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miR-370-3P ;&3 & T JAK2/STATSB {2 1&iE A X TS A i sE

MRIEE, KRR T, FT, R R 400014 TS, PR PR R IR L EE B e 9 43 R, B R L GRS
PRI RIS 2 W58 LB B ORI ST 20T AR T S 2, IR T T L S 8

(HWZE] Hmy AR AES S F4E RNA (micro RNA, miRNA) miR-370-3P J2& 75 i i i ¥ JAK2/
STAT5B {5 5 B 875 AT 80CE 4 (human chondrocytes- articular, HC-a) (385 , F- 48 Hg £ /E A
BUR, Jiit CORAEISIR RS HC-a ZRIEHIEE miR-370-3P 13/ 4235 A6 T4 AN IORER) 45
5 #H . miR-370-3P 534 mimic 2H ( miR-370-3P 5333k 2 ) .miR-370-3P i& |4/ inhibitor 2§ ( miR-370-3P
fRFEIR4)  1EH 6 BR4H . mimic 25 2% 4K X% B8 4 ( mimic normal control, mNC) | inhibitor %5 3% {4 % I 44
(inhibitor normal control ,iNC) , @miRNA SZH}%¢ )6 E 1 PCR #4240 HC-a 4 Jfd miR-370-3P {33k,
@qRT-PCR ¥l 4% 2H HC-a 4 Jifs JAK2 ,STAT5B mRNA ik, @ Western blot £l %% 20 HC-a 4H fifs
JAK2 STATSB B (1 %15, GMIT AR 4 HC-a AL, ©UHE 65  Hy g
JAK2 STATSB A= BN G AL BB 3R Al &5 56 PR 844, 4331 5 miR-370-3P RE48L4) F1 B 14 %F BE T 31

ALY 203T AL, Kl 45 AL DO G R WGk o &5 miRNA SCEF9EEE i PCR 5 s 5 1E #%6 FRAL
HAH , mimic £ miR-370-3P 3k F i (P<0. 05) , inhibitor £ miR-370-3P ik i ( P<0.05) , HZs 4k
Xof BRI E i X BRZH 22 [A) 1% 28 5 T Gt 112 18 30, 3R W] miR-370-3P jof 3Rk /{1 2 315 5By 40 R A 0 g 2
o qRT-PCR 255 /R« A T 1E 5 % B8 41, JAK2 1 STATSB 7E mimic 41/ mRNA HX} ik & i, 78
inhibitor 2| JAK2 mRNA A1 STATSB mRNA A%} ik FiH (P<0.05), Western blot il 25 R 2 /5
JAK2 F11 STATSB & [ FEALE mimic 20 WA L3 FIJE, 1F inhibitor 2H_FJ#, MTT #0455 E 78 : miR-370-3P
(13 IR 23 AR HC-a FYAATE H6 (P<0. 05) , 4278 miR-370-3P (1452 KB 2 il A ST #8 4i fifs (HC-a)
IBEHE . WG 2 B SLI6 25 51 i /R : miR-370-3P A1 JAK2-WT( B4 1) STATSB-WT( B £E Rl ) Jiiks He4%
Pef5 , 9 IEFRIRFN LAY 8.2 i (P<0. 05) , #2278 miR-370-3P 7] 5 JAK2-3'UTR ,STATSB-3'UTR #
A5G R EEM . 857 miR-370-3P W] ik B 4240 ) 4% JAK2/STATSB {5 538 [ 1 il A OC 57 %%
HAN(HC-a) RSG5

[£42i] miR-370-3P; JAK2/STATSB ; A5 450 40l ; 2 o g 4
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[ Abstract | Objective  To investigate whether the non-coding single chain RNA miR-370-3P
regulates the proliferation of human articular chondrocytes ( HC-a) through the JAK2/STATSB signaling
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pathway and to explore its potential mechanism. Methods The over- /under-expression of miR-370-3P
models were constructed by transfecting HC-a cells, and then the cells were divided into 5 groups: miR-370-
mimic

