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BTHEKF 1 (serine splicing factorl , SRSF1 ) 45 B 432 1/
TR FAE Z R T S R iRy T I A, H
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B, B 5 Pre-mRNAs b (958 A Bk 852 17 5]
255 Ja AT DL A B B AT A2 85 P) . ESRPL 5
JEE AN CDA4 LT RN A A K K 53244 2 (fibroblast
growth factor receptor, FGFR2 ) Z& Z fh [ i 4y 15
5 F Rz - |6 38 JFi%% 4k ( epithelial-mesenchymal transi-
tion, EMT) s #2, th 4k, ESRP1 ik ] 3@ i HoAth 5 5
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ithelial splicing regulatory protein 2, ESRP2) , /& |- j%
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5% %, Zhao et al'Y B3E T ESRP1 A] Ll 3 75
circUHRF1 (14 1% 3 i, circUHRF1/miR-526b-5p/
c¢-Myc/TGF-B1/ESRP1 J {5t 1] i i 45 JifrJe 240 e 114 12
7% fE#E 0SCC o EMT [ fo Ishii et al™ % 3
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PIRSCR . © %0 EMT W] LS i 245 80 G 1) 15 538 1%
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H B A ] miR-1206 19 K35, MM F 38 ESRPT 1)
FRANH EMT #ERIF 82 m PC 40X 5 P b EinyT
ARRBURRAE o X TR R 5t s B DR 9 4 1Y) 45 F 9
B, 5 HABRAE SRR 4 IR v CD4dy /K1
e o A8 KLM-1 41 ffg th LBk ESRPL 2244 /i1 FG-
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F T 2 L R U B R % e, B R A AN BB AR ) A8
B4 —FF B B #830, BT DATE bR 40 b ESRPL F
ESRP2 #4X 7 mRNA SA R R e R, 5
W& FMINE 51 s & UG [ RNA BB 91455,
() 70 53 41 e AN ek ESRPL Al ESRP2  {H Rk F5 8 1
Tl s PR 71 SNATL, 3 S8 P -7~ R] LA 47 8] 56 [ % 5
B, W T R

Fagoonee et al'"" ZE43 87 CRC 4 4VREA BT & 31,
SIEH AL, ESRP1 75 CRC HZUREA T ik
KPFFATRE, JUTER ESRPL 25 53 ENAH 11-12
M FGFR2 M c 8 HIE LB M, SR MTE Caco-
2 A Fik ESRPT 4§58 ENAH 11a il FG-
FR2 Wb [y 3K 34 0, k1 42 #F Caco2 4 L3 5
TESERVREAEA AL SL 55 v, ESRPL (1933 #3k 5 e 4
FUE KA O, bR ESRPL J5 g (R AR 2 4 /1, & I
ESRPL A L% PI3K/ Akt {5538 #5350 CRC [y i
YA AE K . Vadlamudi et al'™ i[5 #E % Bi7E CRC
S L R B A S UREA R ESRPL 235 B3R, JF H
UUER ESRPL AIfE i CRC Mg Al sE T, 52 H
AIF 5% & 6 CRC 20 i 0 1 i 40 A 14 4 1) 4 2k A 20 A0
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Fig. 1 Role of ESRP1 and ESRP2 in epithelial mesenchymal transition of colorectal cancer cells
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i 3 TR B (] A A8 Aok Bl A B T R R ST 2R
TEX—pd B v FGFR2 il CD44 [ BY 32 7= W) th 25 175
S EMT BERR, {8 3k I 2 20 e 46 o sk i
FEE R PR 0] LK ESRPL #1k CRC (W38 A 1R Y7 #E
Mo
3.2 ESRP1 5EIRRSGRE i 28 Faw
L P A i g =2 — , He v 24 859% Ay A /0N 4 it il 98
(non-small cell lung cancer, NSCLC) ,15% >}y /N4l Jifd
it o TSR T A 20 UK A /)N 20 Mt o o3l 3 K
B fifi B985 (lung adenocarcinoma, LUAD) . [k 28 g
T AN e, o rh LUAD S 3E /)N 4t it s 11 32 %2
K 24 5 i NSCLC [ 60% , Cui et al'™ &5
1EH ML ZUR b, NSCLC. (1498 T 22 2H 2 e e 40
2 ESRPL AW F R R E 5. i — a0 th &
B ESRP1 il EMT A 56%% 5 Rl F Twist £ Jili 2 21

