group. According to Systemic Lupus Erythematosus Disease Activity Index (SLEDAI), the 92 children
with LN were further divided into a stable LN group with 34 children (SLEDAI score <10) and an active LN group with
58 children (SLEDALI score >10). RT-PCR was used to measure the expression of miR-145 and miR-183 in plasma.
The receiver operating characteristic (ROC) curve was used to analyze the value of plasma miR-145, miR-183, and
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anti-dsDNA antibody in the diagnosis of LN. Pearson correlation analysis was used to investigate the correlation of the
expression levels of miR-145 and miR-183 in plasma with laboratory markers. Results The LN, active LN, and stable
LN groups had significantly higher levels of anti-dsDNA antibody, C-reactive protein, serum creatinine (Scr), and blood
urea nitrogen (BUN) than the control group (P<0.05). The active LN group had significantly higher SLEDAI score,
anti-dsDNA antibody, Scr, and BUN than the stable LN group (P<0.05). The LN, active LN, and stable LN groups had
significantly lower levels of complement C3, complement C4, and serum albumin (Alb) than the control group (£<0.05).
The active LN group had a significantly lower level of Alb than the stable LN group (P<0.05). The LN, active LN, and
stable LN groups had significantly lower plasma levels of miR-145 and miR-183 than the control group (P<0.01). The
active LN group had significantly lower plasma levels of miR-145 and miR-183 than the stable LN group (P<0.01). The
children with difference types of LN had significantly lower plasma levels of miR-145 and miR-183 than the control
group (P<0.01), and the type V-VI group and the type IV group had significantly lower plasma levels of miR-145 and
miR-183 than the type II-III group (P<0.01). The ROC curve analysis showed that the optimal cut-off values of plasma
miR-145, miR-183, and anti-dsDNA antibody were 1.05, 0.62, and 186.30 IU/mL respectively, in the diagnosis of LN,
and the combination of these three indices had the largest area under the ROC curve of 0.896 (95%CI: 0.835-0.955),
with a sensitivity of 90.5% and a specificity of 84.2%. In the children with LN, the plasma levels of miR-145 and miR-
183 were negatively correlated with SLEDALI score, anti-dsDNA antibody, Scr, and BUN (P<0.05) and were positively
correlated with complement C3, complement C4, and Alb (P<0.05). Conclusions There are significant reductions in
the expression levels of miR-145 and miR-183 in plasma in children with LN, which are correlated with the activity
level and pathological typing of LN. Combined measurement of miR-145, miR-183, and anti-dsDNA antibody has a high
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value in the diagnosis of LN.

[Chin J Contemp Pediatr, 2020, 22(6): 632-637]
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TRHPE'E 2 (lupus nephritis, LN ) & &R 4t 1
ZIBEARHE (systemic lupus erythematosus, SLE ) 22 &
W IEEAS [R) g BE2E Y 0 S e 46145, I AR B R
MR, FMEE— RSN LA, £ 10%~30% 1) LN
B RIENEARINE iy, & FBSLE &%
FET-I EEE A Y, AU R, UMEEZ R

( microRNA, miRNA ) YERh—2& 5 B SF R N TRPE
/N RNA, sl e dEanfeimife . orfe. M1,
PR AE 5 A% T A HL IR R 35 50 A BT A BE AL
A G BE N 52 Toll HEAZ RS, T2 5
P LN B AR R PP SRR WIS A L, miR-145
e miR-183 S i . 4 IR 7 R e e 454
TR, VIR S se S A OC, WIRETE LN Y&t
PR R EE AR ™ AR ST A I LN
FOLIM A miR-145 & miR-183 HY KKK, 447
HXJLE LN B2 BB, B 78 0 JL# LN /92
LB RAT T AR
1 EREHE
1.1 —RER
PEHL 2016 4 1 H 1 H 2 2019 4F 5 1 31 HAE
TN R EBENGA R LN BIL 92 #l AT 42,

HoA B 196, 273 Hl, 4Ei6~14 %, FH4E
W 83+26%., 4N Abr#E: (1)SLE Wi &

BWibRE ", HLN 28 B0 KR B SE, R A
= 0.5 ¢/24 h 8% +++, R (2) IRKRYOR %
TR R, RERLA AR H . HEBRInE: &
IV SRR . SR R
M ARG, DAL G, B A5 T
Ja S FLA 1) B SR B . Dy R 40 il f R A
R JLTEAE A R IR, o5 10 f41], 2 30 #4,
EWS 7~15 %, SEHAER 8.6+2.6 % . A4 TK
BEfe HEZE By 24k, /EBRH LS. 2016-1082, Jf
HRILE B E MG RE.
1.2 WIRAE

