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[(HWE] BM AR LAMFTHB (MM AR P K43 %A RNA(NCRNA) & B B 48 X # X4 2
(CCAT2) P& B4EMREGH 1(OTUDDWM A AR ELLE MM It AmBEBFERTREHM AR, ik #®K
2018 F 4 A £ 2020 % 4 A FiH#% 68 MM &% 132 41 (MM ), AR M7 FH TR BByt Fwe
TOH ek RmEHEABE, RALHELLZS PCRAMNGTHALE P IncRNA CCAT2 Z OTUDI mRNA
k. kK F, Pearson #8% 5 #H MM & & B8 212 F IncRNA CCAT2 5 OTUDI mRNA 4% ik K -F 948 % H,
W2 OR B e R gm B 4% AR MM & % IncRNA CCAT2 Z OTUDI mRNA %k 2 %, Kaplan-Meier ¥ £ 5 #7 & F)
IncRNA CCAT2 & OTUDI mRNA & i MM & % s 25+, Cox @A 54 MM & X )G % w B &,
R MMAEEFTHEL IncRNA CCAT2 2k KF 4 2.3140.67, 3 F B4y 0.8540. 24, % OTUDI
mRNA & & KF (1.2240. 3D F 2 B2 (2.54£0.75), £ FH A%+ F E L (1 =17.624.16. 760, 3 P <
0.001), MM 2 % % B #2022 F IncRNA CCAT2 2 KF 5 OTUD]I mRNA £ K FEHR AL (r=
—0.731,P<C0.001), RF ISS % # ., B2-#MHKE G KT8 MM &% IncRNA CCAT2 & OTUD1 mRNA 4% i&
KA £ F A %t 3 & SL(P<<0.001), IncRNA CCAT?2 & Ak &K 3 F 8 A K FE 55 A 42.19% 27/
64).66.18%(45/68), OTUDI mRNA & &k &A 20 3 FE A HF 574 72.31%(47/65).37.31%(25/67),
IncRNA CCAT2 fk kA4 MM &% 3 FERAEAFLFE ST IncRNA CCAT2 & &k, 274 %5 % L (Log-
Rank X*=7.151,P=0.007), OTUD] mRNA 1k %28 MM % % 3 £ 244 4 £4&TF OTUDI mRNA F %
k28, 2 A %t & L (Log-Rank X* =13. 667, P<C0.001), 1SS % # [l # .IncRNA CCAT2 & & i 2 %
MM & & #Js % e B % (P<<0.001),OTUD] mRNA #F & & Z# P R E(P<<0.001), & MM &%%
B2A 22 P IncRNA CCAT2 Rk KP4 3 ,.0TUD]I A& K FRAK, HES MM R R I RRBIEIFIER X, 2% h
MM B H sl %,
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Expression of IncRNA CCATZ and OTUDI1 in multiple myeloma tissue and

their relationship with clinicopathological features and prognosis”
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[Abstract] Objective To investigate the expression of long non-coding RNA (IncRNA) CCAT2 and o-
varian cancer domain-containing protease 1 (OTUDI1) in multiple myeloma (MM) tissue and their correlation
with clinicopathological characteristics and prognosis of MM. Methods A total of 132 patients with MM (MM
group) diagnosed and treated in this hospital from April 2018 to April 2020 were selected. Seventy patients
with non-hematological disease who underwent bone marrow puncture without abnormal bone marrow func-
tion during the same period served as the control group. The real-time fluorescence quantitative PCR was used
to detect the expression levels of IncRNA CCAT2 and OTUDI mRNA in bone marrow tissue. The Pearson
correlation was performed to analyze the correlation between IncRNA CCAT2 and OTUD]1 mRNA expression
in bone marrow tissues. The expression differences of IncRNA CCAT2 and OTUDI mRNA were compared a-
mong the MM patients with different clinical and pathological characteristics. The Kaplan-Meier curve was
used to analyze the difference of prognosis among the MM patients with different IncRNA CCAT2 and
OTUDI mRNA expressions. The Cox regression was performed to analyze the factors affecting the prognosis

