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SmOeREEsilZe g miRNA ZRRESH

BME®E TR OBARX BR-% FHE HRERRX LBXRE FHR HAR
e ARl B RR A e/ 5 13 DX 5 7 38 1% VR AR 470 B 57 TR 9280 5 PRI 45 010018)

i E AMREFTLHAMEHINLA S miRNA £ F &K, A ——4&1')1']}?&7!&5(1'6 % 4ANRE R ED
GhOFEELRFTRAE, mgv}ll‘?’?ax BERAAEEFRAGMAARBLTAS AN FiT iivll%ﬂ/lllﬁwl%}éﬁﬁ
AR RENAHSL,ZLEF LA miRNA &, 5T 45 6 k& giiﬂnﬁ*”){%éﬁi%‘ miRNA # 47 ¥e
KRR, F#AT GO g %5 KEGG Pathway 547, SR AN .- DEZET L& A A INGEAE HmALEFE T, 5 5
7h ik 13 3] 366 A= 346 A~ miRNA, 2 & ix miRNA ik 248 #F, 5 A FAm 1F5) 7 620 e 7535 A2 LB, X P ZFE £
& #9 miRNA A miR-1 . miR-378 . miR-21 ,\miR-101 \miR-133a £ ;) e A R A L AW A P R O 5. X Fid 42,
BALEMERT FORELS 6% ;3)KEGG Pathway £ R B 7, £ 210 &4 2 H0E5E8% F 5 s Kift4a
XKWAH GRT M EOWMET R BEFTEE MK EF, ARRERTARRZZ LT LR DG EKRS TR

HEEAR AL ATHRETLEDFHERER G,
XEBIF FFDL; ZHTiE3; miRNA; 214 H
FENSEKE S821.2 XEHS 1007-4333(2018)03-0061-08 XHEFRER A

mMiRNA analysis of Mongolian horses before and
after high-load training

ZHAO Qinan, Manglai® , BAI Dongyi, ZHAO Yiping, LI Bei, Unerhu, Wuyingga, Suriga, Aoruga
(College of Animal Science/Inner Mongolia Mongolian Horse Genetic Resources Protection and

Industrial Engineering Laboratory, Inner Mongolia Agricultural University, Hohhot 010018, China)

Abstract A total of 6 Mongolian horses after 4 months high-load training were taken as study object in order to discover
differentially expressed genes and related metabolic pathways. The muscle samples of these horses were respectively
collected before and after the training. By using next generation sequencing technology., a miRNA library was
established. Target genes were then predicted and enriched through GO analysis,and analyzed by KEGG pathway. The
results showed that: 1) Before and after the high load training,366 and 346 miRNAs were identified respectively. A total
of 216 co-expressed miRNAs were identified and 7 620 and 7 535 target genes were predicted. The expression
abundances of differentially expressed miRNAs were miR-1, miR-378, miR-21, miR-101 and miR-133a; 2) The GO
enrichment results showed that miRNA’ s target genes were annotated to biology processes including developmental
process,anatomical structure development, protein binding, enzyme binding, etc. The KEGG analysis results displayed
that the target genes were annotated to 210 pathways including actin cytoskeleton metabolic, calcium signaling
pathways, cardiac muscle contraction, etc. This study provided theoretic support for further investigation of the
molecular mechanism of Mongolia horse strong stamina and offered new insights for comprehensively understanding
Mongolian horse’s athletic characteristics.