W [ B 155 S 272 1 B RS B 25 LN 43
B, K 92 1) LN FEULA A TUAY 17 451 TS 15 431
IV#I 36 ], VAL18 4], VIZY 6 5], R SLE %%
151G 848 4L ( Systemic Lupus Erythematosus Disease
Activity Index, SLEDAL) PP PP $EE S, LN
FaxEdl 34 il (SLEDAI #£43 <1043 ) , LN i& 84
58 4] (SLEDAI¥F4r= 1043 ) .
1.3 SI¥n&it5&8RK

miR-145 5[4 . 1IEM5[# 5'-ATGCTCGTCTGC-
AGTGTAGT-3', & Ia]5]%) 5'-GCAGCTAGGCTCGTA-
TAC-3'; miR-183 5|¥: IEM5|4) 5'-GTCAGCTAG-
CTGACTGCTAG-3', JZ[15]%) 5'-ATCGACACTGCA-
TAGTAG-3'; U6: 1E[M5[4) 5'-CTCGCTTCGGCAGC-
ACA-3', )2 [115 |4 5'-AACGCTTCACGAATTTGCGT-3',
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1.4 RT-PCR &l

JIr A IF 9006 2 34 ik s T DK 0L 3 mL T
EDTA $tEEE T, B0 s, -80 CARIE KA
PRAFRRIN . RNA $2 B0 7 & %W B 32 B Ambio 24
"], 7E ABI 7500 #IZ5E 7 PCR X ( & ABL 22
A ) TSR E i PCR (real time PCR, RT-
PCR) Kz, miRNA %S R WA ZR (15ul) -
5 uL RNA 54, 3 ul U6 & miRNA 45 3P ZL 35|
Y1, 0.15 pl 100 mmol/L i AT R (ANTPs )
1 L %% S5 WG (50 U/ul) , 1.5 ul 10 x U6 s 2%
M, 0.19 pl. RNase #1157 (20 U/uL) , 4.16 plL
W =28 Ko W& F: 16 C 30 min, 42 C
30 min, 85°C Smin. LA U6 NNZ, ¥4k
420 puL: 1 pL 519 FAREE Mix (20x ), 10 pL
TaqMan i FHIR EWHER (2x ), 1.33 uL e fk 3%
F=H) cDNA, 7.67 ul TR EGIK . P840 R -
95°C 10 min; 95°C 155, 60°C 60s, 45 P 1EFF,
LR 3K, WA R RO ik B
W RE Y B 2 T PG ER BN A CufE, SRAH 2772
P18 miR-145 } miR-183 F2ik /K, Hi A Ci=
Ct ggaem ~Clygo
1.5 EWEMHEXIEFEE

K I S 9% W BRE kAR T 4T X 5% DNA
(dsDNA ) Pk dra, ol _LERREEEAR K
AR FRAE; #MA €3, *MA c4. IMTEHEA
(ALB) . C N (CRP) . IMHLEF (Ser) K
MR ZF A (BUN) K78 H 324 A 8 A4 o H X
ARSI, FRAE R A A e R A A S e 2 U
WA T .
1.6 Fit=5Hh

K HH SPSS 22.0 SeitH AR E s #7404, 1t
HEORLIEL = brifE (R+s) TR, 24
B LR 22500, IR P FL R F SNK-¢
R0 WA ST FE AR IR b AR A ¢ K 5

HWECREILLE 0% (%) Fon, AR LECRH ¢
ki . 22l 52 i H TAERRAE (receiver operating
characteristic, ROC ) H1 £k 43 #7 Il 3¢ miR-145. miR-
183 L2t dsDNA HTHATKF-X LN izl , thk
T FR (area under curve, AUC ) B LK Z K646 .
FASCHE ST BT R H Pearson AHOCAMHT. P<0.05 Jy 255
At L,