in MM patients. Results The expression level of IncRNA CCAT2 in the bone marrow tissue of the MM group
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was significantly higher than that of the control group (2. 3140. 67 vs. 0.85%0. 24), while the expression
level of OTUDI mRNA in the MM group was lower than that of the control group (1.2240. 37 ws. 2.54=%
0.75),and the differences were statistically significant (¢ =17, 624, 16, 760, all P <{0. 001). The IncRNA
CCAT2 expression level in the bone marrow tissue of the MM group had significantly negative correlation
with the OTUDI mRNA expression level (r=—0. 731,P<0. 001). The IncRNA CCAT2 and OTUDI mRNA
expression levels had statistical differences among the MM patients with different ISS stages and B2-micro-
globulin levels (P<C0. 001). The 3-year overall survival rates of the high and low expression groups of In-
cRNA CCAT2 were 42.19% (27/64) and 66. 18% (45/68) , respectively. The 3-year overall survival rates of
the high and low expression groups of OTUDI mRNA were 72. 31%(47/65) and 37. 31%(25/67) respective-
ly. The 3-year cumulative survival rate of MM patients in the IncRNA CCAT2 low expression group was sig-
nificantly higher than that in the IncRNA CCAT2 high expression group,and the difference was statistically
significant (Log Rank X* =7. 151, P = 0. 007). The 3-year cumulative survival rate of MM patients in the
OTUDI mRNA low expression group was significantly lower than that in the OTUDI mRNAhigh expression
group (Log Rank X*=13.667,P < 0. 001). The ISS stage Il and IncRNA CCAT?2 high expression were the
risk factors affecting the prognosis of MM patients (P<C0.01),while the OTUD1 mRNA high expression was
the protective factor. Conclusion The IncRNA CCAT2 expression level in bone marrow tissue of the MM pa-

tients is increased and OTUDI expression level is decreased,the both are associated with adverse clinical and

pathological characteristics of MM and independent factors affecting the prognosis of MM patients.

[Key words| multiple myeloma osteopathy;long non-coding RNA colon cancer-related transcript 2;o-

varian cancer domain protease 1;prognosis
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SN TUN S PR o I O I 1 B P ol )
10% . MM (367 A6 Aky7 88 1) 35 97 B it + 40
MUFEAE 55, B85 2R YT 5 10 G2 A 3 R0 AR A7 245 31 1] 1B
B AHVR YT G SRR A Sy 7 T 2 7 R )
MM B E UGS . AP MM i U5 19
T MM B EMERRT B A R L, Kb
JE4w S RNA (long non-coding, IncRNA) 4% [i7 98 #H 5%
¥ 2 (colon cancer associated transcript 2,
CCAT2) WM T 8q24. 21 Yetalh , HAE/E N 40 F %
855 MYC S5 S I 00 Wne 38 2%, £ 3 44
WABH A2 78 KT R S Y B L Mg R WD R
a0 Mo L 4 B M S K MR PR P IneRNA
CCATZ ik by, He ik 40 f) fir 73 40 B A v~ £ 2 b
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B IR 2 PR B OTUD Ay — Flom i I8 1, 3
i 2z R TS L B0 2 D R A B AR
13/ PRS2 Ll S 7 T I o = I 17 N
MM #1 IneRNA CCAT2,0TUDI # ik M Il K 2 X i
AN, AR B TES T MM B H FHEH 8 In-
cRNA CCAT2.0TUDI1 % ik/K 15 MM Ilfi i B 4
TEMTE KRR,
1 BEREFE
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PEHL 2018 4F 4 A & 2020 4F 4 H K ABE2IAM