Keywords Mongolian horse; high load exercise; miRNA; target gene
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miRNA JELEFE T ah A Y A 4 b 2 /N o+
WRERLTIR A FE D e 51 5 )5 i Sk e 3k 1 8 vh R 2 A
AR . 5 AR 2 3h ¥ T KR e i it f4 M B
fEERCh T — AR R & T iz s R X B
Y. Lee S Efl miRNA fE K — 4~ #1 212 Wi
P AR A R AN P R X 3 D 4 i
Ry i3 miRNA ST T 3838 W2, 8 T 13K
1 032 f miRNA, f miRNA 2% 50% ., 768
PUI B miRNA v, 272 Fl i 1 T 0 H At 3h ¥ 94 4
S, Zhou NN 5 E B miRNA 3 N 41 i
FIXT LG, &3 407 48 miRNA AL 354 ALY
miRNA MR #7550 FEPE OB 75 4~ miRNA 4328
BT 32 A LA RE ] miRNA 1152 DL 4E
AR Yk E e,

afi i Ay PR AR Sl EEFEHE A D, L
B AR R R ) i AR A 4 T, B BRFE S
FE Al P e BE R B R o 1 000~3 200 m L g
KA 8 000 m, AL KA e S| G L5
Pr il i A5 TSk BRIR R iE sh Y . EAE T e A
Fizsh 4 m R DI F,12 000 m (K FEFHE
T AEL 1A L B R, MR- EeiE s S
Iz H LB 16 P4l o A 7 DU ik iR 3.
1 VESEIRAET AN A 9 VERh o 58 B FE F5. DL b=l
U R EEE S Sl & RAEET EXR, FHIRTEH
UG S A SR S T AL G S AR R A
Fk B V6 Oy [ KB S8 XA i E A SR B R R
AN AT

ST By 2 IR 4 AT e ) B e £ 00 b U
R, 2 K [ AR5 N Tk B8 b 2t b Pk h
CENTTER RTINS G e X 7 W = NS B N 5 el (B
BRI B H A 30~100 km, 2%k, 5
R — ] G, s N AR S S8 B LG B, LA A0 AR ™
HEE s . T Sl i A Tk A B B 52
W SR 2 | KR SR AR A B 2
RIS HA R TFREFEDITL KRS, SR
50 D1z 3l A B R R 32 B miRNA 845 55 5+
HLH A DGR S8 38 R LT J . R AR A T ff 3
o7 SRR AR R RE O AL L g5 A B AE R H R
AT, A Be i e = 1% 58 Bl 1) AR Sl 1 5%
A BRI AT G IR E A S A AR ol K e 2 i
JER B OR hJr R AN E 0 H 1Y

AR IE R 6 DLt A% 8 SOARLY 520 5 o B 5
X4 R AR B2 R L 0 8 Hh v S A IR T /S &

2SR miRNA, B 78 0 5¢ it 5 H & i o6 i
TR B2 gl A BRACHHE o 7 2R W B S
il » Dy J B 10 TR B S AR L A T AR 4R ) P
e Hhi .

1 #MB5FE

B BT FH LA RE il B4 6 DL 5 % FSCAF ME 1 fit
RS ok A TSl A A XK R T 2B A
HEC110°43NLA1TE, SFEW il 1 367 m) [A]— 4 5
T UORAEAE it B A AR DL A% 75 5% L B0/ N RR T 22 5 1
J I R
L1 RXBASiIZ%

S EE SRR NS R)E 1 h NA
MK R RS 2 h AN I 2 00 . 2 30 ]
HRME 5 W TR R 4 G AR 1k, g
LA 0.5 h PHZ 58 TR A o s B H AR IR 1 UCORT R R
BRI ]y TR HEAE SRR B A 4 ¢ 4 0 2 ORI RS
BEZE I A D ZE AR FIE 2R 5 S N D i
Hhie SHEE s A oK.

TE AR 30 m 1 [ 2 I 20 B v 2 47901 25, O i
G v T I 200k B 3 i s sh s o 4 S A Y
INZRIYI o0 9 3 A~ B A8 Py 7 2 Jon s )11 2 9 4y 5 52
4 H YNGR N B BER — YR A 18] W 58 A AT AR 4 o
VEAR Ty S TC &5 00 7 Bol 2k e 9 U1 25 7 ep 3 O
TV [R5 2 AN 15 905 B PR AP T & 58 10 H Bl 2k
2 R 2 R DD 8 352 i B Rl

S —Br By 15 B R O — R R 46 I 2k
FEES g 8 km, YIZRIE B L) 2 km/d #8315, B 10,12
4 km PRE . T — AU 4 8 B 2] 8 km, 4Ntk
TEE .