3P mimic group ( over-expression group ), miR-370-3P inhibitor group (under-expression group ),

normal control group (mNC group) , inhibitor normal control group (iNC group), and normal control group
(NC group). The mRNA levels of miR-370-3P, JAK2 and STATSB in each group were detected by qRT-
PCR, and the protein levels of JAK2 and STATSB were determined using Western blotting. In addition, MTT
assay was adopted to measure the proliferation of HC-a cells in each group, and the binding of miR-370-3P
with JAK2 and STAT5B was detected by dual luciferase assay. Results As compared with the NC group, the
mRNA expression of miR-370-3P was upregulated in the mimic group and down-regulated in the inhibitor
group (P <0.05),

models. By contrast, the mRNA expression of JAK2 and STAT5B was decreased in the mimic group and

indicating successful construction of miR-370-3P over-expression/under-expression

increased in the inhibitor group (P<0.05), with no significant difference between the empty vector control
groups (mNC and iNC groups) and the NC group. Western blotting results also confirmed the down-regulation
MTT assay

, suggesting an

of JAK2 and STATSB in the mimic group and upregulation in the inhibitor group (P<0. 05).
showed that miR-370-3P overexpression reduced the survival rate of HC-a cells ( P<0. 05)
inhibitory effect on HC-a cells proliferation. The results of dual luciferase assay displayed that after miR-370-
3P was co-transfected with JAK2 (wild type) as well as STATSB (wild type) ,
significantly down-regulated compared with the control group ( P<0.05), indicating that miR-370-3P can
directly bind to JAK2-3'UTR and STAT5B-3'UTR to function. Conclusion miR-370-3P can inhibit the
proliferation of HC-a cells by direct regulation of JAK2/STATSB signaling pathway.

miR-370-3P; JAK2/STATSB; human articular chondrocytes; cell proliferation
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T/ INIE A B i A T[] A 1 T 1 1) i e N 5 v
PHEM P2 LA EBAL T4 3 LA T o BB/MIE
9 AR 22, (B H FID T/ ME 96T 7 XA R, BT A
PREIR/INIE 1 A R SR BRI J R DR ZH BIF 58 1) T 2L
Jrmale NS 2O T I B B i m A4, A
F AR T B R T i =2 ) Y 3R R S D R
B K e B . R /N R IR & 2 T ( short
stature homobox ,SHOX) H IR i 12 J& i & H HF 54
FEIR T AR, P A KRB B TR &, 2R 15
W PR R R B A & B R 2R KL B SHOX JE[H AL

A AR , SHOX Ji PR B A5 450 B A J 1 22 4%
R TE G A b 30 % B0 A % B b R S B kA, LA
Il R | SHOX Kk A B A% (AR 1 AN 2 (IR 3K 5 # 5
fhﬁ@@/]\ (idiopathic short stature, ISS) | 45 44 25 &

YRS Leri-Weill B84 s bRs ™ S HIHI 5.

R B 22 1 AE 48 2 1 3E g 65 B 5% RNA (‘micro
RNA, miRNA) 7E 18 %5 & & & W F vh & 45 45 B 2 A
Ao miR-370-3P J2APRBIALATWI/E SHOX /%3
BN 2T B 40 M8 (human chondrocytes- articular,
HC-a) #3036 119 25 5 #6359 miRNA | 7E SHOX

LR IR 4 miR-370-3P B 1E X R4l ik wt TH i, 32
AT miR-370-3P W] gt 25 SHOX S PRk i AH ¢
PR/ IVIE A BB R R B S IR g A

miRNA $ i) S0 4K 4432 7% JAK2 [ STATSB 1] g
HPELEM L ) 2o A K& (growth hormone , GH) -
i 5 Z R A KA F (insulin-like growth factor 1,IGF1)
AR R i R R A AR A R A 2 P A i e,
Hr JAK2/STATSB J& 2 5 4 Kl &R iy & 25 5 3
B o ARBFSTA A BB 40 (HC-a) A fIF 5 %k
G, IR T AL Y i # miR-370-3P i kKKK
ST AR RS, 455 miR-370-3P J& 75 3 2 5 i)
JAK2/STATSB {5530 8% 2 5 5CH A M i 3 G ok 72, Ry
iE— P miR-370-3P £ 5 SHOX K& [H it f A 5 14
WE/AMIE R & R AL SR B I

