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BRI 20 LncRNA CTBP1-AS2 il miR-140-5p /K V4% 5
T R BT e G 2 FoE
BRXE Y, RS, A5, | YoM § 0 (FEli iR ERE ICU; b iUTRE, YL RE 226006 )

H E: B TR Ra s KeIES A RNA AR K H4E6% 8 1 AL RNA2 (long non-coding RNA C-terminal
binding protein 1 antisense RNA2, LncRNA CTBP1-AS2) | # /4 #E4E (microRNA, miR ) -140-5p /R-F &k 53077
FRABRIRGH X F, ik #HI2018 5 3 A ~ 2020 5 3 A T il W it B IR #1569 222 4] 5B & & o Fomza, 2
FBRZVIRTA, RERTFARTE, FohEAE (n=194) s (n=28) ; FHERFEH 219 4] FH L EH A
StRE2E, R Pearson A8 & 5 AT# I 7B J% % & LncRNA CTBP1-AS2 5 miR-140-5p & A RK-Fe948 %4 ; KA Kaplan-
Meier %4 7t &, 547 "B /& 20 4% ¥ LncRNA CTBP1-AS2, miR-140-5p & ik K-F5 B E TG % £ ; KA COX rusl K&
AR AT B B A TS AT S A E oM., R RS AE L MR P LncRNA CTBP1-AS2 & A KF (2.25 + 0.46)
HFsrma (1.02 £ 0.22) , miR-140-5p & KF (0.67 + 0.19) A& F 8828 (1.01 + 023) , £FAA%ITFEL
(1=35.742, 16.934, ¥ P < 0.001) ., "B &%+ LncRNA CTBP1-AS2 5 miR-140-5p & & KT 2 fi A% (—-0.624,
P < 0.001) ., LncRNA CTBP1-AS2 3 & ik 69 %R & & 537 B ERE (74.11%) =5 A2 55 (77.68% ) K TI&
Rk BFE (93.64%, 9727%) , 2 FBA % F &L (=15.578, 19331, 3 P < 0.001) ; miR-140-5p & & ik & &
T e A E (93.58% ) Fe = F A B F (9633%) BF & TIRALES (7434%, 78.76% ) , 2FAA G4 FEL
(=15.119, 15.538, 3 P <0.001) ., ST 20mE3LIRBLIE AT 44 (amide proton transfer, APT) 1L (2.10 + 0.26) .
97 Fik (85.71% ) . LncRNA CTBP1-AS2 & %% (89.29% ) % miR-140-5p & F% (85.71% ) & H Wl & F £ 441 (1.82
+ 031, 6.19%, 44.85%, 45.88%) , £FAA4it 3 F L (1=4.551, 108.127, 19.331, 15.538, ¥ P < 0.001) .
LncRNA CTBP1-AS2 % ik KP4 S5 EF = F AT Ek Bl % (HR=2.762, 95%CI: 1.510 ~ 5.051, P=0.001) ,
miR-140-5p & A KT 4 FoAH B F = F Aot B & (HR=0.817, 95%CI: 0.718 ~ 0.930, P=0.002) . #&it #
%2122+ LncRNA CTBP1-AS2 % &k, miR-140-5p A& Fik, =4 577 H 2R TE £ 4 %W,
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Abstract: Objective To investigate the relationship between the expression of long non-coding RNA C-terminal binding
protein 1 antisense RNA2 (LncRNA CTBP1-AS2) and microRNA-140-5p (miR-140-5p) levels in nasopharyngeal carcinoma
tissues and the radiotherapeutic effect and prognosis. Methods A total of 222 nasopharyngeal carcinoma patients diagnosed in
Nantong Cancer Hospital from March 2018 to March 2020 were collected as the nasopharyngeal carcinoma group. The clinical
data of these patients were recorded, the radiotherapeutic effect and prognosis were evaluated, and they were grouped into the
survival group (1n=194) and the death group (n=28 ) . Meanwhile, another 219 patients with nasopharyngeal inflammation
were collected as the control group. Correlation between LncRNA CTBP1-AS2 and miR-140-5p expression levels in
nasopharyngeal carcinoma patients was calculated using Pearson correlation analysis. Kaplan-Meier survival curve was applied