5 B BeRRgE 92 dL B R S — A R BRI 2k
BRSO 15 ko Y ZRHLES LA 5 km/d 323, B 20 A0
25 km ARE . T —JH IR 4R B R [ F] 15 km, W0
(IFEZ

S SO BeRREE 12 d, BN RO — F L R iR I
FEE R 20 ko, YIZRBE R LL 10 km/d 334, B 30,40
F150 km fRE 2 d.

L2 HARE

3 S I R 300 A1 e 300 5 D 1k ik SR 4R L
PR i

INGRAT 2 BORZS T - PR 5E Ja T 5 J R 551 5 A
T R LR BB 8 BT 8 WL DA R s LIS ZH A A s
ZEMR K B vh s o Sz BB TRV R TR U



55 3 ]

B A S D AT IE Sh I 4RAT R miRNA 22 5 R B0 4 63

RNA R85 raty. mimilsg 4 AR R
3 dRFECREI LN E . IFH TRIzol ¥ 42 BUILIA
B RNA,
1.3 miRNA ZENFREYEEZESH

0 5 I G A WL YRR AR R RNA K g
miRNA 3 g, Il % 5 miRNA i ic /E 3¢ E BT
(Before training) , | 2k J5 miRNA W ic /E CE AT
(After training), F| M Agilent2100 5 B £ 3¢ J2E
WM . RNA s Kl A #% J5 76 cBot [/E
J, Cluster, i i Illumina HiSeq™ 2000 il ¢ 3F & 5
F 50 bp MY LA I FE readst™ , ¥fiX 4 raw reads i
A7 T i A RS B 20 5 Y 51 L K05 B 0 26T 5
XF bG B AN [6) B e b A AR BRI A L X 5 2 A
miRNA X}, 5 GenBank [t Xf, 5 Rfam B Xf 45,
PLEBRAEmh EE p A S TR B, g5l Sl
A5 LA FE i miRNA 9 reads %%, ] TPM 47
H— A4 b PR, @ S P <C0. 05, W 7] LA E i £ 7
miRNA, [6] B} F§ miRanda .targetscan,Mireap 3

AR X 22 5 miRNA BEAT $8 2 R 35000 O HCH:
SEAE AR g B L PR B 4 R B ) R R
miRNA fHLEE I 31T GO Zifig & 4 70 Fil KEGG
pathway 73 #7+ DL T fif 22 5 35 miRNA fif 2 5 i
FER R ad B . DI e 45 2R P B AL IE B 10 4> 5¢
WG TE 2R )5 22 57 2B 1) miRNAL L let-7a /2
WSghilbrdEMi 2 . R 2 Co @ i X 5 &
YIZkHT J5 25 57 2 35 miRNA {9 A X 3% 15 8 o 17
Bk .

2 HERESH

2.1 miRNA UFSHER

2.1.1 miRNA KE5H  H12 85 B A4e S5 H
W 25 R o S DYIZRRTS 2 > miRNA

SCEE AR BIARE] T 25 730 058 45 A1 19 128 019 4%

reads , XJ J5L4G 5 5 AT J5 BRI BT & reads, 57453k &

3THEL AR S A3 B clean reads 7 P SCJE T

0 A1 43 90 R 98, 26 % T 98. 20 %5 (K 1),

Fx1 FHZH miRNA HFRE

Table 1  Quality of different varieties of miRNAs sequencing
Y457 Before training Il % J5 After traing
H B
Fragment type Reads HITH/ Reads HArH/ %

