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Ws RS 45 B BT LncRNA Mirt2 fil LncRNA
IFNG-AS1 #35KF K 5 i e fHOCPEWESE

Xk, AL B, AR (BT H X P EERE /Rt BB BT R, FAT 211800)

i E BR 3RIT KR %A RNA S LR 5848 5% #5 3K 2( long non-coding RNA myocardial infarction-related transcript 2,
LncRNA Mirt2 ) . K 4% 3F %4 #5 RNA F 4£ % y- & 3L RNA1 (long non-coding RNA interferon vy -antisense RNA 1,
LncRNA IFNG-AS1 ) % %5 M 45 87 % (ulcerative colitis, UC) B F aF P A AHAAL UC B FFMEmE R, Fik
ME20I8F12A~2021 F I AdRTHPRFER (R T P ERE2HER) MG 193 4] UC & HAF A5t
%, P85 H), FHM 1084, MBEEZFEHA,ALLRA (n=78) ek A AM (n=115) , FIREH 190
1) 4 R ARAE H AR Ay b PR, SRR B 82 6 % % PCR ( quantitative real-time PCR, qRT-PCR ) #| fz 7% LncRNA Mirt2 #»
LncRNA IFNG-AS1 #& iA /K F, Pearson i % #7 UC #% # 275 LncRNA Mirt2 = LncRNA IFNG-AS1 & ik /K F 48 % M &
LncRNA Mirt2 #= LncRNA IFNG-AS1 5 C- B @ % & ( C-reactive protein, CRP) . & Znfe/~% -6 (interleukin- 6) F= i 53
S E F - o (tumor necrosis factor- o, TNF-a) #9485 14 ; ROC wh 2% 547 27 LncRNA Mirt2 #= LncRNA IFNG-AS1 %
AR UCHLIME, ER LHarmaki, SMasE3h44 UC £4 i LncRNA Mirt2 (0.92+0.10, 0.71 +0.08
vs 1.07 £ 0.12 ) & ik /K F 4K, LncRNA IFNG-AS1( 1.63 £0.25,2.27 +0.42 vs 1.01 +0.14 ) & ik /K F & CRP( 13.42 + 4.71mg/
L,25.38+6.29 mg/L vs 4.32+1.27 mg/L) , IL-6 (8.31+2.35pg/ml,16.55+4.52 pg/ml vs 2.87+0.78 pg/ml ) , TNF-«
(15.38+4.29 pg/ml,28.94 + 6.37 pg/ml vs 8.42 = 1.63 pg/ml) K-FI &, £2FBEA %5 &L (=10.064 ~ 44.632, 3
P<0.001) ; S5%MiaAnk, F3HHA UC &% fiF LncRNA Mirt2 & ik K F %1%, LncRNA IFNG-AS1 & ik K F &
CRP, IL-6, TNF-a KFH#HZH, ZFALA%ITFEL (=12420 ~ 16.844, 3 P<0.001) ; S#Fmks, +, THE0
UC %% f2% LncRNA Mirt2 (0.69+0.08, 0.58+0.05 vs 0.81 +0.06 ) & ik KB4k, LncRNA IFNG-AS1 (2.25+0.48,
2.83+0.25vs 1.90+0.31) £#EARFAZ, ZFAL%HEL (1=3.890 ~ 17.225, 3 P<0.001) ; S5 ¥ Eaks, THEA
UC &% £ LncRNA Mirt2 & ik KP4k, LncRNAIFNG-AS1 & A RK-FH8&, 2% BA %5 EL (1=6.184, 5957,
¥ P<0.001) , A MM R R, UC &F ik LncRNA Mirt2 % & K-F 5 CRP, IL-6 #« TNF-a £ i 48% (r=-0.623,
-0.605, —-0.571, 3 P<0.001) , LncRNA IFNG-AS1 %k K&-F %5 CRP, IL-6 #= TNF-«a ZEAR% (7=0.457, 0.531, 0.497,
¥ P<0.001) . HREKLLE, £ K4 UC % # fiF LncRNA Mirt2 (0.70+0.08 vs 0.87 +0.11 ) K& KF B F KK,
LncRNA IFNG-AS1 (2.38+0.41 vs 1.72+0.28) & ik K F 2 % 7 & (=11.706, 13294, 34 P<0.001); iz 7 LncRNA
Mirt2, LncRNA IFNG-AS1 B4-# 7 54 UC #9wh & F @ A2 4 0.931 (95%CI: 0.886 ~ 0.963 ) , # & EAdFF 05 A
87.18%, 86.96%; FEPEFRMAL, FAMETFRM AL A= 50 o 3 A 81.93%, 90.91% = 87.05%. Z5if UC # 4 &2 LncRNA
Mirt2 A& ik K-FBA&. LncRNA IFNG-AS1 AR RFHE, 5 KaRFfeEEHeH X, THARB UC BF5RES TG
XEIR: BEMHEE R, KEEIEGTD RNA O AU SEAH G e A 2; KEEIEG IS RNA THEE v- e X
RNAI;
HESES: R574.62; R392.11 CHERFRIREE: A XEHS :1671-7414 (2023 ) 03-114-06
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Abstract: Objective To investigate the expression of long non-coding RNA myocardial infarction-related transcript 2 (LncRNA