to analyze the relationship between the expression levels of LncRNA CTBP1-AS2 and miR-140-5p in nasopharyngeal
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carcinoma tissue and prognosis. Multivariate analysis was conducted on the prognosis of nasopharyngeal carcinoma patients
using Cox proportional risk regression model. Results The expression level of LncRNA CTBP1-AS2 in the tissues of patients
in nasopharyngeal carcinoma group (2.25 + 0.46) was higher than that in the control group (1.02 + 0.22), while the expression
level of miR-140-5p (0.67 + 0.19) was lower than that in the control group (1.01 + 0.23), and the differences were statistically
significant (#=35.742, 16.934, all P<0.001). There was a negative correlation between LncRNA CTBP1-AS2 and miR-140-5p
expression levels in nasopharyngeal carcinoma patients (r=-0.624, P<0.001). The total effective rate (74.11%) and 3-year
survival rate (77.68%) of nasopharyngeal carcinoma patients with high expression of LncRNA CTBP1-AS2 after radiotherapy
were lower than those with low expression (93.64%, 97.27%), and the differences were statistically significant (y’=15.578,
19.331, all P<0.001). The total effective rate (93.58%) and 3-year survival rate (96.33%) of patients with high expression of miR-
140-5p after radiotherapy were higher than those of patients with low expression (74.34%, 78.76%), and the differences were
statistically significant (y’=15.119, 15.538, all P<0.001). The magnetic resonance amide proton transfer (APT) value (2.10 +
0.26), the proportion of patients with radiotherapy failure (85.71%), high expression of LncRNA CTBP1-AS2 (89.29%), and low
expression of miR-140-5p (85.71%) in the death group were higher than those in the survival group (1.82 + 0.31, 6.19%,
44.85%, 45.88%), and the differences were statistically significant (t/)(2:4.551, 108.127, 19.331, 15.538, all P<0.001). The level
of LncRNA CTBP1-AS2 was a risk factor for mortality within 3 years in nasopharyngeal carcinoma patients (HR=2.762, 95%CI:
1.510 ~ 5.051, P=0.001), while the level of miR-140-5p was a protective factor for mortality within 3 years in nasopharyngeal
carcinoma patients (HR=0.817, 95%CI: 0.718 ~ 0.930, P=0.002). Conclusion LncRNA CTBP1-AS2 was highly expressed,
while miR-140-5p was lowly expressed in nasopharyngeal carcinoma tissue, indicating the two may be closely related to the
radiotherapeutic effect and prognosis.
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YT T BUS TARE R, (HAA T 20% AR
HRFEERS B e, SHIETE YRR AR bR A
SR R HOT R PR R, X T ElcE S A
TEIGIRE Lo BRI Won, KEEIESIS RNA
BRIL K m 45 A HE 1 1 )2 X RNA2 (long non-coding
RNA C-terminal binding protein 1 antisense RNA2,
LncRNA CTBP1-AS2) J& —Flt % 9 4 i RNA
43T, AR Z R miRNA B 5e 4P I RNA 201«
WU INEZRERZRR ( microRNA, miR ) -140-5p & miRNA
K — 51, A AEZ R o i 78 AR 28 o #
IR KL AE . LncRNA CTBP1-AS2 A i@ i
miR-140-5p/ ‘H LA KA H [ -2(bone morphogenetic
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1.1 ARt % PEEL20184E 3 H ~ 202043 AT
T T T R E B 2 0 222 197 2 M R 3 g g
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%, >60%) (LBERAAEEERENRASL) |

PERICH, Lo ) iR AR C SR sk (< 30em’,
=30cm’) TAH (T, + Ty, T, + T,) . N4 (N,
+ N, No+Ny) - M (M, M) | IfRIRZ
(L1, M+IV) | BRI % (amide
proton transfer, APT ) {H, AHICIH IR TR ME AR
HISZ KA TR S5 BELH U A i A