1 #REI=®

1.1 #H#

A5 - 293T 4y ( dy B R B~ B T L3 1R B
JLBHIRFE T L 528 2 A7 ) , HC-a (CM B SR 2 H0H
ML A AN B R IR L (RITI TR
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ScienCell 52502 , A B (b5t A Z e E M HR A
FRAW]) , S st ii) & . SYBR QPCR 50 & ( H A
TaKaRa /2 %] ) , miR-370-3P mimics/inhibitor/mNC/iNC
( bifpA: TAY TG RAF) , miRNA U6 NZ514) .
miRNA 59y (4t 58 RARAEACFHA R W] ) |, TRIzol |
Lipofectamine™ 2000, Opti-MEM ( 3 [E Invitrogen 2%
A, as ARG & (LR R AE AR RA
A)) SX BRG0PI (I R RAEYEARAIRAH]) ,
YL 4 marker( & [E Thermo /A7) ,SDS-PAGE B¢
e il & (R HE R A R A PR A ) , T2 b
P JAK2 STATSB —4{ (K [E Abcam 24 7)) , %2 vl
Pt B-actin —H¢  ILFEPT R P (L R R A R
ABRAT) ,PVDF [ b5 %% HRP JigY) ECL &G
(€[ Millipore A 7)) o

1.2 Fi&%

1.2.1 Targetscan Human7.2 miRNA 1 a] 000 4542 T
M uE-e {#i F] TargetScan Human7. 2 ( http://
www. targetscan. org) miRNA ¥ 3L K] A= ¥){= B T
BT miR-370-3P (14 48 5k LR K JHC 190000 45 & o7 s - ik
(i inibile

1.2.2  33Fk/KFEE miR-370-3P 1) HC-a ZH gtk
W fEREAME T, HC-a 18 T 5% 25 i
H 1% E-FE5 R % 8E AR I CM 55
Ferp F 37 C 5%CO, fEIRBFFE 5555, Lipofectamine
2000, Opti-MEM i 47 miR-370-3P % 4% 4N 5 4.
miR-370-3P £i34 mimic 20 ( miR-370-3P 1 FEk4) |
miR-370-3P i& il % inhibitor 2 ( miR-370-3P fI§ 3 ik
) . IEE X B4, 28 2 4R X B 2 ( mimic normal
control, mNC ) 1 2% 2k {& Xt B8 40 ( inhibitor normal
control ,iNC) , TETC M VG 5 SR Erh e g 4 h J5 , 05
5% G4 M A CM R FR 34k 821G 5% .

1.2.3 RT-PCR #; ] miR-370-3P % Yuzi % miR-
370-3P % 3¢ HC-a 4 i 24 h J5, Ffl TRIzol #2 B &
RNA, L U6 N2, % A miRcute B33 miRNA 55t
AE AR & % miR-370-3P 47 N R v S e sk I
Yy RS RN £54F:42 °C 60 min 95 °C 2 min, PE
7 miRNA In A &S B S e s Bz, 95 °C 3 min i
ﬁifﬁfiﬂj;qRT-PCR SIS .95 °C 15 min (G A
HAst) ,94 °C 20 s PCR(JEER AR ZENE) (60 C 34 s
Bk S i) St 40 DGR, K5l £ 2H miR-370-3P A%t
Fikh,

