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( AML) .20 f4i] AML fb57 )5 56 2 22 f# 20 ( AML-CR) F71 20 f4i] it
BRAETIML( TDA) XF B ZH ( CON) 1B AR A4S, SERT 98O0 8 &
PCR( qRT-PCR) £l LncRNA XIST f)3eik it , /347 3 4122 [i]
HIZRIE 2 5 BRI R A /KT 5 8 DI RAFAE B TS 9 AH
Ktk. R SXMEALE, LncRNA XIST YE4)H AML 4
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BRI 5 Bt B Bt 1Rk A LR IO X 28
MICM 7374712 20 {51 B AL 7 35 3] 7€ 42 22 f# ( com—
plete remission, CR) AML B % ( AML-CR 4) , H.p
B8, 2 12 B 4R 11 ~ 80 %, h i 4RIk 41 2.
() $932 H 0) 5 AE AR A, ELAF & R A B 1ML ( iron—
deficiency anemia, IDA) [EBrbn#ER] IDA B E 20
YA 5 B4 ( control, CON) o FF AT A 20 % BT B LAY
AR ERE . FTA AL % E R & A
WF9E 2R BEAC TRZE D12 AR

1.2 FEXFIFIEE  RNA BEGU &0 A i
A TAY TR A PR 5 S RNA 398 500 &
Wy B 2¢ [E Thermofisher /\ #]; Real-Time PCR( SYB-
Green) 77 & H H A< Takara 23 w5 H il 3 -5 R
134 % GAPDH) 1 LncRNA XIST I F % %1 1
AT AR TR B A FRA W5 R B TLO8S %)l
€ i PCR AU A 7Y% RERHCA R A

1.3 #H#AWKE . RNA REURFEFHR i H EDTA
PUBEE WA XS BR41( CON) \41iF AML 41( AML) FI
W7 e ik e 2 41 ( AML-CR) 85 B8 2 ml,
FHET M 24 W 24 F% £ 40 M f5 1 500 r/min B§.0> 5
min, 7 VWS ITA 1 ml TRIzol 843 WX T 4H i 171
VE,# 2 1.5 ml EP A FRic /A7 T - 80 °C il i
25 BN AR I 4 BRI B BT adk , il 42 B A 1 i A
A B RNA RSN E BT RNA Y A
4, Wi s F e R 3 [ Thermofisher 23 7] H)
RT 3271 0 4% H 8 D] 43 40 BRIC & S AR &R, 7838 3
PCR {3 $5 i 5 B 4 (9 52 B2 2% 1F T 5 RNA Jif % 5
c¢DNA, =20 CI37F.

1.4 S¥igit5am  EREE ARG R
A0 ( National Center for Biotechnology Information,
NCBI) ( https: //www. nchi. nlm. nih. gov) # #% Ln-
cRNA XIST JE K741, th LA TA Y TRA R
HIFEBOER 519, 51975 14 1. GAPDH
PR3 S B SCHk ™ LA TR TR R A
1.5 qRTPCR #Z8 Real-Time PCR( SYBGreen)
B & SYBR ® Premix Ex TaqTM II ( 3 H H A&
Takara 23 H]) PEBT 45484, L cDNA SH#IAL, 207 14
FH 20 wl, AR ARG HAT qPCR SO S b A
ZAFHE: B ¢cDNA 2 ul. SYBR 10 wl.GAPDH i #
LncRNA XIST % 1E 2 [ 5] #7 4% 0. 8l il JC 18 7% 18
K ZBSVARFL 20 wlo qPCR S 2544 95 °C« 30
s AR 2 J5 95 CARME 5 s.60 CIEf# 30 s, Hhit

SEI 45 DMEFR . BRI 2 AL, PCR 974
ZEH S ] R B B PG PR %X ( eycle threshold, CT) {8,
LA GAPDH g g 2 3£, SR 274 343144 LncRNA
XIST (AHXS Rk i .