2 R

21 BHE—MWERRELBEIER
LN 2. LN J% 3h4H F1 LN £ 5E 4Pt dsDNA 1
. CRP. Ser J BUN 7K ¥4 B &} it J Xof it
44 (P<0.05) , H LN 3l 4 SLEDAL W 4. it
dsDNA i . Ser 2 BUN 7K F-H10H B 4478 F LN £
FE 4] (P<0.05) o LN 41, LN i% 3 41 fil LN & &
HAMA C3. C4 Je ALB 7K -2 B S AIG Tt J ot it
4l (P<0.05) , H LN &zl ALB K V8] B AL T
LN FE4 (P<0.05) ; 1 LN 3G sh41f LN Fag 4l
CRP. #MAE C3 J C4 KV e, 5T E it
B X (P>0.05), 5 LH a5 | AR M AR B e B L 3%
ERHHGIFE L (P>0.05) , W 1,
2.2 FHMIE miR-145 & miR-183 RiAKFELTL

LN 4. LN % 3 4 F1 LN 2 & 44 1f 3¢ miR-
145 K miR-183 2 35 /K - 14 B S ARG T f B o IR 4.

(P<001) , HIf3¥ miR-145 & miR-183 Fik/KF1E

LN ZH A1 LN {5 s AR T LN F2E 4 (P<0.01)
TE LN {E S T LN 4 (P<0.01) , W32,
2.3 AE4E LN #EJL3#E miR-145 % miR-183
RiXKETA

ASTA] 43 78 LN LI 2% miR-145 % miR-183
FIR A S W] AR T AT RRA (P<0.01) , H
V ~ VIZIZH A IV #Y 2 1 2% miR-145 5 miR-183 3%
A AR T T ~ ML (P<0.01) , W# 3,

1 BAH-MERRLHEHEREER
4] ; PESI R RE A SLEDAT 5y #L dsDNA $ifA
(3B 14, ) (x+s, %) (% % 5, kg/m’) (x+s,57) (x s, IU/mL)
fa R R 2] 40 10/30 8.6+2.6 16.8+2.1 - 34+6
LN £ 92 19/73 83+2.6 16.6 +2.2 11.7+3.6 274 + 63"
LN faE 2 34 6/28 82+26 164 +2.1 82+22 248 + 57"
LN i 821 58 13/45 83+2.7 168 £2.2 143 £4.6" 307 + 71"
F1{H 0.324 0.865 0.491 12.418 8.416
P{E 0.571 0.370 0.665 <0.001 <0.001
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F1(&)
g #MA €3 M c4 ALB CRP Ser BUN
(g/L) (g/L) (g/L) (mg/L) (umol/L) (mmol/L)
{a Xt IR 40 1.14 +0.37 0.35+0.12 47+8 34+1.1 44+ 8 2208
LN 4 92 0.65 +0.27" 0.14 = 0.06" 29+ 6" 122+43" 123 +21° 11.7 + 4.4
LN FaE 34 0.66 = 0.25" 0.17 + 0.08" 34+6' 106 +4.2" 74+ 13" 82+2.6"
LN %34 58 0.62 +0.24° 0.13 + 0.05" 26+ 5" 13.3+5.1° 160 = 33" 143 52"
F & 6.227 4.116 6.248 3.875 6.937 6.592
P1i <0.001 0.014 <0.001 0.020 <0.001 <0.001

T: [SLEDAT] RGEML BRI B IG S 4L [dsDNA] X% DNA;

a 7RG BRI EEE, P<0.015 bR'5 LN FELLIEL, P<0.01.

R2 HAIMPF miR-145 & miR-183 FikKFLLE

(xxs)
215 n miR-145 miR-183
fa T IR 40 2.95 +0.84 1.86 £0.43
LN 41 92 0.97 £0.16" 0.58 +0.10"
LN FE 34 1.51+0.32"" 0.91 +0.20"
LN %320 58 0.54 + 0.06"" 0.34 = 0.05™"
F1i 16.348 14.250
Pii <0.001 <0.001

H:oan S AL L, P<0.01; bR LN 4,
P<0.01; c7/n LN RGEL L, P<0.01,

X3 AEHE LN EJLIMIE miR-145 &

miR-183 RIXKFLLE  (x+s)

205 n miR-145 miR-183
fite FfE Xt R A 40 2.95+0.84 1.86 £0.43
T ~ M2y 32 131 +0.36" 0.87 £0.18"
IV 36 0.78 +0.12*" 0.45 +0.07""
V ~ VI# 24 0.70 + 0.08"" 0.42 +0.05™