132 4141 LncRNA CTBP1-AS2, miR-140-5p %
SRIKEARGEI . R Trizol 1277 2 B &L MR Jis 2H 25 M 1F
BRI AT RNA, 20 B RN 4l 5 00IE J 2R i %
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SR G T SR ERAE SRS cDNAL SR SR 98
JtE 8 PCR ¥E A 41 41 H LncRNA CTBP1-AS2,
miR-140-5p Kk Ko KN 45 F: 95 C Pl 22 % 5
min; 95°CAE 15's, 60°CHEMH 1 min, F£ 40 MG,
LncRNA CTBP1-AS2 [iif5[%¥): 5°-CACTGATGCG
CACTGACGAC-3’, Tii#51%): 5°-CTTATGAGCGAT
CACGACGTCG-3’; GAPDH #3514 5°-CAGAG
CGACTCAGACTCAGG-3’, T i35l #: 5°-GTAG
AGCCATGATACCGACT-3’; miR-140-5p = i 7l
). 5>-CGCAGCGAGCTCAGACGA-3’, Fii5|¥):
5’-CTGCCAGTAGTCGTAAGCCT-3’; U6 %514
5-GCTAGCGACGTGGCGCGCA-3’, F i 51 ¥.
5-CACGTCTGACAGTGACTACC-3’, s 56 & & 3
WHCFME, RMESHIGIRE Cefl, LA 27 kit
BT A

1.3.3 T 7k B WP T ROTAS . r A R
TTH AR AEHA TERCR YT, IRGTRE RO B
MR . AaE, EARSFEZESNE, R 6MV-X £
HE B B MR 2k AR SRR, 22 )5 K FH 6MeV 2%
WG, R AR 70 ~ 74 Gy, [R5
P2 IR SZARL . SUFS A% S5 D0 IR B G )
1.8 ~ 2.0 Gy/ K, S/ J&. WKRESZARIRIRY 7380 A
B 1 2 A R IO 4 o TS AR T R T L
LN TR (CR) | #r8f# (PR) | Rl
& (SD) . Bt (PD) , BARCH CR+PR,
1.3.4 WS : I B DT I 6 R B
M, BEIET s BV AR R 2N, RIT R R 3
A A AT IS e IR FE DT 1Yk, BT 1 s E
2023 4F 3 J1, Wi ErA BB RTT . ARTERE T #E
1R B AR ARG DO L A AE AL (n=194) FIE
T4 (n=28) .

14 %itFod KM IBM A ESi2#E SPSS
25.0 Zr e AR BRI AT B e o TR BORRR %L +
FRUEZ (X xs) oo, AURIIEITIASTREA ¢ /56
TECREER [n (%) 18R, AT ¢ K5
K H Pearson A ¢ 70 #7 Ki: 56 &5 1K e £8 2 H LncRNA
CTBP1-AS2 5 miR-140-5p % ik /K 3 (19 Al 56 45
¥ 1 Kaplan-Meier 4= £F [ffl £k 73 Hr 5 WA 95 41 21
LncRNA CTBPI1-AS2, miR-140-5p kK5 8%
PG HIEZFR; RH COX A5 XU 7] I A5 75 Xof 45
HRE TR IATZINE M. P < 0.05 HEFAL
-9

2 H#R

21 BRJEM L BB F A% P LncRNA
CTBP1-AS2, miR-140-5p & A RK-Frosx  ERIELL
#2041 h LncRNA CTBP1-AS2 2235 7K 25 T-%F
MR ZH (225+0.46 vs 1.02+0.22) , miR-140-5p 3

KK T XTI 2H (0.67 £0.19 vs 1.01 £0.23) ,
%S B A G % E X (=35.742, 16934, P
< 0.001) .

22 2R & & P LncRNA CTBP1-AS2 5 miR-
1405p % A K -F 4948 % 1 Pearson Al 573 B 45
R, B & LncRNA CTBP1-AS2 5 miR-
140-5p Fik KR FAHK (7=-0.624, P < 0.001)
2.3 FHJEZALR P LncRNA CTBP1-AS2, miR-140-
Sp REKF LR E LR WFE L, BINEH
21 1 LncRNA CTBP1-AS2, miR-140-5p & ik /K - 5
WYY A %, Hih LncRNA CTBPI-AS2 15 £ 1k H
FHWOT G BB %Z (CR + PR) (74.11%, 83/112)
WEMMTFLEA (93.64%, 103/110) , miR-140-
5p m Rk BE O G BARCE (93.58%, 102/109 )
DR TIREIARE (7434%, 84/113) , 7 A
FaitE X (=15.578, 15.119, ¥J P < 0.001) .
x1 BEEALFH LncRNA CTBP1-AS2, miR-140-5p

FRIEKEERITITHMER 7 (%) ]