Mirt2) and long non-coding RNA interferon < -antisense RNA 1 (LncRNA IFNG-AS1) in serum of patients with ulcerative

colitis (UC) and their correlation with prognosis of UC patients. Methods A total of 193 UC patients admitted to Nanjing
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Pukou District Traditional Chinese Medicine Hospital (Nanjing Traditional Chinese Medicine Hospital Pukou Branch) from
December 2018 to January 2021 were selected as observation objects including 85 cases in remission stage, 108 cases in active
stage. According to the prognosis of patients, they were grouped into a recurrence group (7=78) and a non-recurrence group
(n=115) . In addition, 190 healthy subjects were taken as the control group. The expression levels of serum LncRNA Mirt2 and
LncRNA IFNG-AS1 were measured by Quantitative Real-time PCR (qRT-PCR) , the correlation between serum LncRNA Mirt2,
LncRNA IFNG-ASI1 expression levels, LncRNA Mirt2, LncRNA IFNG-AS1 and C-reactive protein , Interleukin-6(IL-6) and
Tumor necrosis factor- ¢ (TNF- ) were analyzed by Pearson method, and the diagnostic value of serum LncRNA Mirt2 and
LncRNA IFNG-ASI in recurrent UC was analyzed by ROC curve. Results Compared with the control group, the expression
levels of serum LncRNA Mirt2 (0.92 +0.10, 0.71 £ 0.08 vs 1.07 = 0.12) in UC patients in the remission and active groups were
decreased, LncRNA IFNG-AS1 (1.63 £0.25, 2.27 £ 0.42 vs 1.01 £ 0.14) and CRP ( 13.42 +4.71mg/L, 25.38 + 6.29 mg/L vs
432+ 1.27 mg/L ) , IL-6 (8.31 +2.35pg/ml,16.55 + 4.52 pg/ml vs 2.87+0.78 pg/ml) and TNF-a (15.38 +4.29 pg/ml,
28.94 + 6.37 pg/ml vs 8.42 + 1.63 pg/ml ) levels increased, and the differences were statistically significant (/=10.064 ~ 44.632,
all P<0.001 ) .Compared with the remission group, the serum LncRNA Mirt2 expression level of UC patients in the active group
was decreased (0.71 = 0.08 vs 0.92 + 0.10), LncRNA IFNG-AS1 (2.27 £ 0.42 vs 1.63 + 0.25) expression level and CRP, IL-6 and
TNF-« levels increased, and the differences were statistically significant (r=12.420 ~ 16.844, all P<0.001). Compared with the
mild group, the expression levels of serum LncRNA Mirt2 (0.69 + 0.08, 0.58 + 0.05 vs 0.81 + 0.06) in the moderate and severe
UC patients were decreased, the expression level of LncRNA IFNG-AS1 (2.25 £ 0.48, 2.83 £ 0.25 vs 1.90 + 0.31) was increased,
and the differences were statistically significant (/=3.890 ~ 17.225, all P<0.001). Compared with the moderate group, the severe
the expression level of serum LncRNA Mirt2 in the UC patients in the group decreased, and the expression level of LncRNA
IFNG-AS1 was increased, and the differences were statistically significant (#=6.184, 5.957, all P<0.001). Correlation analysis
showed that serum LncRNA Mirt2 expression levels in UC patients were negatively correlated with CRP, IL-6 and TNF-a (r=—
0.623, -0.605, —0.571, all P<0.001), the expression level of LncRNA IFNG-AS1 was positively correlated with CRP, IL-6 and
TNF-a (r=0.457, 0.531, 0.497, all P<0.001). Compared with the non-relapsed group, the serum LncRNA Mirt2 (0.70 + 0.08 vs
0.87 £ 0.11) expression level of UC patients in the relapsed group was significantly decreased, and LncRNA IFNG-AS1
(2.38 £0.41 vs 1.72 + 0.28) expression level was significantly increased (r=11.706, 13.294, all P<0.001). The area under the
curve of serum LncRNA Mirt2 and LncRNA IFNG-ASI for the diagnosis of recurrent UC was 0.931(95%CI: 0.886 ~ 0.963),
the sensitivity, specificity were 87.18%, 86.96%, respectively, and the positive predictive value, negative predictive value,
accuracy were 81.93%, 90.91% and 87.05%, respectively. Conclusion The expression level of LncRNA Mirt2 in serum of UC
patients was decreased, and the expression level of LncRNA IFNG-AS1 was increased. They were related to the level of
inflammation and the prognosis of patients, and may be used as markers to reflect the condition and prognosis of UC patients.
Keywords: ulcerative colitis; long non-coding RNA myocardial infarction-related transcript 2; long non-coding RNA interferon