F1ii 13.852 11.613

P <0.001 <0.001

e a/n SEEHIRALELER, P<0.01; bR 1T ~ MIAAL AR,
P<0.01,

[ALB] 1451 ; [CRPIC )T [Ser] MLWLEF; [BUN] MRFE A

2.4 [ % miR-145, miR-183 & ¥ dsDNA i &
KE3F LN BB E
I %% miR-145. miR-183 K& #i dsDNA #i f&

JKAF12 W LN 1 S5 AR BT (E 43 51 o 1.05., 0.62.
186.30 IU/mL; =i Ai2H1 LN [ AUC (0.896,
95%CI: 0.835~0.955) W] & & T 5. I miR-145

(0.835, 95%CI: 0.779~0.895 ) . miR-183 ( 0.806,
95%CI: 0.749~0.865) K ¥t dsDNA Hi & (0.780,
95%CI: 0.722~0.837) , 2ZEH G+ L (435
7=4.108. 4.872. 5216, P<0.05) , H R fts
SEREAY I 90.5% F1 84.2%., W3 4 FE 1,
2.5 LN 2)L11% miR-145 & miR-183 Fik 7k F
536 EIEFRIHEX S T

Pearson A1 3¢ 73 #1 ¥ 75, LN & JL UL 3¢ miR-

145 5 miR-183 K ik /K P 2 1E A 5¢ (P<0.05) ;
1M 3% miR-145 2 miR-183 3 ik /K ¥ 5 SLEDAI ¥
4% . i dsDNA ik . Ser K BUN 7K -1 5 1 4 6
(P<0.05) , S5#MAK C3. #MA C4 S ALB K3
HEIEMK (P<0.05) , 5 CRP /K34 JoHH B AH ¢
P (P>0.05) . WS,

F 4 I3 miR-145, miR-183 K1 dsDNA Hif 7k FEXF LN B2 Wi &

5 BRI AUCOS%C i(?)’g *ﬁiﬁf BH‘**(ZT)‘““‘“{E m’%ﬁjj}“‘“@ I He BIFEDLA
miR-145 1.05 0.835(0.779~0.895) 84.7 80.3 83.6 81.5 4.299 0.191
miR-183 0.62 0.806(0.749~0.865) 81.5 76.2 79.4 78.3 3.424 0.243
H dsDNA Hifk 18630 IU/mL  0.780(0.722~0.837) 78.4 74.0 773 74.6 3.015 0.292
ST - 0.896(0.835~0.955) 90.5 84.2 88.7 86.4 5.728 0.113
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10 SRR S, TR oAk . g5 . AT
= L L S S R R IR, B

T LN RAER RS, GH5ERB, miRNA fig

LS i 30 o U AT RE . RAE R A U
mﬁﬁ " UAE A P A B R PE B R A R T kB Toll A

— miR-145

—— miR-183

— JT dsDNA Hilk
ST

0.2

0 T T T
0.4 0.6

1= Fp5 iz

0.8

B 1 Mm% miR-145. miR-183 & #T dsDNA ik sk F
2B LN B9 ROC ik

%5 LN &)LMmI miR-145 & miR-183 &ik
KFS LI =R R TSR

i miR-145 miR-183
r {8 P{H r{H P{H

SLEDAI 343 -0.583  <0.001 -0.524  <0.001
Pt dsDNA Hifk  -0.735  <0.001 -0.696  <0.001
MK €3 0.408 0.011 0.390 0.025
*ME c4 0.337 0.038 0.348 0.032
ALB 0.390 0.031 0.419 0.008
CRP -0.093 0272 -0.116  0.205
Ser -0392  0.028 -0403  0.012
BUN -0420  0.007 -0.391  0.018
miR-145 - - 0816  <0.001

3 itie

JLEE LN J& SLE 2 KB E AT 5 | /e iy — Fh fo 0%
BEMMHER, REB., R A 8I6)T &I
2% LN ALK IR I A R0R1E . B 2UE R
LN 2 WA W 35 1 bt HE L 8UE K =
A, A EER ., IHHT B LN %95
T SN B A I RA I bR A T AN ITRE % . CRP.
*MA C3. FMAE C4. BT dsDNA ik, (H X Ser
Y R RS B R L ARG I 25 SR 52 i [
BZL, MR LN B sh B R s 2
Wit AR s, Ik, F-3—Fuom R Ry
SV A AR, R LN Y S U R 0
EJE HA WL E B IE R M . miRNA & —2K
BE R 18~25 M R LAY /N T AE 4R % RNA,
i1 miRNA BYYIRIH0 ] 8 0 By X S 5