Percent Percent

M F Tk Total reads 25 730 058 — 19 128 019 —
R FR % High quality 25 409 855 100. 00 18 770 378 100. 00
3"k KT 3" Adapter null 135 356 0.53 124 216 0. 66
5'43k 75 4L ¥4 5" Adapter contaminants 7 406 0.03 5201 0.03
/NT 18 nt A B Smaller than 18 nt 135 819 0.53 71 693 0.38
ZEBRIFIR Poly A 528 0. 00 1221 0.01
4li i J¥ 51 b5 % Clean reads 24 968 198 98. 26 18 432 595 98. 20

X miRNA $ i )2 b ali e ¥ 50 R 17 K G it %
B . miRNA JPH & B EBEPAE 21~23 nt, (§ 4l
JEA R 902 LA b, B A3 9 miRNA K B DL 22 nt
JP 53 i e % o #E 2 4> miRNA SCEE T (53] T 60%
PLEsH® R 21 5 23 nt(E 1), X —45 8784
Dicer U] %1 7= ¥y (K B 505

# miRNA 5 miRBase 19. 0 1 5 ) miRNA i
PRIEAT HEXT S S8 3 F SO R TR B miRNA B A7 85
Bl 3 43 A 45 S R AN S B miRNA 140 Bl 5 43
A ELAG AR 5 0 i 1 LT 2 E8 oA U o B8 e b
AT A A HE AT % M A A G 2 R BOR

miRNA JE 5] U fr b Wil i ok, kS AL G
5 CALT miRNA {507 19 H A X 35870
2.2 JlZ%ariE £ RFKiZ miRNA

AL £ (log, FO) SZ YN ZRAT -5 I 25 J5 4 b b 1
PR 23k i b 2 6 EE 8% P<<0. 05 H |log, FC|>1
B N HE P 22 5 KGR 0 A AT T L 7R ST B
T 200 5 S LA miRNA S8 dr 43 91 5 vk 15
| 366 F1 346 4 miRNA, 23235 miRNA 248 i, I
170 > miRNA ik 2% 5 3,68 Rk 2 F R
., R2HMTOUET 2R B E HRBRE ST
25 /> miRNA,
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70

BRE 4> /%
Frequence percent

I [P

18 19 20 21 22 23 24 25 26 27 28 29 30
K J&/nt Length
B V255 Before training  [] YlIZk/5 After training

1 miRNA #47 FF B9 4% 5 51K B 40t
Fig. 1 miRNA clear reads length distribution

K2 XEHRERZEIEELESHEREZNE 25 ) miRNA
Table 2 Top 25 high expression and differently expressed miRNAs in library

AR U ERIE 30 VIENEE 32N ?%‘@}E{Jc P1H
Name Before training After training Fold-change P-value
(log, AT/BT)
miR-451 12 095. 35 27 383.77 1.18 0
miR-21 18 521.08 6 386. 89 —1.54 0
miR-125b-5p 8 939.09 3 931.95 —1.18 0
miR-199a-5p 6 924. 37 3 069.07 —1.17 0
miR-199a-3p 5 909. 48 2 493.57 —1.24 0
miR-199b-3p 5 908. 24 2 493. 14 —1.24 0
miR-144 2 298. 28 5 164,93 1.17 0
miR-206 2 808. 29 1042.72 —1.43 0
miR-27b 2 303.21 931.72 —1.31 0
miR-499-5p 2 246. 54 500. 47 —2.17 0
miR-424 1 701. 84 570.51 —1.58 0
miR-100 1 451.65 621.18 —1.22 0
let-7¢ 1427, 30 573.28 —1.32 0
miR-27a 447, 21 220. 64 —1.02 0
miR-497 434,11 107. 58 —2.01 0
miR-127 300. 90 145. 39 —1.05 9.91E-253
miR-23b 294.78 106. 60 —1.47 0
miR-660 243.11 115.99 —1.07 2.55E-210
miR-208b 196. 09 67.60 —1.54 6. 06E-296
miR-32 39.73 87.99 1. 15 5. 86E-90
miR-542-3p 68. 33 22.41 —1.61 2.33E-111
miR-146b-5p 67.73 18. 34 —1.88 6. 77E-137
miR-335 53. 87 24.47 —1.14 4. 71E-53
miR-155 53.43 16. 33 —1.71 3.59E-95