v -antisense RNA 1

97 VE 45 1 & (ulcerative colitis, UC) K&
PEARRR S ST , R R B ) 2 A,
R AL A, i, FIHTEAE UC fR
X TR RFNTR BAELE L™, uc 2
— P IAEPES , MR IAEEIRTT UC 19— M A 2L
7k, K BEAE 4% RNA (long non-coding RNA,
LncRNA FEGRIENZ | JAE I R FE B EAE 1,
M9 W78, LncRNA O UBEFEAE G5 5% 4 2 (long
non-coding RNA myocardial infarction-related
transcript 2, LncRNA Mirt2 ) 7£ UC B & LK F
P, HATEAT S5 b A 1L-22 i3k 1,
LncRNA + 4 & v- & X RNA1 (long non-coding
RNA interferon <y -antisense RNA 1, LncRNA IFNG-
AS1) Al BERAE A 7 1Y R 3k, 18 UC Rk 2k
i, JEMER UC M SAERTSR T . LncRNA Mirt2,

LncRNA IFNG-AS1 5 UC IIfi Ik | T 5 #H 56 1 i
K WAHIE, AW T LncRNA Mirt2, LncRNA
IFNG-AS1 k50 5 UC BEWG A, Mk
PRIGIT ARG S

1 #Mel5H%

1.1 AR ARSI E BRI bt St
YEPE 2018 4F 12 F ~ 2021 4F 1 H md st iyl 1 X o
BBe (gt EE B e ) WA R 193 44l UC
BEE LTS, o B4 101 61, 2otk 92 f,
AEE 32 ~ 65 (47.40+6.80) 2. 193 5l UC & &
FR ARt 85 ), IESh 108 B, FHAAREE 43 i,
W 35, EEJE 30 ] MRPEEE BUG B AR
KT8 IR E KA 115 6], ARRE: OFE
UC Wit 5 @ ABERTARIEATHISEIRTT; @
BHEHEHEIEFE . HebRbriE: OEA 2P
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FERH . Wi LS miE R ; @ & H O M.
B RGP ; O & H M SN IR R &
@DH St aE; O ARMERES; ©
W OR B LI Lot . SR I 3 Bl A A A
K Mayo 4> WA, PE4 0 ~ 2 4 iR 28
fft, 3 ~ SO NREWGSL, 6 ~ 10 0 PGS,
11 ~ 1257 REETGS) . o5 BEHRH 190 1) {8 5 4
K BAE XTI, b M 97 7], 2k 93 fi], 4R
i 33~68 (47.80+£6.50) %, MELLH 5XF R M5
AR 22 8] FU AR 25 S ICEE T2 7 (/1 =0.063 , 0.588,
¥P>005)
12 ME LA M RNA £ BGE 7 (total RNA
extraction reagent, TRIzol) i##] ( 785 15596026,
Invitrogen /A F ) ; miRNA First Strand cDNA Syn-
thesis Kit ( $85 ZY130911, M4 W RHE A B
#] ) ; SYBR Green & i JM 76 6 E i PCR Y (real
time fluorescent quantitative PCR, RT-qPCR ) i# 7
& (15 LM-0051, BREAEYRHEARAR) 3 H
/% -6 (interleukin-6, IL-6) , MIEIRILH T -«
( Tumor necrosis factor- o« , TNF-a ) £ M3 7 &
(BEAEYBHEABRAF) 3 ABI 7500 BI5¢GE &t
PCR X (ABIAH])
1.3 7%
1.3.1 bRARAE: 435K 4E UC BE AL 24h N
JOf FEE ARG 4 K 25 JE #R DK O Sml, 3 000g &5 0>
20min, I, -80CERHIRLT -
1.3.2  [fili& LncRNA Mirt2 FIl LncRNA IFNG-AS1 %
IR TRIzol IAFRI P2 HUE RNA, 2 it &
VLI A3 A 13005 5 A5 18 cDNA &, R qRT-PCR 5
B KGN 1M 7 LncRNA Mirt2, LncRNA IFNG-AS1 ik
7K. LncRNA Mirt2 L5145 51: 5-TCAACACT
TTCCATAGGT-3", FiiF5|¥J¥41: 5-ATTGTGAG
GTCCAGATAG-3’; LncRNA IFNG-AS1 FiiF5 | ¥)F
5. 5°-GCTGATGATGGTGGCAATCT-3, FiE5 19
F¥41): 5°>-TTAGCAGTTGGTGGGCTTCT-3’; GAPDH
WS F S 5°-GTCTCCTCTGACTTCAACAG