5 CR+PR  SD+PD
(n=186) (n=36)
LncRNA CTBP1-AS2/GAPDH {f#35 110 103 (93.64) 7 (6.36)

EFRIE 112 83 (74.11) 29 (25.89)
K55 113 84 (7434) 29 (25.66)
FFIR 109 102 (93.58)  7(642)
24 $ A & 28 2% ¥ LncRNA CTBPI-AS2, miR-
140-5p A A KT 5 B HFAEML R LK1 ARE
2., K H Kaplan-Meier 4= 17 [t £k 43 B 5 0K 9 2H 21
LncRNA CTBPI1-AS2, miR-140-5p % ik /K F 5 H
H AR R, SR LR, BHEg S
LncRNA CTBP1-AS2 i3k i —AFAA7FR( 87/112,
77.68% ) 1% T LncRNA CTBP1-AS2 ik 3 ik # %
(107110, 97.27% ), 2R HA G471 X (=19.331,
P < 0.001) ; SMEREAZH miR-140-5p FiA B
ZARAAERR (105/109, 96.33% ) 5T miR-140-5p 1%
FiRBE (89/113, 78.76% ) , ZREAFI2FE X
(=15.538, P < 0.001) .
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BT ()
E2 EBIREALAS miR-140-5p RiAKEEEE=4F
EBFERNER
25 REEELATUEMERELH K2, B

AAGIET-AUAFRS | PR R AR T 230 N 2Rl
M o IR LR, 22 Togiit A (P
*2

> 0.05) . AAEHS55ET-4H APT{H . U7 AR
LncRNA CTBP1-AS2 £ ik & miR-140-5p ik {8 3%
tis, 2R EA5FEX (P <0.001) .

26 HHEEFTGEH AR EM S EE COX @)2
oA LR 3. DL B AN RS AET (U
=1, % =0) NHEZE, K LR pERZE SR
ZRHGGFE LAY LncRNA CTBP1-AS2 ( E#Eik
=1, K#iA=0) , miR-140-5p ({KFKk =1, B
k=0) , HOTAR (=0, & =1) M APT {4 (3%
SEAR ) RN AR AZNE COX [mIH 44T,
ZEHE R . LncRNA CTBP1-AS2 2k 7Ky B0
BEAENSET- G &, miR-140-5p FiA7KF
by BRSBTS IR R (¥ P < 0.05 ).

HImBREEETGHAREIMN x+s5, n (%) ]

EY AP (n=194) ST (n=28) X1t P
(%) <60 108 (55.67) 14 (50.00)
0318 0573
> 60 86 (44.33) 14 (50.00)
5] 3 110 (56.70 ) 16 (57.14)
0.002 0.965
3's 84 (4330) 12 (42.86)
R (em®) <30 83 (42.78) 11 (39.29)
0.123 0.726
=30 111 (5722) 17 (60.71)
T 74 T,+T, 71 (36.60) 5(17.86)
3817 0.051
T, 4T, 123 (63.40) 23 (82.14)
N A N+ N, 85 (43.81) 7(25.00)
3.569 0.059
N, 4+ N, 109 (56.19) 21 (75.00)
M 43481 M, 108 (55.67) 15 (53.57) 0.044 0.835
M, 86 (4433) 13 (46.43)
s A9 [+1 63 (3247) 4(1429) 3.841 0.050
M+ 131 (67.53) 24 (85.71)
IR = 182 (93.81) 4(1429)
108.127 < 0.001
& 12 (6.19) 24 (85.71)
APT 182031 2.10£0.26 4551 < 0.001
LncRNA CTBP1-AS2  {k#3k 107 (55.15) 3(1071)
N 19331 < 0.001
Hk 87 (44.85) 25(89.29)
miR-140-5p fk#k 89 (45.88) 24 (85.71)
N 15538 < 0.001
ik 105 (54.12) 4(1429)
x3 ZMERESEWMENSEZE COX BIFHH
3 B SE Waldy” HR 95%CL P
LncRNA CTBP1-AS2 1.016 0308 10.880 2762 1510 ~ 5.051 0.001
miR-140-5p -0.202 0.066 9378 0.817 0.718 ~ 0.930 0.002
WAL 0.041 0.129 0.102 1.042 0.809 ~ 1.342 0.750
APT & 0.096 0.115 0.700 1.101 0.879 ~ 1.379 0.403