1.2.4 RT-PCR #;ill 4 2H JAK2 STATSB mRNA ik
i miR-370-3P 44t HC-a 4l fffd 24 h )5, F§ TRIzol
$RICE RNA, L) GAPDH P2, 5% i RT-PCR X7 &
XF miR-370-3P 53 A4 . miR-370-3P Ik £ 641 . 1E %
X HEZH .mimic NC 2 F1 inhibitor NC £ JAK2 STAT5B

HEAT R SR 1, R S A5 R E 2 42 °C 2 min
37 °C 15 min.85 C 5 s, LW} 5 6 E &= PCR &% E
795 °C 3 min 95 C 10 5,60 °C 30 s, 3t 39 MEIF, K
MI#-2H JAK2 (STATSB [ i5 5, JAK2 519751 I
Uit : 5'-GCAACAGAGCCTATCGGCATGG-3', F ¥if#: 5'-
CCGCCACTGAGCAAAGAGGTAAG-3" ,92 bp; STATSB
2 W5 b 5'-GCGGAAGCAGCAGACCATCATC-3',
TFiiE:5'-GCCAACTTCTCACACCAGGACTG-3',129 bp,
1.2.5 Western blot £l %2 JAK2 STATSB & 13
ki miR-370-3P #:4 HC-a 4001 48 h J5, &5
HERBGRR & R U B, BCA S WK E 5,97 C
W A5 M 10 min, B F - 80 °C yK4E 1R A2 7 A LA
B-actin HHZ, LA 20 we/FLINEE,10%SDS-PAGE Hi ik
BRI, 250 mA fHFFERR 2 b, PR P E R T R
PREFHA 25 min, JILA G B 58 B — 4T JAK2  STATSB | 4
2 B-actin 4 CFFEIRIF & o5, B i A AP B bR 0
EPT R PR M E | h, TBST YRR 3 i 252,
JH Tmage Lab #4341 4571 JKEEAH , SPSS 25. 0 #1443
Pras A R EE G S

1.2.6 MTT &4 U4 miR-370-3P #
HC-a 413 24 h J&, 1 96 FLAH LL 3x10° /LA R , &
fLIIA 100 pL CM ¥532 58, &4 3 5 AL, 53 W 7E
Bz 24 .48 72 h J5, FFLAINA 10 pL MTT i£5],37 °C .
5%CO, fE IR BEAR th 55 38 4 h J5, e IR Ak, A
DMSO 150 wL/fL, % il T #& KR 2) 10 min, i Fr Y
490 nm TIE G EE(E D (490) , A6 I - 2H 4 i A7 1%
1.2.7 X0 52 50 45 I miR-370-3P 1 JAK2 |
STATSB 45 4 15 ¥ 293T 40 g LA%EFL 5% 10°
AT 12 FLk, F 37 C 5% CO, fE RIFEA 85 5%
24 h, Fi#] miR-370-3P Fl JAK2 STATSB % 15 4 (4
Yok, 45 10 4 . DIAK2-3'UTR-BF A= I (WT) +hsa-
miR-370-3P ; @ JAK2-3' UTR-%¢ 48 % ( MUT ) +hsa-miR-
370-3p; @JAK2-3'UTR-Hf 4= %Y (WT) +hsa-miR-370-3P-
NC ;@ JAK2-3' UTR-%¢ 48 # ( MUT) + hsa-miR-370-3P-
NC; &7 X REZL 1O BE DR +hsa-miR-370-3P-NC ) 5
©@25 AN B4 2 (% BE 5Kz +miR-370-3p ) ; DSTATSB-
3’ UTR-f 4 0 ( WT) +hsa-miR-370-3p; @) STAT5B-3’
UTR-2€ 745 # ( MUT) + hsa-miR-370-3p; (@ STAT5B-3’
UTR-BF4: 7 (WT) +hsa-miR-370-3p-NC ; A0 STAT5B-3’
UTR-%£78 # ( MUT) +hsa-miR-370-3p-NC, 7£ TG Ifil 1§
DMEM 552 3 tpoim A S el f5 , 78 37 CHE IR 548
SIS h, 4t 10% I 7% () DMEM 35 332 L4k 21 55 5% 2 5%
YuJ5 24 hfohE i RS G FR EAS DN 3R ge e, O
18t 5500 .
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Position 990-996 of JAK2 3' UTR 5’ - . . GCUCAUUAAGAAGUGCAGCAGGU. . .