CG-3’, FiFsI¥ 4. 5°-ACCACCCTGTTGCTG
TAGCCAA-3"; W45 )5, UL GAPDH AN Z X
FH 27 TR R A KR

1.3.3  IfE C KHE A ( C-reactive protein, hCRP ) ,
IL-6 1 TNF- o 7K A SR FH A 8 B o 325 Az )
ML CRP 7KV, [l 5K A 58 W B 72 7% (enzyme-
linked immunosorbent assay, ELISA ) 7&K IL-6,
TNF- o FikAK RS E ™ 48 i RERAE B R T
1.3.4 BVi: XA UC BE T A —AE R RE T,
FHIT2E G X, A ABE—Ik, B
Vit BB A R 2022 45 1 H 31 H, MU SN R
N A A

1.4 %o R SPSS 25.0 #1148 1125
B, iHEBORILAIEL = FRifEE (xxs) Rom, 24
] L3R L 2 T 22 0 0, it — 20 I L3R
H SNK-q £ 5%, THECRBER (n, %) R, R
HRJ5 k%5 Pearson ¥£43 17 UC FRF 1ML LncRNA
Mirt2 #1 LncRNA IFNG-AS1 % ik /K % M 56 ¥ &
LncRNA Mirt2 fl LncRNA IFNG-AS1 5 CRP,
IL-6, TNF- o HAHICHM:; 32308 TAERE (receiver
operator characteristic curves, ROC ) HhZ& 2 #r I 7
LncRNA Mirt2 #i1 LncRNA IFNG-AS1 % & % UC #Y
LW E, P < 0.05 WEFAGITFE L.

2 #R

2.1 =#A427% LncRNA Mirt2, LncRNA IFNG-ASI
kGAKFZ CRP, IL-6, TNF-a K-Frbix  HLE 1,
SR S5 5 S 4 UC B34 1L LncRNA Mirt2
FIRIKFAR T X A 2H, LncRNA IFNG-AS1 #ik7K
S K2 CRP, IL-6, TNF-o /K1 TR HR4, 27
WA G % L (=10.064, 26.235, 24.745, 28.629,
19.473; 27.847, 27.488, 44.632, 40.715, 19.998,
P<0.001) ; WEshiI4 UC 4 I3 LncRNA Mirt2
Tk T2/ 140, LncRNA IFNG-ASI %34
JK -} CRP, IL-6, TNF-o /K T 4,
ERWAEG R X (=16.210, 12.420, 14.600,
15.275, 16.844, ¥ P<0.001) .

£ 1 Z=£2M%F LncRNA Mirt2, LncRNA IFNG-AS1 FRi%/KFEHK CRP, IL-6, TNF-a /KFEELE (x+s5)

A KR (n=190) ZfRIA (n=85) HEhAL (n=108) Fla P
LncRNA Mirt2 1070.12 0.92+0.10 0.71+0.08 400.428 < 0.001
LncRNA IFNG-AS] 101£0.14 163025 227042 758421 < 0.001
CRP (mg/L) 4325127 1342+471 25384629 910.667 < 0.001
11-6 ( pg/ml ) 287078 831235 16.55 +4.52 886.585 < 0.001
TNF-a ( pg/ml ) 842+ 1.63 15.38 + 4.29* 28.94+637 862.592 < 0.001