IR 56 12~ 2 55

394 2 202443 T Mod Lab Med, Vol. 39, No. 2, Mar. 2024 27

3 it

L BB AR DG g, B Tk
TR, REEE . ZHBEEN R AT,
RE . FEE. EB R . BEH G) BE A
RHARHEERZ D, ZHRME R R
PRAEIR AN LAY A5G R A2 R A8, WG
22 B UFIRIT AR S A MR A X, EE R TH
AT [ S PR AL S R S A A o, (RIS ER A AR 4 Y
ol A Ao 20 T R A R HEAE PR A IR

SR, A S W & T 10 32 B2 I AR [ 38 Ay ik
7 R e = BT AR AR, i PR A BT AR TR
3k 3 S TR A () 1 S MR 98 B 2 5 T A (D0 S5 79 £ R
BIT T, AR EIRITIT SO R 1 A
I, TR SCAE Prbr AR FH T R SRR A
i BRE RS WO T RE HLAA IR R
LncRNA J {2 S 57565 | 5  fq Mg L2 —
A2 TR A B 2 AR BRI B AR, T S
RE B &AL R RS DA 5 U BE AR GE
/v, LncRNA il Zb 3 [ 57 - (] 5% ik . DNA 6
Bil . AR i s A T, S50
VR AR e AR 1. GUO 45 U g
K, LncRNA linc00312 j# i 4 [7] DNA PKcs Flf&
2 DNA F 473 A 300 il S0 g O 7 i 257 - WANG %5 1
W90, F i) LncRNA LHFPL3-AS1 A @1 14
5 miR-143-5p/ [A] 5 & A6 i ] 5 0 s 14 75 v
ST 241 .

LncRNA CTBP1-AS2 £ ¥ £ ilJig 4l 41 b = %
ik, HABME IR UE A . IR I T R LA R
20 B T A ML E R (R 2856 8, S 5 R
oY kb & R U LIU 4 "V ESE R, LncRNA
CTBP1-AS2 @i fi il i 40 i s A ML 35 58 . 1255
12 78 MALYY I 25 1. A BF 58 oF LncRNA CTBPI-
AS2 3R IE 5 B HOT B A BB AT 4
M4 78: LncRNA CTBPI-AS2 & £k Al ik 2 5
5 BHES  Rz A  JE AR R R, AT AFEDN LneRNA
CTBP1-AS2 A G o {12 i B W I o Jed 4 it 338 7
0] S MR 98 ek 20 B O T S AR DG ML, R B e
TR, (AT A BRI

miRNA J&—Fh IR TR gt RNA, KEAHR
19~25 nt, BEAEAFZE AL, miRNA U855 4053 |
JHT- AT AL b OCHEL PR A 23K, I 52 0 45 S i s
TE DA B 45 R bR 4 p 3 g . RZB AR UL
A, AE SR A0 P 7 2638 B9 miRNA 23 5200 H:
I PR B B B A3k, DTS2 T A S ) 553 8
25 B EHE T U AT B i 4141
miR-140-5p 5 LncRNA CTBP1-AS2 3 ik & 1 4H 5%
$E 78 LncRNA CTBP1-AS2 1] HE #! [f1] i % miR-140-

5p 25 S HERE . HAHTSE F miR-140-5p 7645

Mg v A ISR A E D, S S R A R R DR

ESV e SIS AU RO € R A ia ]

SIS . HAh, AFFEAE S, LncRNA CTBPI-

AS2 =R, miR-140-5p KRR BE BUT g =48

A RIS, A S R A S R R

B 2% AT RE T PR AR AR O TR, RO T B

AR, AFTHBE %

BRAERFSE 7R, APT B AT i o B AGI 20
J . S IR RS R, S R 2 i A
FEfE R e UM A R A T R SR 4 R W], APT
RS M T S MR AT TIPS
LR APT {HBR, ST B, b e 240 e 4%
BRI RS, AR R E AL T XU, SR Fe & 22 A
RERITHT APT (EIARJ2 S W f8 5 SR T R
R, HARWRESMAIROIEE NG, AT
Je T RALE .