miR-338-3p 44. 26 21.32 —1.05 5. 86E-39
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JATAL 2 S #23k miRNA 7558 1 2l 250 )5 7
SCHET I RE AR 43 A . LA JE 3R IR K1Y reads B2
JLAh R A DEGseq 84 A4 Y1 25 /i I P SCE i
25 S5 FGR L IEAT AT, [ s Xof 22 S e A A5 B Y P
{HHEAT Z AL AR A 45 RAE R (B 2), &l 2
i 1A SAER 1A miRNAL X BFn Y 4l 43 4%
# miRNA 76 2 MHEM P RRE, BrhaSRr
miRNA 2855 > 1, miRNA 75V 4 )5 5.3 Fid.
WSROI — 1~ 1 Z L U ZRAT S 22 58
BE RO ETER<—1. %2 F 2% .

miRNAZGA RS
1 000 000 Scatter plot
100 000
g & .
#E 10000 e
=g 1000
=7
E 100
<
e
X E 10
) 1
=4
0.1

0 01 1 10 1001000 100000
YIGRE SO HmiRNAZR A
Expression level after training
B %A FARmiRNA Up—expressed miRNA
B %A E FAAmiRNA Down—expressed miRNA
B LA T B 2ZF I miRNA Equally—expressed miRNA

B2 JIZAEZERFRIE miRNA # = E
Fig. 2 Scatter plot of differently expressed miRNA

TEIR AR 248 Ff miRNA 54 DMl ZRJE &
A B 194 AR AT, KR 3 T miR-1, miR-
378, miR-21, miR-101 %5 F X F&H S M 10 4
miRNA.,
2.3 miRNA $BEF K Ih e = E o
2.3.1 miRNA ¥ B

TE52 7 Sy e S I GRATJS 2 A SO v 43 30 0 ik
45) 366 F1 346 4~ miRNA, 7l il ] 46 894 F
44 522 4~ miRNA 8 5 B 5 AE 67 45, L &% 7 620 il
7535 MEBEP . #EE 10 A4S 22 5 &A1 miRNA,
L2385 A X 1E E 1Y let-Ta 4R A N 2 558 DX i 4R A 1
Mgk, 454 miRNA i S A ¥ EE. R 2 *
Ct 8 40 B X 58 Sl 2R I 25 5 3R 3k BE 1 9 A
X F ik AT IR UE . SEAOE G 2 e PCR A I 4%

O, Pk BURY 10 4> miRNA % ik L 5
miRNA SR 73 H7 45 5 A A ) 79 22 Ak e 3 33k 1
Ha 38 miRNA SCHE A B2 20 B9l 584

F3 XEFREERFHE 10 A miRNA
Table 3 Top 10 miRNAs with highest

expression level in the library

H TR UERIES2N VESEE Sy

Name Before training After training
miR-1 242 717. 56 168 424. 96
miR-378 27 720. 94 33 603.52
miR-451 12 095. 35 27 383.77
miR-101 18 379. 50 11 395. 25
miR-21 18 521.08 6 386. 89
miR-133a 14 895.55 8 493. 38
miR-26a 11 723.07 6 986.59
let-7a 10 108. 18 6 036.53
miR-125b-5p 8 939.09 3 931.95
miR-29 7 204.16 4 726,03

2.3.2 $A B Gene Ontology(GO) & & 5 #7

#4225 miRNA B 42 () 8 2L X 3517 GO Py
RSN AR DR A F W K AR el R
W RFAR BHSHNEE HARE S,
FER ) 3R ) F LA TR AL 5 A A A% 4
JHL 5 o 200 6L R PN 40 L 25 o 40 M PN S A R 2 G s Rk
Y R w) oy F O BB AL AE SR R4S G 45 G DNA 45
G BEES G INES B PGS A .
2.3.3 AR KEGG § &5