22 FHEHEB AR S ERE UC E - bF LncRNA
Mirt2, LncRNA IFNGASI fikK-Frbdg WL 2,
. EE 4 UC M7 LncRNA Mirt2 33k 7K

I F42 40, LncRNA IFNG-AS1 %3k /K F 5%
EAH, 2RMARIT¥E X (7567, 17.225;
3.890, 13.621, ¥ P<0.001) ; 40 UC 3% 1
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i LncRNA Mirt2 23k KK T £ 4H, LncRNA
IFNG-AS1 Fik/KFm THEH, Z2RWHEGI%

B Y (=6.184, 5.957, ¥ P<0.001) ,

*2 EHHAREERRE UC BEME LncRNA Mirt2, LncRNA IFNG-AS] RiZKFLLE (x+5)
WM R (n=43) HIEA (n=35) HEA (n=30) Fif P
LneRNA Mirt2 0.81+0.06 0.69 +0.08 0.58 +0.05 113.038 < 0.001
LncRNA IFNG-AS] 190 £0.31 2254048 283025 58.739 < 0.001

2.3 UC % 7 LncRNA Mirt2 5 LncRNA IFNG-
ASl % ik K F & 5 CRP, IL-6, TNF-o 48 % M
A FPE R, UC B3 I3 LncRNA Mirt2 5
LncRNA IFNG-AS1 Fik/K-F2HAHE (=-0.540,
P<0.001) . UC £ # Il 7§ LncRNA Mirt2 3 ik 7K
V- 5 CRP, IL-6, TNF-a *# ffi #H 3¢ (r=-0.623,
-0.605, -0.571, #J P<0.001 ) , LncRNA IFNG-ASI
F357KF- 5 CRP, IL-6, TNF-a FIFAHX (7=0.457,
0.531, 0.497, #J P<0.001) .
2.4 UC # % R F s o7& LncRNA Mirt2, LncRNA
IFNG-AS1 & ik K F i & & 4H UC H & i
LncRNA Mirt2 k7K B BT AR &4 (0.70 +
0.08 vs 0.87+0.11 ) , LncRNA IFNG-AS1 Fik/KF
WEBTREKRM (238041 vs 1.72+0.28) , %
SHEGHE X (=11.706, 13.294, 14 P<0.001) .
2.5 f2 7 LncRNA Mirt2, LncRNA IFNG-ASI ¢
B A UC LML WA 1. 1M LncRNA Mirt2
2 Wi & & UC 1y ith £ °F 1 2 A 0.850 (95%Cl:
0.792 ~ 0.897) , #WifEH M 0.82, MUK, F§ 57
BE L BH - TOI AR L ISP A R o R RE 3 R
79.49%, 78.26%, 71.26%, 84.91% #il 78.76%. Ifi
15 LncRNA IFNG-AS1 2 Wi & & UC 1 #h £k T i f
7 0.893 (95%CI: 0.841 ~ 0.933) , HWHE N 2.06,
MO . RS B TR B TN A A o
B 43 51k 80.77%, 81.74%, 75.00%, 86.24% Fil
81.35%, IfiL %5 LncRNA Mirt2, LncRNA IFNG-ASI
AR & UC IRZE F AR 0.931 (95%Cl:
0.886 ~ 0.963) , MUBE . KRR, PHME MO |
I3 4 50 0 L 0 A B B 4 ) Ok 87.18%, 86.96%,
81.93%, 90.91% F/1 87.05%.
3 itig

LncRNA 7EW ALK . RIER N . MG A&
B R SESRELEREEN T, B BR,
LncRNA 7658 5 U . 459 S5 i 1 B b 457K
5k, R RAEANAIRE . RS b
RIS BT S S uC kAL R
LncRNA Mirt2 7] 15 5 g 2410 i Al £k, #10 4il Lys63
(K63)- 2 12 i IR FE IR 1 Z AR AH G - 6 iz R
fb, T 4% ¥ - k B(nuclear factor-kappa B,
NF- k B) Fll 22 %4 )5 1% 16 25 (1 % (mitogen activated

protein kinase, MAPK) i i30S , F0iHI4E 98 40 A
B 71977 42 ¥, LncRNA IFNG-AS1 A] P8 #5412 48 i
PR AR, 5 2R RAEMEERA " e
Ji (coronary heart disease, CAD) HE 13X LncRNA
IFNG-AS1 FiA/KF-Fh i, 55950 ™ 3R B 18 in A
RAEH TR IEASE M #F9E R, UC I
I LncRNA Mirt2 FiA7K P[4, LncRNA IFNG-
AS1 RIRAKF-Thm, —HX UCH—Ei2WimiE,
& &b BF 5% 5 7%, LncRNA Mirt2, LncRNA IFNG-
AS1 B 5P g I LT M