Predicted consequential pairing of target region (top) m Weighted Conserved branch
and miRNA (bottom pe score percentile context++ score length =i
84

7’;3" -0.10 -0.10 0.041 N/A
hsa-miR-370-3p 33 UGGUCCAAGGUGGGGUCGUCCG
Position 2787-2794 of JAK2 3' UTR 5 . . . AUAGUAACAGUAAGUCAGCAGGA. . .
8mer -0.14 89 -0.03 0.653 N/A
hsa-miR-370-3p &f UGGUCCAAGGUGGGGUCGUCCG
Predicted consequential pairing of target region (top) | Site | Context++ | Context++ score Weighted Conserved branch P
and miRNA (bottom) type score percentile context++ score length cT
Position 1345-1351 of STAT5B 3' UTR 5’ ... GGAAGGAAUGGGCUACAGCAGGU. . . e
m8 -0.03 57 -0.01 0.460 N/A
hsa-miR-370-3p 3} UGGUCCAAGGUGGGGUCGUCCG

A :miR-370-3P/JAK2;B:miR-370-3P/STATSB

1 Targetscan Human7. 2 %0 [&] £ & il 45 R

A

B

1.3 it 5

K SPSS 25. 0 Rt 7 48 1F 245 B, GraphPad
Prism 7.0 22/, HEPRILL x5 Fo8, BRI 8 1
BORIMSTREA ¢ }550, P<0. 05 Fon 22 5 HA G T2F

2 #R

2.1 Targetscan Human7.2 miRNA ¥z 3k B &9 i)

BUEH % JAK2 . STATSB A 4 miR-370-3P #{t [
FE IO AE A, DU 1
2.2 miR-370-3P #:#ap &

FH LT IE % % B8 20, miR-370-3P mimic 2 miR-
370-3P %3k 14, miR-370-3P inhibitor £ miR-370-3P
FIE T (A 2), #2/8 miR-370-3P 25 £k 1) HC-«
RERUFGEE RS o 23 3R IR 20 5 T 8 %k FR 4 2 ) ) 22
SIGEH 2 AR R AT miR-370-3P 4 Y 4
M)A

4-

E=N
=20
W
1
©

miR-370-3p AHXfFik
—_ o

(=]
1

1 2 4 5

3
EiR
1:miR-370-3P mimic (i & i) 28; 2:miR-370-3P inhibitor
(flkik) 40y 3. E% sT B 40 ; 4. mimic & K 4Kk ] 18 20,
5:inhibitor 2 FH AKX BB 4 ;a; P<0. 05, 5 E 3§ xF BB 20 b

2 miR-370-3P &4 HC-a A FE(n=3)

2.3  miR-370-3P %t HC-a %8 #&  JAK2. STATSB
mRNA £ 3£ 69 % v
5I1EH X B 4L AH HE , miR-370-3P mimic 4] JAK2

STAT5SB mRNA £ ik F ¥, miR-370-3P inhibitor Z

JAK2 STAT5B mRNA ik i (P<0.05, & 3),#&/~
TE#E K14 3215 miR-370-3P 21| JAK2 . STATSB
mRNA 3235,

2.0+

f_ﬁEﬂ
2 154 a

1.04

0.5

JAK2 mRNA X}

04

4150 A
2.01

1.0

0.5

STATSB mRNA X215 5

245 B

1:miR-370-3P mimic ( it % i& ) 28;2: miR-370-3P inhibitor

(A& & ik ) 40;3: B 2F BB 40 4 mimic & 24K 3t B 4
5 inhibitor 2 KAk 3 1840 ;0. P<0. 05, 5 iE# 3t BB 40 b 4%