%1 LncRNA XIST #1 GAPDH Hi5| #1551

BB Bkl

XISTF CGGGTCTCTTCAAGGACATTTAGCC
XIST-R GCACCAATACAGAGGAATGGAGGG
GAPDH-F GTGAAGGTCGGTGTGAACGG
GAPDH-R GATGCAGGGATGATGTTCTG

1.6 itz 41 R GraphPad Prism 6.01 Al
SPSS 19. 0 4TG50 M. R ECXT ¢ K5 55 43 B Bic
XFZH ] LncRNA XIST R &A1Y 2 5o R PO K
x> KB FIWT LncRNA XIST 2 3k it 5 1fs RAGFAE A9 AH
Fet: o % Kaplan-Meier J57¥:# Log-rank #8556/
LncRNA XIST ik 5 AML & S A A Z E 1
KFR,E—l it COX L5 XU A5 AL 53 A A [ I R
FEIEAT LneRNA XIST KA i % AML i3 i f5 52 10
KIZE5rHre P<0.05 h2ERA G

2 HR

2.1 LncRNA XIST 7£ AML 2&S8irAPHE
KR qRT-PCR 3461 LncRNA XIST £ 105 4]
¥Iit AML 3 ( AML) 120 fi] AML-CR % 20 4]
IDA & 3 ( CON) iy £ ik 45 H iR, LncRNA
XIST 78 AML £ 3% w0 (1) 32 15 1 %% AML-CR }% IDA
(CON) AW B, 2R A% EL(P<
0.001) ,1fif LncRNA XIST 7F 20 fjil AML-CR #H &%
520 X IAH B A TR Rk m 22 R RS E X
(P>0.05) , VLI 1A. %4}, LncRNA XIST 7£ 20
] AML #J36( AML) S5 iRk 51X 20 8
A7 I8 3 78 4 5% i fr A HL 3 B 5 0k (IR ( AML-CR) ( n
=20) , EZRAGIEE X (P <0.001) . WE1B.

2.2 LncRNA XIST g5Riz/KES5 AML 2&FIRK
AR 4175 AML 40, L LncRNA XIST
FAX Ak i 2 7 P RO B AML B S
HimARIAH AR, Horh s 3R 55 1] IRk
2H 50 fo1); AR 4 PR )RR AR IS AL 8. AML 43 A
( M2-M3/M4-M5) £ [E [E Z L5 G i 0E 9 45 ( national
comprehensive cancer network, NCCN) 432 A Jo g
AN i T 200 B EL A9 < 1 AT 7K ST B LR o
fifg BRI A B DU AR, E
11X K 96 o 45 51 1B 7R LneRNA XIST 2 3 7K °F- Al i
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AML(=20) AML-CR(n=20)
E 1 AML & LncRNA XIST g3 ik7kF
A: CON 4. AML 24 f1 AML-CR 415 H#5 4% ' LncRNA XIST #H
XEFIL R RS SXFHRAL( CON) Hgg: " * P <0.001; 5 AML 5
LR ( AML-CR) [L#5: *** P <0.001; B: AML 21 #l AMLCR 21
B REPRA T LncRNA XIST FHXT 54 & LS 5 AML 9135 4 ( AML)
Hhie: *** P <0.001

FEIN A NCON 4390 b7 2 J8 B3k 78 2 22
BB s 200 B B 8] 2T 2 P A I /NSO P B Bk
o, B AML 73 84( M2-M3/M4-M5) A TohEsh
R~ A 45 R L o S KT A AR DG (P <
0.05). W#E2.

2.3 LncRNA XIST fjRiz/KFEE5 AML £2& 2
FREXRRETMEZMEZSNT  XHAMRN
fiifg 105 fil91iA AML 24004 S 3T 1 % FILRE T , B
Vi N FE T 35 9] (33.3%) o WIiH AML 4, L)
LncRNA XIST AXf A 7 AML B35 7 4 i 3Rk
AR R IR, % Kaplan-Meier 3 il Log—rank #5
55 LU AL AML B3 A A7 3, A AR 2 LI 2.
25 R REA AL W A AR (0. 03 ~30.9) A~ H
Hf; i) [a] 8.6 A~ H, Ik 3R 35 41 BE U7 I A A7 R
(35.5% ) W AT = 3K 41(70.8%) ( P <0.05) .
iE—2 R H COX £ K 2 [ml 9 43 B itk 45 0 37 Bl J 52
e PX] 3= A0 (6 19 4 1T, 435 SR 2 78 11 3K EE R LncRNA
XIST fFRIA 52 AML F8 35 S7 9 35 [ 3 ( HR
=0.029,95% CI: 0.002 ~0.415, P =0.009; HR =
0.052,95% CI: 0. 003 ~0.915,P =0. 043) , W3 3.