AR IEAH G, A DL 2 ESRPL J& NSCLC (1) it
SETUG IR . ESRPL AE b o C 4t A i 3R 5K
TR ZERT U DX A g 40, R 98 ESRP1 2338 i
LUAD 41 il i 1 28 P, ESRP1 3 & 3K 0] 2= 30 i
H1299 F1 A549 i1z 221, 1 H460 F1 A549 rf
R cireNOL10 J5, g 40 B (9 76 ) 34 5 42 22 A
IEFERE TG 9, M AE cireNOLIO 55 8 35 I I 2% H R
RGO . FIRE RAEAR R S50 b 45 2 i — 25
S, B cireNOLLO 75 Jifi i & & i A b & F I 3Rk
J& 28 5L A3 BTk S, ESRPL 5 cireNOL10 4545 Ff- 4%
HIEFR AL, 78 H460 Fi1 A549 71 fifs v #k K& ESRP1 J5
cireNOL10 2 T3, Qu et al''® % 31 ESRP1 ]
LIS CD44 1 FGFR2 (1 85 13 30 78 114 1) 6 Sk
PP LUAD R () EMT 3##2. Zheng et al'"” WF5Y %
P ESRPL 7] DL i 1875 CARMI #E4 7 e B 57 #k

i) TGF-B/Smad 551 i, AT 8022 i s S8 7 18
g7 b AL B 21 . X BE R ST A5 SR O ESRPL R
JHTE LUAD J Ak e R I sE S 41 1 2k al, 78
Ak ESRPL A]RE R My fififi 28 8 T IR T #E Ao
3.3 ESRP1 54 RS ME
3.3.1 s$UmesE  FLNRJE (breast cancer,BC) ETE £
FPECIRE PR 152 M A T T LR b R 200 e g 2 4 7 A
(), HR R S T B e g i i . MERR 32
1A BATE [ estrogen receptor positive, (ER + ) | ¥ JIf J&
eI UL 2L g S Y, 2 8 e A SL IR ) T0%
WERIRITTE (ER + ) FLUIRE FI0A B B A7, (H3R
IPIE I 10 RN /04 20% 11 /85 2 = A Tt 250
FURAERY S K o FE(ER +) LR P ESRPT YA
HHUEAREIEMK, 1E ER + BRCA BRI b iR
ESRP1 23 U8 B HeRe P 0 1 i 19 26 4 (ER 252k
AR [ RN G5 EMT 5652 5 1 4, ESRPL T
BRI M i 77 PR A el e , 32 T - S0l s P At il A
FH RS 1 ( stearoyl-CoA desaturase 1,SCD1) | fig B
iR & BB (fatty acid synthase , FASN ) 1 2 H i1 i
8 ( phosphoglycerate dehydrogenase, PHGDH) [1) %
KD G T (ER + ) FUAR R B b5 25 Y
i 251

Xu et al ™ % 1 064 {51 7Lt 955 4 A< BF 5 1,
ESRP1 {1 5 4 5 v [ DU Lo v 1) 7L IR 5
REMEA o 1E = B2 b ESRPL 5 3 cir-
cANKS1B 5T 1Y [ If 2 5 4t 1 I 96 40 1 9 1=
MNELERS , TR ESRPL A0 A 52w = B P4 5L M s
BRI A R, 78 (ER + ) 2L
H1 ESRP1 5 PHGDH 1y 5 JE HHli X 45 G 2 35 i
FAANALY mRNA F25E P, RV ESRP1 {35 7] DL i 2%
M (ER + ) 0 b g 40 e i A= 4 S AR, 5 (ER
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3.3.2 THRE B (cervical cancer,CC) &
LA R A R 22—, H B R A )
WarEs . HET, TR S0 R A A FE L AL
KA AL M AN B . BRI, AR OE E S v
o 240 ML 300 ) R PR ATL A A BT TR CCRR g PR
S AL, A CC I R 15 B AR 7 2 A1k B 22 i 2
ROA TSI Yo, PR, a] Dhast
ESRP1 4% Cyclin A2 /) mRNA & 52 P 41 i J&] 21
(R, T 45 200 i ] 30 455 i 70 G S0 Ik &8 000 1 ok 9
YL RS ™ o X — R I ESRPL A LA]
DA R A28 By 40 ) e g 20 B i EMT 2 3R AT DA
JHR 3 9 R 4 Y mRINA R P R 410 o] e 7
MG S . X W IR ESRPL 7] G823 BN & 3
TP 25 Y FRAR I S 4 A