Sy o LA 2 21 b 32 08 F B2 3R 38 miRNA 8 4%
AR 3 B L K M R B B KEGG Pathway 2408
PESE R WoR IR D L gl i B B 210 SR (55 i L
% &N pathway 4345 : ErbB {5 53 # . 4 51 ¥
IMTEAKER. ZRZNFREAKGEERN. T 4
i 52 A4 B A5 5 3 % 2F FLREAC  MAPK {5538 %
Wi 7L 30 ) B A A R M AR (R Sl L R LB AR A
SR B A T 3 A L D A R B X S i |
RN R EES S RES 2SR AERKET
PN 7/ A I BUR I C S O
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Table 4

x4 BMEEAE KEGG E£9H

Target genes KEGG enrichment analysis

KEGG i %
KEGG Pathway

B AR R R
FE R H K AE LA P {H
No. of target genes in each P-value

pathway and its proportion

T
Pathway ID

ErbB {55 i@ #%
ErbB signaling pathway
PR3 0 A o T Ak 3

Protein processing in endoplasmic

reticulum

A28 5 )

Axon guidance

i BE

Focal adhesion
ZERMNFRAKBEM
Ubiquitin mediated proteolysis
T 4 fitd 52 1445 538 %

T cell receptor signaling pathway
40 B Kl B 43

Cell adhesion molecules

2 FUAE A

Galactose metabolism

MAPK {55 i %%

MAPK signaling pathway

i 28 I8 I IR

Glioma

JUUE 45 1 5 8 0 2R A A
Amyotrophic lateral sclerosis (ALS)
I8 BY AL

Dorso-ventral axis formation
12 VB B M e

Chronic myeloid leukemia
mTOR f 5 ¥

mTOR signaling pathway

Melanoma

R Z

Measles

4 i Ak

Osteoclast differentiation

18(3.39%) 3. 89E-05

28(5.27%) 4. 89E-05

24(4.52%) 0.000 136 577
34(6.4%) 0.000 181 786
23(4.33%) 0.000 557 055
17(3.2%) 0.001 047 232
24(4.52%) 0.001 688 057
8(1.51%) 0.002 697 535
32(6.03%) 0.003 508 052
11(2.07%) 0.003 586 399
11(2.07%) 0.005 535 192
7(1.32%) 0.005 972 75

11€2.07%) 0.010 540 62
9(1.69%) 0.010 637 95
10(1.88%) 0.013 803 4
16(3.01%) 0.018 621 28
16(3.01%) 0.018 621 28

ko04012

ko04141

ko04360

ko04510

ko04120

ko04660

ko04514

ko00052

ko04010

ko05214

ko05014

ko04320

ko05220

ko04150

ko05218

ko05162

ko04380
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48D
AR B %08 i e
KEGG iifi # SR E KR L) P1{H I % G
KEGG Pathway No. of target genes in each P-value Pathway 1D
pathway and its proportion

B 4 i 52 1 £ 3 e 10(1. 88%0) 0.024 292 94 ko04662
B cell receptor signaling pathway
apneiibis 37(6.97%) 0.030 832 29 k005200
Pathways in cancer
TGF-beta {55 18 #% 10(1. 88%) 0.032 832 15 ko04350
TGF-beta signaling pathway
A 1728 L R A 11(2.07 %) 0.032 949 97 k005100
Bacterial invasion of epithelial cells
P53 {5 5@ % 11(2.07%) 0.032 949 97 ko04115
p53 signaling pathway
SERE R 100 8(1.51%) 0.047 196 82 ko05221