2 LncRNA XIST fj5RiA7K T 5 AML BE I RFFIERE XM

LncRNA XIST #ik/KF

i H n N N i PH
[T
51
% 37 30 27 1.256 0.262
T 48 20 28
(%)
<49 51 25 26 0.078 0,750
>49 54 25 29
gl
M2-M3 62 2 M 10,090 0.010
M4-M5 34 23 11
NCCN 4344
4
ﬁ*ﬁ’:ﬂ 42 16 % 3.729 0.053
Eifadl 46 27 19
REINEE
fi 14 !l 3 4855 0.028
% 91 39 5
1b37 2 G B 2 %R
=)
= 32 12 20 0.873 0.350
% 50 24 26
BRI LGANI EA( %)
<30 “ 24 0457 0.
=50 61 26 35
M4 x 10°/1)
<10 56 21 35 196 0.026
=10 49 29 20
LA g/L)
<60 24 12 12 0,071 0.790
=60 81 38 43
T/ME( x10°/1)
<100 85 41 44 0.068 0,794
=100 20 9 11
HER L
<l 19 1 5 002 032
=1 86 39 47
FLRRIB SR U /L)
<368 52 13 9 ) 187 0.000
=368 52 37 15
1.04 ¢+
l I 0LBcNA KIST
o LocRNA XISTE# i
\ + LocRNA XISTR# 54
S +- LacRNA XISTIE R ik 4] - %
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B
g 0.6 1 s
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{—I .
& 04 1
B —
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®3 ZEE COX AN AML BEMMIFEEER

WH HR 1Y 95% CI P14
HERIC 5 s £) 0.563 0.082~3.851  0.558
AR ( <49 % 15249 ) 4.890 0.830~28.817 0.079
4RI M2M3 vs M4-M5) 0.178  0.009 ~3.527  0.257
NCCN 732 ( A&h fEdl vs i fd) 13.443 0.340 ~531.012 0.166
BESNETE( AT s ) 0.173  0.013~2.248 0.180
7 2 G S8 RGeS vs 75) 2.726  0.800~93.023 0.578
AU LI <50% vs=50%) 1.724  0.102~29.251  0.706
4 <10 x10°/L os=10 x10°/L)  3.684 0.118 ~115.460 0.458
M ( <60 g/L vs=60 g/L) 3.598 0.181~71.569 0.401
Ii/MR( <100 x107/L vs =100 x10°/L)  4.230  0.569 ~31.464  0.159
FEREE( <1 us=1) 0.029  0.002~0.415 0.009

0.500 ~3.644  0.438
0.003 ~0.915  0.043

AR SH( <368 U/Los=368 U/L)  0.429
LncRNA XIST({RFIA4 vs F#3441)  0.052

3 iwtig

AML & —Fh i 28 1 10T / #EL20 0 5 3 7 e £ g
I S5 IO T 00 2R 5 U PR, E s DL R R AL o
Hg 2R o A R % R R R
SRR HL B R G PR IR 3R 55 2 A B0 K W IR AR
g2 R

PCAEkR , B X LnecRNA T 8 AL (19 A W Ak
LRI, LncRNA 78 Z R 50% 1 & A & e ad f v 3
AE) T EE RN BT B8, LncRNA j#
5 5 MR A AN M A R T AR R R 2R L
TR G LR A2 IERE , DT 6 g 1) & A8 iR Je
TR & AR R S R F . 940, LncRNA 5 15
S A G SR Ry —Fhsa G PE N R PE RNA 795 2
B 25 1 LG 200 B B A R R AR T o S ek A i
JEL S AR P S g 1 1 T 1A s 87 L L DNA
U5 E RNA AT B AML B9 R RBUE ™ AHE
¥ 11 LncRNA XIST 97 % L F 1991 45 A\ 20 iy
H T X ek XK, B S 50 X G
AR Sk R AR RE. 5 s kR aT D F 0,
XIST 7 Z Fp SR g v 2k 2 0 . iy, H5
SR KN AT O 5 RS  BrbJgg (14 4300 B )5 R AT
FHOCME , TR by e s 25400 FH F g 1412 W8 B 5 i)
IR TS o [RIRE XIST 76 BF S bt & 48 T (298
FERMEH 2 5 Mg 0 & A & R, i e 2R &
XIST BEAT 2k A IR IR A SR 36, X T e
FLAR I B B0 BL 9 i 0 3 P 7L 1 SRR AR K
FE o ARBFILE KA qRT-PCR K39 LncRNA
XIST 7€ AML & P 338K, 4558 7R LncRNA
XIST 7EWIIA Y AML (B A B AR AR 1) e 28 1 i
T LAY St G W _EVE 5 IDA X RE 2L A
Fe2e R Igeirm Xo AR RS XIST 7E £ 5