Zi b, R ZH 200 LncRNA CTBP1-AS2
#ik, miR-140-5p R3RIL, IR ARG LU — 3%
RGN 7K P07 2 R O AU SRR R, X T
e 16 R I 45 T e O TR AR 7 LA
B AR A, LneRNA CTBP1-AS2, miR-
140-5p A FRAM AT R BEVRIT TS, X T
S S AR B TUS FAT BRI KR S (EAHIETE R
43 # LncRNA CTBP1-AS2, miR-140-5p % 5 &1 1Ij
i PR A BAAR YT HE e LR, ELR REAS I A8 2
I HRIBK, B SR S R S
WA, ABIEFEAE R LA, PHERAIT SR =
BOR, S Mgt w4 R m ey, 4 Jn R aris e
IR N AU AT R
SE k-

(11 EER, B3R5 . SN R RS0 v e 240 A
FOKTAKH TR (1], BUCHR IR BEFAS
2021, 36(5): 184-188.

PAN Guogang, YANG Bixiu. Latest research progress on

the expression mechanism of interleukin in nasopharyngeal

carcinoma different clinical staging[J]. Journal of Modern

Laboratory Medicine, 2021, 36(5): 184-188.

[2] LUAN Weihong, YUAN Haozhan, HOU Wei, et al.
Improvement and prognosis analysis of nimotuzumab
combined with TP regimen induction chemotherapy and
sequential concurrent chemoradiotherapy in patients
with locally advanced nasopharyngeal carcinomal[J].
American Journal of Translational Research, 2022,
14(8): 5630-5640.

[3] TANG Linglong, GUO Rui, ZHANG Ning, et al. Effect
of radiotherapy alone vs radiotherapy with concurrent
chemoradiotherapy on survival without disease relapse
in patients with low-risk nasopharyngeal carcinoma:
a randomized clinical trial[J]. Journal of the American
Medical Association, 2022, 328(8): 728-736.

( T 156 7T )



156 PR 36 152 27 2 55

39 %

2 202443 A T Mod Lab Med, Vol. 39, No. 2, Mar. 2024

[16] ££5, BHE . JT NLRP3 RAE/IMAE 5P 0 S

FAIBF B AR 6 S 7 R ST TR T (0], v [T BT B 2
2022, 15(12): 1123-1129.

JIAO Xue, HUANG Shuxuan. New advances in
therapy of Parkinson’s disease based on NLRP3
inflammasome[J]. Chinese Clinical of New Clinical
Medicine, 2022, 15(12): 1123-1129.

(171 X4, OB ZR . B AR 18 PO 0 5205 /UK LTS miR-

223, NLRP3 /K50 WUE G S0 D RE R AR G HE ().
TFREES |, 2022, 33(19): 2471-2475.

LIU Yan, SHI Weidong. Correlation of serum
microRNA-233 and NOD-like receptor protein 3 levels
with myocardial remodeling and cardiac function in
elderly patients with chronic heart failure[J]. Hainan
Medical Journal, 2022, 33(19): 2471-2475.

[18]

PG . A5 R4 8 12 510 NLRP3 JRAE/IMAEE 16 5
L BB 73208 B .0 0 3 rh i A FH AL OF
F¢ [D]. 22H 2R, 2022.
TIAN Li. Study on the mechanism of calcium
regulatory protein involving in NLRP3 inflammasome
activation in heart failure with preserved ejection
fraction induced by hypertension[D]. LAN Zhou:
Lanzhou University, 2022.
GUO Lizhe, QIN Gang, CAO Yanan, et al. Regulation
of the immune microenvironment by an NLRP3
inhibitor contributes to attenuation of acute right
ventricular failure in rats with pulmonary arterial
hypertension[J]. Journal of Inflammation Research,
2021, 14: 5699-5711.
WFs B HA: 2023-03-13
fEEIEHA: 2023-11-09

(E#E27T)

(4]

(3]

(6]

(8]

(9]

HUANG Bo, LI Yiliang, DENG Zhuoxia, et al.
Regulatory mechanism of LncRNA CTBP1-AS2
in nasopharyngeal carcinoma cell proliferation and
apoptosis via the miR-140-5p/BMP2 axis[J]. Protein
and Peptide Letters, 2022, 29(7): 621-630.

YOU Rui, ZOU Xiong, WANG Shunlan, et al. New
surgical staging system for patients with recurrent
nasopharyngeal carcinoma based on the AJCC/UICC
rTNM classification system[J]. European Journal of
Cancer, 2015, 51(13): 1771-1779.