Acute myeloid leukemia

3 Fi5itie

miRNA J& 4 JE P AE g 5 T 3 RNA /N7, 8
R BAZ L R GR I R 2 E S F. ER BB
Ak AR S RN A0 O T R AR . R A
ZIFSE 45 £ miRNA AT G2 5 T & Wit
. RRAEZE D 0TI 2 A SCFES
AR VE 1S B 366 M1 346 4~ miRNA, H o4t 3 3
miRNA 248 4~ 4% BT E] 7 620 F1 7 535 4~ 48 5
P Hod 3 %35 1 miRNA A miR-1, miR-
378, miR-21, miR-101, miR-133a % ; miRNA-1 Al
miRNA-133 2918 Z WIS 5 B 8Lk &
A, B IR A A TR A miRNA 2 1 g%
A TEDUA L B B 9 4 2 20 21 rh 2 [m] 4 5k L B 4y
AN [F) B4 A 2 ok B . AE R U OTCIE B i 1R 9
miRNA-1 3 2 #1022 57 — Fh L PR 26 18 3 D] A % i
i B HDACA (i 2 Bk 40 25 11 4) 42 32F L 48
Az 15 T miRNA-133 WJ3E 5 4 1 SRF Cifi 385 2 i A
T ok 2 v R UL 4 g AL DAL O AR A 5T e
miRNA-1 5 miRNA-133 /& ik o] G /2 R 2L 505 19
e B 467 I 2ol JUL 200 A e SR KT R R 7 Al
AN =S 1 R i AN = B2 o L o S R R R 1
O 1 R B E miRNA-378 Rk 3% %, bl
FHBAE U E ) AR 4 % miRNA-378 3R ik L i 2% 3
JNE S gl S AR R G 1 AR A 1 45 B — B HE I R

AT 58 E 28 I 2 i TS T8 B R a0 P 0 LB
KO BEBEJEL 0 38 25 R K, I Bl B 2 i A5 9% B
I, SR 75 G AR R B A
SR

Z5 W EMN miRNA K GO g E £ 5
KEGG pathway 73 #7485 8 7, $8E 38 R 9t 1 35 &
TR AT WAL LT WA . LA 40
b DS RE LR E JEHRRELE KERS
KB s A AR OCIE B . [ i A 80, AN B0 A
Z 5101 2 590 1Y 5 5 N & LT : miRNA-1 1
miRNA-133 5 10 Mk miRNA £ 5 J# % £ ik
Wl (PSSMD) Rl 52 & ¥ 57 2 AR 2 L i iE (RERD
FUw AR s miRNA-208 7] fg i 1 41 i #0 2 P]
WREREMELES 1 mAE#E MHC(FEZH S
BRSO ML, 2 sl 2 6E 42 il MHC 7 #
] ) 5 A8 L H R S5 8 I R —3807 s 0 MHC [R5
RAEPUO IR JE LT dE 4k Ao 1 23| g e S . Il
S A D o R A UL PR AR U i B KR
B mTORUEFL Y F & R EAE SO M
PR B 1A et AR P A — A DG Y R U
£ 2] mTOR {5538 i Y 9 A58 I AT 58 7 4 4%
21 60 JR) B 32 A R A4 A R Y T e AR b R O AR Al
PR T . K v O I — el S B
DI04 (7 LT 4 o B0 9B Bt 9 5 450 45 A g B
PERE T [ . 11 Bl A 25 A58 B, S HLAARAS 2] 58
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A3 BA6 2 1] L 32 450 0 LET 4 2 A0 B A B £ 0 fg
A LA AR 1A ISR 8] R Bl B A
PEH DG ARG A PHAT R L 15 0 D) B M L B R K
ARATF Fe e I 400 3 AT et J2 58 0 1 W] i 2L g%
SeR T 7 A0 e P A TR DR . B ) A T 732 B ]
FER AR LIRSS e R R g H
HARBLH] A i R

AWFF I RNA-Seq £ A X 51l 5 & 11 fof iz
SATE AT T miRNA X 40, Jf Xt 22 5 Rk 1Y
miRNA ¥0EE PR 347 28 W) 24 D fig 43 i L 45 kb 72
TEE X — i b B R S R AR IS BT e
miRNA JKF0F 58 19 25 1, itk — D s 58l B
SRR 7 PR e oo Bl 2 A AR B AL 2 2 TR
LRl O e SRk B K B PR L T R TR S
PRSI
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