ROC %%

e ¥

e
LncRNA Mirt2

0.0 02 04 06 08 10

1 1% LncRNA Mirt2, LncRNA IFNG-AS1 %
8% UC WRMHE

AR AR R, UC B34 M5 LncRNA Mirt2
F kK Hi 2 A, LncRNA IFNG-AS1 2 35 7K F
WEFE, SWEZERIEMRI, H LncRNA Mirt2 &
KKt UC it B AIG, LncRNA IFNG-ASI
FE IR KV B UC 5 18 = 1M 7=, 4878 LncRNA
Mirt2, LncRNA IFNG-AS1 £ ik 5 UC 19 % 4
RIBA K, XA[fiE5 LncRNA Mirt2 & #5451 R AF H
1M LncRNA IFNG-AS1 &2 RAEHA S, 50
7~, LncRNA Mirt2 A 8 £oF 9 i e LB 3- P / 25
P S B A R miR-101 223k, P MeERAE K
FOODILARAE I, AT MRS F A ge s 5
AW B R, MR B35 17 LncRNA IFNG-AS|
FikThEr, 5PREARE KLY CRP, TNF-a,
IL-1B, IL-6 Fl IL-8 7K - 52 1EAH O M0 Rl okt 4
LncRNA Mirt2, LncRNA IFNG-AS1 7E UC i 1E
A fiE & LncRNA Mirt2, LncRNA IFNG-ASI i i1 5%
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W45 i b R A S PR TS . RE R NI E UC 1Y
KRR RIEER

UC AR 515t e e s 2R R A K,
FEANFL R R RN, fil A WL A B8 S5 1 A 5 i
KA. WIB R, UC B I IL-6, IL-15, CRP
AT S BB TR . CRP AR MR &Y,
IL-6, TNF-« MERKEF ", AR5 ER, UC H
HRIEHN T KT, HS5EREREEREA
X, W UC BB, PURRHARTE .
AH 43 B s, UC 34 17 LncRNA Mirt2,
LncRNA IFNG-AS1 FRik7K -5 RAE H 2 HAT A8
* M, 78 LncRNA Mirt2, LncRNA IFNG-ASI
AE AT FIEAL UC H5 18 7™ 5 R B e ML 19 R0
FCIRAS . AT BR, UC B3 M7 LncRNA
Mirt2 5 LncRNA IFNG-AS1 2 35 /K F 5 4 56,
£ 7~ LncRNA Mirt2 /94t & £ F A1 LncRNA IFNG-
AS1 AR RAFHE I UC R MR . i1 5
7R, UC %4 5 Th1/Th2 40 i S s 2 fig 4 5 U7,
1M LncRNA IFNG-AS1 #3 #3k 7] 18 Thl RAEH
T2k, T Th2 bt 4 B F3£i5 " I LncRNA
Mirt2 A $ij1#] NF- k B F1 MAPK 3 % 4 38005 #1048
JEJZ N, P LncRNA Mirt2 257K EREME, HiR
YE U5, T LncRNA IFNG-AS1 ik K EFH i,
PERAEFIHE, —F T REIL A2 5l UC R IE
RN, INEAFEEA LB, 51 & HE G e
[R5

AW BN, B &4 UC B LncRNA
Mirt2 FikAKF T EML TR E &4, LncRNA IFNG-
AS1 RIFKF W Em TARE KA, $27/5 LncRNA
IFNG-AS1 Al E/E R UC & UG bn iy ik —
WSS AL, 1% LncRNA Mirt2, LncRNA IFNG-
AS1 BCEXTFRE EZ UCH —E2WiE, s
LncRNA Mirt2, LncRNA IFNG-AS1 7K 15 & 46
XFFHN UC B A —EME, A2 ImKN
FHE L o AR AREA R D ARG 2 Ak,
Hoilts R AT A KA A RS R A BB

2 FARA, UC B I LncRNA Mirt2 Fik7K
&A%, LncRNA IFNG-AS1 Ak EFHE, 54
JEKE AR BUG A 0, AIE R UC WS
HHs bRED
B 3Lk -
(11 &A%, 5280, B E . 28 S100A12, 55 T

AL FL Bk 8 609 1 45 W AR R P T B

FE R T8 A VFAG AN (B 20 BT (0], AR A B R 2 4%
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