132 il MM & (MM 4 A58 5 . 99 A br i
(HMM Z Wi FF & E 2 &8 88 1276 8 5 (2015
BT RRIE s (ORI B G B R B2 )7 8
PEIRIT s (D B 2~4 MFESFEMALITITFE; (1)
I DA 9 L 0% e} % Bt 1 9 B 2 3 s (5) R 8 B K
WA . HEBRARUE . (1) & Ak MM IRA7 P 3 240 i 9
K R PR3 A T P I 5 (2) A 9 At 2 M g 5 (3D
Y B T 7L 30 21 5 (4 PR AARS P s (5) & JF ™ H Y
W A6 3R R BTN BEA 425 (6) & IF 2uhs M e vk i
B E SR . MM B 72 . & 60 B, AE i
40~79 %, -1 (56, 14+6. 23) % ,BMI 18. 15~27. 49
kg/m® , V-] (23. 44+ 2. 20) kg/m” ; f FEBR & 1 4 B,
IgG 74 80 i, IgD 7 22 il , %55/ 30 4l ; i 4 MM
43 B4 2 (international staging system, ISS)#R#E", 1
1 57 9 1139 45 5] T30 30 4515 15 B rb e 4 i kb 1) . <<
0.3 % 62 f],=0.3 35 70 i, LLRIIAAT B 68 28 4 H G
HRETIRE S5 B 70 B 3E i 8 AR A S X AL, o 5
38 Wl . 4x 32 1] s 4E M 38~78 %, - (55. 6946.10) %,
BMI 18.26~27. 76 kg/m”,¥3(23.59+2. 14)kg/m’,
P4 B & ) AE W & BMI e 22 5 B8t it = X
(P>>0.05), A5 O 4 B B 48 21 22 51 25 10 3 AL o
(H LS :202408071011000425472) ,

1.2 7%

1.2.1 %8382 % PCR # @ IncRNA CCAT2.
OTUD]1 mRNA %%

MM 2 %t B 20 B8 5 A B S5 8 2F J AR B 2 mL
HREAH R RIPA VK 2% 10 min J5,.3 500 r/min &
L 15 min, B E % TRIzol iR 42 BUE RNA, [
sk cDNA J5 ., #f472¢ 6 7 RCR. 514 B R I
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BRI KBy A R A | A . 519 )F 8. In-
¢cRNA CCAT2 iF ] : 5-GAC GAG AAG CTG GCC
CTA TAC-3', 11 :5'- TGG AAT GAT GTG GAA
TCG GTA CT-3';OTUDI E[i:5-CAA CTG CCT
CTA CCG AGC TG-3', X I1:5'-GAG ATG GTC
GGC GAT GTA GTG-3'; GAPDH iF [: 5'-GGG
GAG TTT ATC ATC GCT GCT-3", Jz Il : 5'-TGA
GCC AAC TGA GCC AAA TAC-3", PCR Jz i gk
& 20 pL:cDNA 1 pL, 2 X SYBR Green Master
Premix 10 pL, iE. W 51 # % 0.5 L, DEPC /K 8
pl, PCR W 4cF:95 °C HAEYE 5 min; 95 “C A8
30 5,60 ‘CiH &k 34 5,72 CHEAH 30 5,40 DMEH ., K
27 KRB BEH 4% IncRNA CCAT2, OTUDI
mRNA %5 KF ., I IncRNA CCAT2,0TUD1
mRNA B 2% 2. 31.1. 22,3 — %% MM 4 58 %4
M IncRNA CCAT2 @& £ ik4l (>2.31,n =64) . In-
cRNA CCAT2 ik FE A (<2.31.n=68), OTUDI
mRNA FEBEH (1. 22,2 =65, 0TUD]I mRNA
RFIEH (<. 22.0=67),
1.2.2 K

MM A &35 1 B J5 o Wi, & 3~6 A2
BT 1 WGB3 AF i R A AR, SR
i 1E] A MM B 32 B [B] 22 28 35 8 1~ s 0] =k B 17 28 1k i)
B) L BT 2023 4F 5 H ., MEUFA S AR FEIET 5K
B 1 45
1.3 MK