EISENHAUER E A, THERASSE P, BOGAERTS J, et
al. New response evaluation criteria in solid tumours:
revised RECIST guideline (version 1.1)[J]. European
Journal of Cancer, 2009, 45(2): 228-247.

ZHONG Guihua, WEI Wei, LIAO Wei, et al. Tumor
microbiome in nasopharyngeal carcinoma and its
association with prognosis[J]. Frontiers in Oncology,
2022, 12: 859721.

BEENE , SR F, EIY, 5F . B EE ML miR-
144-3p Jz miR-151-3p MFIAACE KGR [1]. 2L
AGE B AR | 2021, 36(5): 65-68.

XUE Yufeng, ZHANG Huiping, WANG Fang, et al.
Expression and clinical value of serum miR-144-3p
and miR-151-3p levels in patients with nasopharyngeal
carcinomalJ]. Journal of Modern Laboratory Medicine,
2021, 36(5): 65-68.

Al Q H, HUNG K F, SO T, et al. Prognostic value
of cervical nodal necrosis on staging imaging of
nasopharyngeal carcinoma in era of intensity-modulated
radiotherapy: a systematic review and meta-analysis[J].
Cancer Imaging, 2022, 22(1): 24.

[10] NG W T, CHOW J C H, BEITLER J J, et al. Current

radiotherapy considerations for nasopharyngeal
carcinomal[J]. Cancers, 2022, 14(23): 5773.

[11] WANG Haihua, WANG Weiyuan, FAN Songqing.

Emerging roles of LncRNA in nasopharyngeal
carcinoma and therapeutic opportunities[J].
International Journal of Biological Sciences, 2022,
18(7): 2714-2728.

[12] GUO Zhen, WANG Youhong, XU Heng, et al.

LncRNA 1inc00312 suppresses radiotherapy resistance

[13]

(14]

[16]

by targeting DNA-PKcs and impairing DNA damage
repair in nasopharyngeal carcinoma[J]. Cell Death &
Disease, 2021, 12(1): 69.
WANG Weifeng, ZHANG Zhuo, LI Yundong, et
al. Down-regulated long non-coding RNA LHFPL3
antisense RNA 1 inhibits the radiotherapy resistance of
nasopharyngeal carcinoma via modulating microRNA-
143-5p/homeobox A6 axis[J]. Bioengineered, 2022,
13(3): 5421-5433.
LI Yongfeng, ZONG Jin, ZHAO Cong. LncRNA
CTBP1-AS2 promotes proliferation and migration of
glioma by modulating miR-370-3p-Wnt7a-mediated
epithelial-mesenchymal transition[J]. Biochemistry and
Cell Biology, 2020, 98(6): 661-668.
LIU Lixia, LIU Bin, YU lJie, et al. SP1-induced upreg-
ulation of LncRNA CTBP1-AS2 accelerates the hepa-
tocellular carcinoma tumorigenesis through targeting
CEPS55 via sponging miR-195-5p[J]. Biochemical and
Biophysical Research Communications, 2020, 533(4):
779-785.
LE T A H, LAO T D. Circulating microRNAs as the
potential diagnostic and prognostic biomarkers for
nasopharyngeal carcinomalJ]. Genes, 2022, 13(7):
1160.
TIAN Yutong, TANG Lu, YI Pin, et al. MiRNAs in
radiotherapy resistance of nasopharyngeal carcinoma[J].
Journal of Cancer, 2020, 11(13): 3976-3985.
SONG Qingxu, CHEN Pengxiang, CHEN Xin, et al.
Dynamic change of amide proton transfer imaging
in irradiated nasopharyngeal carcinoma and related
histopathological mechanism[J]. Molecular Imaging
and Biology, 2021, 23(6): 846-853.
M VEE S, BRSBTS
ARAE SR8 A 7 i o R AN L (9], R A
1%, 2020, 11(8) : 635-640.
YE Yufeng, XU Zongwei, ZENG Weihua, et al. The
value of amide proton transfer imaging in predicting
the effect of nasopharyngeal carcinoma after
chemoradiotherapy[J]. Chinese Journal of Magnetic
Resonance Imaging, 2020, 11(8): 635-640.
WFE B #E: 2023-08-15
fEEIHHER: 2023-10-16