E 3 miR-370-3P % HC-a ZHfih JAK2(A) |
STAT5B(B) mRNA FikHIEM(n=3)

2.4 miR-370-3P s} HC-a %@ . F JAK2 STAT5B & &
Rkt ¥

A EE T IE % 4 B8 4, miR-370-3P mimic 4] JAK2 .
STATSB & [17%35 F 34, miR-370-3P inhibitor 2 JAK2
STATSB #1315 LR (P<0. 05, & 4) , $&/R7EBiFKF-
2 3k miR-370-3P 24l JAK2 STATSB 2 HIIFRIA,
2.5 miR-370-3P s} HC-a 0}, 75 7% 5 64 % vy

miR-370-3P mimic £ .miR-370-3P inhibitor 41 .25
FRAANT BEZH 0 1E 5 0T B4 A B e Bl S 24 .48 .72 h,



1216 B BRI, 2021,43(13)

http : //aammt. tmmu. edu. cn

2 PN 45 BT () i 200 B 1) R 3 5 R 25 R G ReTT
51E % % B2 A 2s 2% 4R XF BB 44 A Eb, miR-370-3P
mimic ZEYL4IALE 24 48 72 h 4 (I FFIE R &A%, miR-
370-3P inhibitor ¥4 YL 41 15 24 48 72 h 41 () £E 15 1
I, ZSBASGIHFE L (P<0.05,K5), Rk
35 miR-370-3P 21k HC-a 40 o35 .

1 2 3 4 5
JAK2(130x10°)— sae 06 4 o 2
STATSB(90x10°)—> e D e .

B—aclin(42><10’)ﬂ---. A
2.0

1.51
1.0

0.5

JAK2 25 I ek

0

2.0

1.5 a

STATSB & H ATk
(=]

1 2 3 4 5
415 C

A:Western blot # M| & 28 JAK2 STATSB & & & & K F;
B.C: % %)% JAK2 5 STATSB & G At &L 209 2 457

(n=3) 1:miR-370-3P mimic ( it % ik ) £8;2: miR-370-3P
inhibitor (&£ A ) 2833 B9 *F B 22 ;4 mimic & FRAK 3 R
2855 inhibitor 5 # AR #F B8 205 a: P<0. 05, 5 E % #F P& 41
129858
E 4 miR-370-3P 3t HC-a ffah JAK2 STATSB EH
RIZHIF N0
’g 1.6 7 - miR-3703p mimic(id ik )4
g —m-miR-3703pinhibitor(fili455 )4
= 1.44 A a & e IEH XL
i .__’__./. - mimic 25T IR
5 —e—inhibit xR
o a
=< W
038
o 0.6 T T d
= 24 48 72
s 1A /h

a:P<0.05 5 i3 2t BB b AR

B 5 miR-370-3P ¥} HC-a {HAEEXI 1EE RAIE M (n=3)

2.6 miR-370-3P #F A F & 440 e F JAK2 STATSB
89 5 kR T AL
XU 2l 5 35 245 2 7 : miR-370-3P 1 JAK2-
WT( B4 #Y) STATSB-WT( By A= A ) ks Hefl Yu f5 | 2¢
FEFE A T X BRALA 3% F I (P<0.05, 18 6) , 4
7% miR-370-3P 1] 5 JAK2-3'UTR ,STAT5B-3'UTR %
G RPN