TESRPTA B MR % BMI & — ek, id
S BRI AT AE AR LG SR BR A A B L BE R R A
i A5 Je 1SS 43 BASE . 0 SR A BEJE B K SE 5 = A A
E (R ol 11 A = BN NS I = = BN 2 & N (1IN
A5 MR X B4 .CT 5 MRI & 525 2 & f5 B £
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KRB AR I2 R IR RN MM B R 2> G bR v, 0
P ToF BB AN B B A s 1 S A R E M
FTBAR 52 G . — ik ) 22 3R A ) — A s 2 A i i i
T3 Y AL 2 A IR E 4 g
EE R F I AR B EE T
1.4 %itsam

K H SPSS22. B4R Ab ¥ A5 A E A A6 T
R & s FoR AL BRI FEAR ¢ K56,
Pearson #5553 1 IncRNA CCAT2 5 OTUDI mR-
NA ) #H 22 £, Kaplan-Meier i 28 73 #7 IlncRNA
CCAT2.0TUD]I mRNA ik /KF X MM H & M5
FIREI . Cox [l JH 455 7Y 9 17 80 R 28 F1 22 [ 2 0 #r
L P<<0.05 AZESRAZITFE L.
2 % R
2.1 HmAFEAR IncRNA CCAT2,0TUDI mR-
NA £ ik K F iz

MM 4 B #6 40 21 IncRNA CCAT2 FikKFH
2.314+0. 67,8 T XRG4 0. 85+ 0. 24,1 OTUDI
mRNA Fik K (1. 2240, 37K T X B4 (2. 54 +
0.7 . ZFHAGITFE X (t=17.624.16. 760, P<<
0.001),
2.2 MM 458204 IncRNA CCAT2 5 OTUDI
mRNA A& K-F o 48 % M

MM £ B # B #4240 IneRNA CCAT2 #ikK
F5 OTUDI mRNA ik /K2 8 8 54 ¢ =
—0.731,P<C0.001),
2.3 RRAWEBELSIE MM &% IncRNA CCAT2,
OTUDI mRNA 4 ik W4

NIF) B2-1W Kk & (/K L 1SS 43 19 MM 3 In-
cRNA CCAT2.0TUDI mRNA Fik/KF L, %5
G #E X (P<<0.001), WL 1,

x1 AEEKRFEFME MM & IncRNA CCAT2,0TUD] mRNA RiLKFELE (n=132,2*5)

i H n IncRNA CCAT?2 t/F P OTUD]I mRNA t/F P
) 1.293 0.198 1.087 0.279
5 72 2.2440.69 1.2540. 34
u 60 2.3940.63 1.1840. 40
AR 1.353 0.178 1.087 0.279
<60 % 75 2.24+0.66 1.2540.33
=>60 % 57 2.40+0. 69 1.18+0. 41
Il £1. 2 1 0.927 0. 356 0.628 0.531
<85 g/L 73 2.3620.70 1.200. 35
>85 g/L 59 2.254+0.65 1.2440. 38
NS & 1.010 0.314 1.588 0.115
<35 g/L 78 2.26+0.65 1.2620. 33
>35 g/L 54 2.3840.70 1.16+0. 39
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xRl FRKBKRBEEHFE MM BE IncRNA CCAT2,0TUDI mRNA RiXKF LB (n=132,2+5)
I H n IncRNA CCAT?2 t/F P OTUDI mRNA t/F P
B2-TERE 7.318 <<0. 001 8. 681 <<0. 001
<5.5 mg/L 61 1.85+0. 74 0.9220. 30
>5.5 mg/L 71 2.7140.61 1. 4840, 42
1 JJLAF 0.778 0.438 0.998 0. 320
<177 pmol/L 94 2.284+0.66 1.204£0. 35
>177 pmol/L 38 2.38£0.69 1.2740.40
o 0.124 0. 889 0.401 0. 669
0~1%% 40 2.274+0.69 1.2640. 39
2~3 % 70 2.3240.65 1.2140. 33
19 22 2.3540.70 1.18+0. 41
G BRE 1 50 B 0. 860 0.428 1.541 0.219
IgG ! 80 2.36+0.60 1.1840. 34
IgD & 22 2.302£0. 69 1.2440. 38
Lzl 30 2.184+0.72 1.3140. 36
ISS 41 188. 381 <0. 001 211.674 <<0. 001
1 4 57 1.3140.51 1.8040. 31
I 44 45 2.347+0. 66 1.01+0. 38
11134 30 4.16+0. 85 0.4340.12
-1 TR A B L 451 1.842 0.068 1.737 0. 085
<0.3 62 2.2020. 69 1.2840. 33
=0.3 70 2.414+0.62 1.1740. 39