3.3.3 PR UPEEREINA RS =K IR
I R AR T R i e A B RHEAE , e 24 70% 1) BB
Ja5 R b Rz 1 B 8198 (epithelial ovarian cancer, EOC)
CA SCHk ™ EWT ESRPL AT RE4E EOC [ 2 i
R —EME M, BN ESRPT J PR 7 O 5L % F1 O
W fi62 9 2 L 1) 22 3K K AN, {ERAE EOC H ES-
RP1 &5l LA e L8l 25 1 40 e 1 28 o 28 502 o A
AN EMT 3ER2 . Yu et al ™ i ish X He GRS
ZHLURNIE & BP LA 2R BE R0 i i 7RIk 25 R
1 Y cire-NOLCL R nl 4 29 # By EOC 3 i Kk
FIE M ZZ bR Z —. 1 ESRPL A LI 5 circ-
NOLC1 #4545 & EOC v i) &tk N & Jig , i iy
EOC a7 #2417 oBn i 8% Jrml .

3.4 ESRP1 5iihR Z5hhiE

3.4.1 JEMBE D (bladder cancer, BC) 245
RAAEIEIERA I b i) 1 IR, 2 0 R 2R G b i L
AR IR, o AR DR DL 22— 7 7 BC
BEMER SRR SR NS, B Z e =
WAL B UG RCR 2 . BF9E N UAE 23 B BC
BEWPRA R & B ESRPL 23k & W] B i /b, 78 BC
S IR 1 19 Hh ESRPL 23k W BEAIG, 7EAA
HNFEFRILEG Hh, ESRPL JK P28 {25 52 i) FGFR2 &

FGFR2-1IIb #1 FGFR2-Illc 2 [a] 14 BT 42 4] ki =X, ok
T 5078 i yed 4 e A R RE RE 7 AE PDX Bl
AUrp 7E$E S BC 4ififeH ESRP1 py3Rik g , AU
il T # B AP AL AR 1) IR 20 i A K 3R e T i
Rl R AR X Wi % ESRPL Al g4 il Hy
KA MR BC B ERIT Hos A E R A
3.4.2 AT RISURRAL T HEREMA R U7, 4
5 R T B DL B AR S e RE — T 8 9 ( pros-
tatic cancer,PCa) . %1%} PCa 35 A [F 195 15 1697
FB oA AN A A S0 o R I, 17 A 46 £8 35 )
T BT ST ARIRTT . FEIZ W A R bR
Y GRS B 5 e A AR & AE N PCa
AR W), e — 2 X R R HEA T IS T AL
WF5E " W], ESRPL & Al 91 it L Kz 200 i Hh 1) T 22 4
TSR, e e % Jgad A R SR
TEXT 2 19 000 5] PCa £ & #47 S0 558 4 46 70 By
Ay & B, ESRPI =K V- 3235 1T fg & S 208 &2 & 1)
SREE TR R A3 359 T v DA Rk e R Tl
ESRP1 {3 ik 11 5 %0 14 1= 28 4 e sl A7 51
XEWE S REM R BAEH ESRP1 4 4117
Mrd il /E Ay PCa AW bR i #, KK AT ES Gleason
Py ZGE[R B F PCa 04K