SR iR v B SR BT AN L (B XIST 78 2L
i PR FR A B — 20, LR XIST iRk 5
Jioea () AR R W 385 1 22 5 ] B e A ORI (HIR 75 4
KRR HE— 2B IE -

HHi4 ¢ LncRNA XIST [ 155 K £ 4238 T 52
DA ek v, T A 0 8 e g v B A 5 A LR . AT F
57 FWTE/N RS MR AL bR XIST 5380 LR
HBEFE IR AR NS R b L AU e A
FHAE WS B2 A3 B XIST 7] RE7E 20k B 4 g %)
I EEL A A T ) R R R R R L TR R
VETERIAS T RIS TIFE AML AP BRI R LA 32
K, A B T R A B . At R B, Ln-
cRNA XIST FkKF-rAS AML 708 A ok 4
BESMSE A0 E L K 7L i S K - 25 I R 2
BEA MM E—2 0 SR KRIA4 A Lo-
cRNA XIST ({E 77 R AR T & k4l [[R, A
IR R T COX ZHZ [mH /3 Hrsg i AML il f5
S R 2 BT B B 1 S KR T LU (B RN Ln—
cRNA XIST ] fig & Hoph 37 (9 FiUs [ 2, HoAb i k=
A5 LR I Z KT AML 3 BURIUA To B A1 s i
ETGIT2 7 X HR R AT BB 45 I K S 8k 2 1]
(AH G B I IR S 805 LncRNA XIST 3R ik 7K -
(A i A R )45 ) (K 3R R B0, N — 2B TR
PEIEE 13RS5 5, W] REAE 110095 200 Jf ik rh R B
¢ LncRNA XIST 7 [ 1fin 95 H 945 F & T e B
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Expression and clinical significance of

long non-coding RNA XIST in acute myeloid leukemia
Liu Jun', Zheng Huimin', Ding Yangyang’, et al
(' Dept of Hematology, The Second Affiliated Hospital of Anhui Medical University, Hefei 230601;>Dept of Emergency ,
The First Affiliated Hospital of University of Science and Technology of China ,Anhui Provincial Hospital ,Hefer 230001)

Abstract Objective To investigate the expression and clinical significance of long non-eoding RNA X chromo-
some inactive specific transcript( LncRNA XIST) in patients with acute myeloid leukemia( AML) . Methods Bone
marrow samples from 105 cases of AML initial treatment group( AML) , 20 cases of complete remission group after
AML chemotherapy( AML-CR) and 20 cases of iron deficiency anemia( IDA) control group( CON) were collected.

realtime quantitative PCR( qRT-PCR) was used to detect the expression level of LncRNA XIST. Statistical analysis
was per-formed to analyze the difference in expression level of LncRNA XIST between the three groups and to ex—
plore the correlation between the expression level of LncRNA XIST with the clinical features and prognosis of pa—
tients. Results LncRNA XIST was down-regulated in the AML initial treatment group compared with the control
group( P <0.001) . Compared with the AML initial treatment group, it was significantly up-regulated in the com—
plete remission group after AML chemotherapy( AML-CR) ( P <0.001) . There was no statistical significance in the
expression level difference of LncRNA XIST between the complete remission group after AML chemotherapy( AML-
CR) and the control group( P >0.05) . In the AML initial treatment group, the expression level of LncRNA XIST
was correlated with AML typing( M2-M3 /M4-M5) , presence or absence of extramedullary infiltration, white blood
cell count and lactate dehydrogenase level. The survival rate of patients with low expression group of LncRNA XIST
was significantly lower than that of patients with high expression group( P = 0.018) . COX regression analysis
showed that LncRNA XIST and ratio of albumin to globulin could be used as independent prognostic factors in
AML. Conclusion 1ncRNA XIST is down—regulated expression in initially treated AML patients, and up—<egulated
in chemotherapy to complete remission, and is associated with prognosis, suggesting that it may be a prognostic
marker and therapeutic target for AML patients.

Key words long non-ecoding RNA; LncRNA XIST; acute myeloid leukemia; prognostics