2.4 IncRNA CCAT2.0TUDI mRNA % ik 7K F 2+
MM & & TR & 69 % vf 5 A7

132 i) MM iR R vs B L 38T 60 6, 3 4 4
HEF R 54.55%(72/132) . IncRNA CCAT2 & &
FRILA 3 4 B EALE R 40 R 42, 19% (27/64)
66.18%(45/68), OTUDI mRNA /& fkFEiL4 3 4E
BAETER BN 72, 31% (47/65) .37, 31 % (25/67)
IncRNA CCAT2 LR EH B H 3 F RBAFREGTF
IncRNA CCAT?2 & # ik 4 (Log-Rank X* =7.151,
P=0.007), OTUDI mRNA fk ik MM £ ¥ 3

HEBPUELERMET OTUDI mRNA & E£IkH, EZ%H
it % Y (Log-Rank X’ =13. 667, P<C0.001), I,
K1,
2.5 ®ra MM & HE e B K54

PLMM &N A RE. 8T =1, 4
=0, E KL HNE Cox [l IH 4 #r 7R . ISS 43
#] [ H# .IncRNA CCAT2 E s Nigm MM & # i

JG G & (P <<0. 001),OTUDI mRNA & # ik
SRR 2 (P<<0.001), 1L 2.3,

1.0 ——= 1. 04 S\
- ~IncRNA CCAT2E3RiA ' L ~0TUD1 mRNAZSZRIA
e \ IncRNA CCAT2{EFRiA = 0TUD1 mRNA{RFRIE
L +IncRNA CCAT2%5 %1%~k L + 0TUD1 mRNAZS Zik-Mse
0. 84 L IncRNA CCAT2{X Al 0. 8 . - 0TUD1 mRNAE &Sk
) it ’ N,
‘|§‘|‘ T + '|§{'|'
0. 6- : 0. 64
& . B
B + B
0. 44 0. 41
i i ‘
™ ™
0.2 0. 2
04 0-
0 10 20 30 40 0 10 20 30 40
A % 7zRE (B) B H7zRE (B)
A:IncRNA CCAT2;B:0OTUDI mRNA,
&1 Kaplan-Meier B £k 4> #7 IncRNA CCAT2.0TUD]1 mRNA FRiAKFE3F MM £ & FEI
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*x2 BEZE Cox @MARH
i H Wt (B B S.E. Wald P OR 95%CI
51 W=1.%&=0 0.379 0. 250 2.298 0.261 1.461 0.895~2.385
AR =60 % =1,<60% =0 0.311 0.247 1.585 0.448 1. 365 0.841~2.215
1M 21 2K JEAH A 0. 287 0.210 1.868 0.313 1.332 0.883~2.011
NS4S JRAH A 0. 303 0.225 1.814 0. 339 1. 354 0.871~2.104
B2-fh R E A JEAE A 0. 344 0.191 3. 244 0. 134 1.411 0.970~2.051
1 WLEF JEAE A 0. 220 0.182 1.461 0.533 1. 246 0.872~1.780
oS BR A 1 43 1Y IeG W =1,HAfb=0 0. 306 0.238 1.653 0.411 1.358 0.852~2,165
B A R 40 EL ) >0.3=1.<C0.3=0 0. 280 0.213 1.728 0. 346 1.323 0.872~2.009
1SS 43 MP=1,I~MH=0 0.476 0. 141 11. 397 <<0. 001 1.610 1.221~2.122
IncRNA CCAT?2 RN 0. 607 0. 205 8. 767 <<0. 001 1.835 1.228~2.742
OTUD]I mRNA JRAE A —0.556 0.172 10. 449 <0. 001 0.573 0.409~0. 803
x3 ZEZE Cox @S #H
i H B S.E. Wald P OR 95%CI
1SS 4+ #1 0. 466 0.123 14. 354 <<0. 001 1.594 1.252~2.028
IncRNA CCAT?2 0.372 0.132 7.942 <<0. 001 1.451 1.120~1. 879
OTUDI mRNA —0.353 0. 137 6.639 <0. 001 0.703 0.537~0.919