— —
(=] [
1 1

miR-370-3p/JAK2 G
S
n

o
o
1

453 A

JGEHE

=}
1

o
W
1

miR-370-3p/STATSB %%

(=]
1

7 08 9 10 5 6
415 B

1:JAK2-3'UTR-% 4 % ( WT) +hsa-miR-370-3P; ; 2; JAK2-
3'UTR-% % & ( MUT) +hsa-miR-370-3p;3; JAK2-3'UTR-%
A A (WT) +hsa-miR-370-3P-NC; 4. JAK2-3' UTR-% % #
(MUT) +sa-miR-370-3P-NC; 5. = g s B 20 1 ( 3F B #2 +
hsa-miR-370-3P-NC) ;6. % & 3 B 40 2 ( 3¢ F& /7 45 + miR-
370-3p) ;7: STATSB-3' UTR-%F £ # ( WT) + hsa-miR-370-
3p; 8. STAT5B-3' UTR-R & A ( MUT) + hsa-miR-370-3P;
9. STAT5B-3" UTR-% 4 #! ( WT) + hsa-miR-370-3P-NC;
10: STAT5B-3' UTR-® & A ( MUT) + hsa-miR-370-3P-NC;
a:P<0.05,5 2 g af 4L rbix

6 WHLEELH KRN miR-370-3P EFH T JAK2(A) |
STATSB(B) By Ze I EW (n=3)

3 g

B/MER RS BN E 58S, 5%
1) E FEALHEIEP E McE afewi R gy =, A
1B EEROR TR AR AT, i ik
B KAEE EE R E B R e
ML F e 2 S N E e S . AR
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AAf/y RNA ( microRNA, miRNA ) 7£ 3% B 410 i 3% 4 5
R R T EER A EAER . RS BRI
miR-370-3P 0] fEi@ 3 4E T JAK2 STAT5B {54 F

Z: SR AR KRB AR R R
/N RNA (microRNA , miRNA) & 12 4 T B
AW 2 Hy 22 A AT R ZH SR P TR I S B
#E RNA, Jfi i 5 mRNA {1 3" FHPE XA BANF 51 AH 2
B R RE DR 7 A I A i ) SR ) A ) 2250 }J\ﬁ‘ﬁ

ﬂ#ﬁlﬂ’ﬁéa_[“ A HFE K B miR-370-3P 1 5@
) B T &S & 4 25 H 2 (bone morphogenetic protein,

BMP2) i 1 38 42 BB 4 e 1 4 46 3 miR-370-3P 7E
N HBIR) 78 5 T 40 B TS i b wnt2B, DT A2 F

HCRCEERT  (H miR-370-3P 75 A S5 4B 41 i
) 43T JE R B AT AR o ASBIFSE I 1 i B A

YA T miR-370-3P i Feik/ KB A T CE
Yy (HC-o ) BE7Y  miRNA S22 7 PCR 2R 1
FHIRL miR-370-3P ik W2 & T IE 5 % B4l k%
IRLHA H T IE % B2 miR-370-3P ik B A%, LM
A RN L 5 1R X R 2 M i 22 S RSt i 2r 0
X8R miR-370-3P 3 Fik/ L ik HC-a HIRIHE
B

JAK2 i85 5 R4 4 M i 38 58 T RN 20 1t PR - 1
FEH A b AR JAKD Sl LS B STAT 3 Bg (5
SR R WG T o R A HAE A Hod STATS
SNSRI E Y . 1E JAK2/STATSB {55538
& Hr  STATSB #3800 I o A 20 M A2 ] 42 0L 3 PR 3R 58
o | R R A R A, R UCE B kB AR AR
K90 BRI STATSB Sl i 2 26 o A Kl 2
ARG A
GHIS) "™ 1) 2 5 28 #F A= 4K P+ 61 B (insulin-like
growth factor deficiency,IGFD) DA N ™8 1y H A 54 K
B

AW 58 A5 & g 55 5 $2 78 miR-370-3P w] 5
JAK2-3'UTR ,STATSB-3'UTR B $:45 & % 15 Hoya 4
A5l 3 X 3KCH 4 Mg miR-370-3P i 3% ik 4 # S,
JAK2 STAT5B {5570 F7E 5% 5k 7K V- 1) mRNA SRk
W5 Bl Western blot 5255 50 4iF | 78 & 17K *F- miR-
370-3P 3 Feik L 2x il JAK2  STATSB & [ 1 %3k ;
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