ZREG SIS S LN & Mol & e 1,
IR SE & PR, miRNA 76 LN th S5 %35, oF
7% miRNA R854 B 7% LN 19 &l f2,
JEATHEN LN A2 i i k3 M,

ARG AN, LN 40, LN IGsh4 A1 LN faE 4
SLEDAI ¥4 3T dsDNA AR/ V-1 0A i 75 Tl b
XTHRZ, H LN G, LN 4. LN 75
BHLH A LN Fa @ I ¢ miR-145 2 miR-183 Fik/K
S BAR TR AR, H LN JEh4H 1% miR-
145 J miR-183 ik /KF-REARTE A & . AH G/
W78, LN B LM miR-145 & miR-183 1k /K F
5 SLEDAI PFA3r 34 2 ARG, $R I3 miR-145 f&
miR-183 Kk /K F5 LN BE PRI ER K, 2
W LN BB S 4865, Zheng 25 ™ W57 2
7N, LN H#E miRNA kK AR FaE, It
H B 3 B, miRNA Rk KF B,
FE/8 miRNA 7E LN S22 0 4 Bz W i 4] v
BA 2R E . A AFE 8 LN 8L
1l 3% miR-145 & miR-183 & iA /K -4 0 i Al
FEXTRRZH, H.V ~ VIZIZH F0 IV 8 40 1f 2% miR-145
J miR-183 FihAKE I BAL T 1T ~ MAVZH, ¥
W] miR-145 & miR-183 fili3Rik 5 LN &L 1™ &
FREESYIAIE, V ~ VIZ LN & JLI3E miR-145 &
miR-183 FRIXKFREACEI B, HaJfeZ2 5T LN
M RAFUERE, A BEHIE LN LRSS
SH b, XAESE PSR R, ARIRREL R LN
LI E M miR-145 RIXAKCE AN B 22 57,
Bl A N, miR-145 kK F-H] IEAIL,
miR-145 FJRES 5 LN [ K ML A 5 B s &
J&. Zhang 5§ UIEFIE R R, SRR B A L,
LN 2 % 1ML 3% miRNA £ ik K FFEAK, 5 SLEDAI
P42 A G, H miRNA FikFFE 2 LN %
AR S ORI R T, ATAE SR LN 2 W A8 3 R
Y. ARG ROC fh£R 3 Hr 45 S BoR, I3
miR-145 . miR-183 J #T dsDNA i {& 7K F-12 Wi LN
1) e A3 AR BT A1 23 91 R 1,05, 062, 186.30 [U/mL,
—IECAIZWE LN (2 N Aok, HR A
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P S REERT . Ui miR-145. miR-183 & ¥T dsDNA
Pk =T AR AT B T4 S22 8 LN A Es Pk
MR 2, LN LI 2K miR-145 } miR-
183 %3k /K 5 5T dsDNA i 14 7K S 52 G4 5%,
BCHE— 238 =TS K X2 B LN 2 8
G PR (B TRIRE % VRS A3, LN B E T
dsDNA HiiR MR 63.3%, HAHEWT LN K H
Je I, T RO SR S HA R L Cai % "
SN, miR-145 (KRR IK-Fifi 25 1M 45107 F2 B 1
AN, 257 LN B &m R, HalaefE Rl
LN A5 MO 6T M TE A i bn i . s A SR
W, miRNA Fih K- 5505 A& Jr R i /™ =1
FXK, 76 LN BEWE S R wUs AR BT —E
I RANE, TRIEH R PRIA YT LN B i U

Zi B rk, LN BJLIM 2K miR-145 } miR-183
FRACFHBRC, H'5 LN 3635 Ko R
XK, BREPU dsDNA PUAKI XS LN 2 W B4 85
PIME, X RIE IR L HERf 2 B FA Y LN $2 b
(BB 5 %o LN LI E miR-145 & miR-183
Fek KRR, AT fE 2 miR-145 & miR-183 7£ [#]
A APE N A M N AT 5 5 T B v i A R E I
SHHZNREANEEHER, REEAGESHN
RIEMMLH TR, 257 LN ALK E,
miR-145 } miR-183 7] AEIE £ /1 3 RAE 40 A 1 1)
EH, 257 LN kA LR, EILEEMERL
Hilw AR, SR — S RANE

(& % x W]
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