3 it it

MM 2 AU F bk B 9 55— R H AL i YR 2 e
. ITAESRBE R IR N D E L K1 WK S 1 A
THE MM [ % 5 R B 5 AR T B Y. B
APk ik 1M T 40 i A% HE 2 A% B Ak g7 6 A I ) 24 4 1Y
AR MM 3697 IS TR KR, HHF MM
EA IS R S BOR R MM B B3R 97 IR A
G A7 e W 22 0 T AF R Bl 25 8 F T A 41 o 5
G E R A5 0 N L AE G FE T B2k AR 1 L i
BRI 8 1SS 4 R % . D-S A & 4
FEVEAE MM BB il J5 Hh AF e — 2 B R R PE . R, A
WER AW G MM 1) & AL 53 BEE JOEAE MM
TiJe (A= W br B . 48 S IR IR I236 .

IncRNA CCATZ j&—Fi K 55 JE i % RNA, H ik
HEAE Ay TR 2R 45 6 MY C S5 55 F 7, 1815 F i i
B I AR 78 5 SE TR A ek L 7E 45 1 W R L 3L 8 45 £ R
S PR v i AR T R 1 38 B L RS T M R R TR
B S L A2 B I DT A iR R TR Y R A R
P, R BE 5 R, MM B B8 41 41 IncRNA
CCAT2 Rik/KF EiH, X 5BEEFE MM & & I35 H
FROBIF 58 205 SR IR 3 — B, I F ST P IE S I 7 IncRNA
CCAT2 £ MM 2 Wi Fl 15 P4k i 55 S0 e S 160 10 775 A
B AWEIEAE MM K B8 4L 20 (R A 5% 45 R it
— 278 InecRNA CCAT2 25 MM Mg k4. 7 #r
HJF A g v N6 B R B i VIRMA BB 8 3
B IncRNA CCAT2 By N6 HI 3 i 4 15 i /K 5F , 58
IncRNA CCAT2 1y 4 & ¥k A ik KB A BT

i, MM B #5820 21 IncRNA CCAT2 kKT 5
ISS 43 W, B2 3k & 1 K A %, # /8 IncRNA
CCATZ {2 MM BBt & . 43 M F AL, g v
IncRNA CCAT2 () 3%k 34 i 6e 4% £ 25 0 I & Ak il 3
fiti 33 (AW R 1k o 51T 380G B34 PA A 1 %L 2 1 o
2 A B S V3 B T AE AR SR EBR IneRNA CCAT2 |y
I 5 TR 40 556 B R 4 Y5 O R D B A2 R
BT R WL B T IncRNA CCAT2 By ik T+
AEOE 5 0E K 7 B/Smad i %, 18 o« SMA Y3
IRIKOE A2 b g A BB 0 e Gy B m) G B 4 2
HE R A2 78 R0 T RS . T BOM R R P RN AR B g
1, IncRNA CCAT2 &5 M MM [ 3 1l J5 19 7l 57 15
B &R, R MM B E H 884 40 IncRNA
CCAT2 #£ikA B T Al MM B & . 0 fr H R
B, IncRNA CCAT2 15 28 35 1Y I 98 240 Mo 2% 1 78 %
1o IR A2 28 RN B BE 1 5 L AR YT IR T N R T3
BEWE AR, OFR R, MEH IncRNA CCAT2
5EERAY EART 1 HEMATER. EIEZREA
WA F 1 RE, B O R ES 5R5r3E, 3n
it 96 44 e 4 V6 T2 1 RN AR 22 1 T 14 I o R X 590 R 1
MEE YR EAITT MBI A, FERAR
ﬁi}ﬁ:]g] .

OTUDI %5 3 K A7 T 10p12. 2 YLk b, HAk
R—Fp Rz ZALEE, R L BRIE Y E A Es il , k&
G IS W) B 9 B R R A e SR AR KRR R
G B A Bk AR P G AR AR BT R
B, OTUDI fEh p53 (A& LR 7, BB 19 in 2f e
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IR KA RRE AN 3 19335 K, AL 78 40 i 98 11
R RS MM 4B BB 40 OTUDI
mRNA ik K8 A AL, H OTUDI mRNA
5 MM ARG R G BLERAEA %L 38 OTUDL 25
MM M &4 L, i R, MM 1 OTUD1 1%
b —Fp AR ) 2z RALEE . 2S5 MM 40 i b 4 % 5k
B AR B AR 0 OB O BT, A
# i ok CRISPA B ¥ A9 J7 ¥ & B, MM 41 il
OTUDI BB KFF IR 17t Sy ik 4 &
IR E T A 1 A 3T 3B 2 P A B ORI P J5 Y 7 A
A i A AL IR 4 R E MM 40 0 2o 5 358 5l % 4 g2
BREE (A Y 7= A, IR FEAIR MM e 4 i X 25 e (A il
Gl = e R I O O L = I < I ) B i
OTUDI W35 I BE 8% 1 hn % 5% Bl 5K 7 88 141 [R5 4
FE R e L 4 T B g AN P i 2R S B RN
¥ B - B3l 05 AL, £ 0 T 5 40 i 1 ack Y 4
A8 ARG i T8 40 S i 1 S5 AT 61 5510 3 7 ) AR
AWF5EH, OTUDI mRNA 2 35 /K 3 B A% BE 0% 54
MM B & A R XRE, Z I OTUDL mRNA &
R MM B E TG MAs EW. i HIERA,
OTUD1 mRNA {£ ik i MM Jif 987 40 i 3% 78 | 1= 7%
Ko BE 7 %5 g Ak 2R P A B 5903 9T Y
MR 22 X BN E B & S8 MM B RYT S R b
T /NG BR e Kk 1 % B L 3 i MM R 3 3R T R
8205 TR it R AR . AR RS L MM B BE 41 41
IncRNA CCAT2 £ik/KF5 OTUDI mRNA FikK
-5 R 06 L B R T 7E MM Hh R BE A TE AH R 45
KFR . VEH M. IncRNA CCAT2 BB AE N 7 T X
L ZE AR RNAL U miR-204-3p . miR-145 %5, i
M AL T OTUDL mRNA ByFa % PE . #H OTUDL
mRNA By, H MM i B AR &R
N BB A RS JE UEA T IR A S B R AR ST .

Zi bk, MM B E 5 B8 4 41T IncRNA
CCAT2 £3BKFTHE, OTUDI mRNA 23k 7K - [
. W 5 1SS 70 0] L B2- T BR 2 1L AT 56 . #E MM %6 9
Rk ¥R CE/E . 1SS 4 1 I M. IncRNA
CCAT2 ik & MM 3 W5 7 & B &,
OTUD]I mRNA & &EERPH R, iR E 4 v R
## IncRNA CCAT2,0TUDI mRNA ik /K, iFAl
MM F A KU A9 XU AR 3 XU 43 J2 48 SR 97
RS,

S % Uk
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