4 g

TEZ40 L) ESRP1 Sy SCHE P 2 i dmiiE 32258
IS CDA4 11 B 42455 X5 e i ogg 1) e B SR R o
ESRP1 5 5 1y CD44v 5y I X AT G 5 LYN [ 7%
P, s PIBK/ Akt {553 BK R 251 B 40 e 0 T,
PI3K/AKT {5538 % [l i 5 g e 2B | e LA R it
PEE YN G, CD4dy BT YIAR L Al s MAPK/
ERK FI STAT {55 38 % i — 25 52 i o 9o 248 M4 1k
#£ ESRP1 55 7K F- 2R3k 1 B Lo ggg i v, FGFRIIb 57 42
T AT LA | 62 g 240 e 3 1, 17 ESRPT IR 7K P33k
1)/ 8088 hE W L FGFRIMe 87408 A 32, S B
Ui f 2% AL B2 B S . ESRP1 W Rl Bf 25 T
ENAH [ 5542 , % 8 H 72 0 i iz sh FZh it b & 155
FEAEH], FEAEF 2T T B Rk L B
T bR ESRP1 i 45 e £V 57 42 b, ESRP1 &4 &
circANKS1B | circeNOL10 F1 circUHRF1 % [ 3§ R
RNA 574%, 1 LUAD 1 ,ESRP1 f{IR/K V-2 35 250
/b cireNOL10 F8) 4 1%, FEde 23 i 985 SCML1 4i¢ ik
fiffgg A= 4 . ESRP1 B33 )5 =5 7K F- 1) circANKSIB Fl
circUHRF1 A= 914 154y BIE E 7 BC A1 OSCC (1 i
Jo e o ORI SE SR B ESRP 1 7R g i vh () R 38 B
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Fig.2 The variation of ESRP1 expression level and its influence on the signaling pathway
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BER LIPS 7 BRI . T B 5
B UESE X ESRPT AL 11 A 01 A2 wE 52 WL IAT 2.

5 45iE

BA BT RHEAR ], ESRPL 7 NS 915
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IIARAT AT BE H B A0 M O R R e RS o HRT) A
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Advances in the study of ESRP1 in tumors
Yang Ruirui' ,Li Yanli’,He Liang’,Ling Bo’, Ye Guangbin'
('Institute of Life Sciences, > College of Basic Medical Sciences

*College of Medical Imaging, Youjiang Medical University for Nationalities, Baise 533000)

Epithelial splicing regulatory protein 1 (ESRP1) is an epithelial cell-specific splicing factor that in-
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volved in selective splicing and translation of multiple genes. ESRP1 regulates signaling pathways that affect cell
proliferation and tumor growth via mediating target genes and regulating cyclic RNA cyclization and biogenesis in a
variety of cancers, including head and neck squamous cell carcinoma, carcinoma of colon, and prostate cancer.
Through integrating and analyzing the link between ESRP1 and related cancers, provide new ideas for the treatment
of tumor cells in which ESRP1 as a key factor.
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The root canal microbiota in apical periodontitis

and pulpitis based on 16S rDNA sequencing
Li Yuzhi'?, Su Xu®, Chen Xiaotao®, Xu Jie’, Zhao Li’
(' Dept of Stomatology, School of Medicine ,Shihezi University, Shihezi 832000
*Dept of Stomatology, People's Hospital of Xinjiang Uygur Autonomous Region, Urumgi 830000 )

Abstract Objective To analyze the relationship between microorganisms and endodontic disease by using 16S
rDNA sequencing to compare the composition of the microbial community in the root canals of teeth with pulpitis
and apical periodontitis. Methods Clinical samples were collected from teeth requiring root canal treatment. The to-
tal DNA of the bacteria in the samples and the gene fragments of the V3-V4 highly variable region on the 16S rDNA
fragments were amplified through PCR. After sequencing by NovaSeq, statistical and bioinformatic analysis, inclu-
ding phylogenetic analysis, diversity analysis and analysis of group differences, were performed. Results In total,
6 teeth with pulpitis and 7 teeth with apical periodontitis were collected, and a total of 8,510 OTUs were obtained
after next-generation sequencing, and the analysis of bacterial diversity showed that the difference between pulpitis
and apical periodontitis in terms of the composition of the bacterial flora was statistically significant (P <0.05). In
particular, the relative abundance of Proteobacteria, Acidobacteriota and Actinobacteriota phylum was significantly
higher in the roots of teeth affected by pulpitis than apical periodontitis. The relative abundance of Bacteroidota
phylum and Synergistota phylum was significantly higher in the root canals of teeth with apical periodontitis. Con-
clusion There is a complex diversity of infecting microorganisms in the root canals of teeth affected by endodontic
diseases. The microbial communities in the infected root canals of pulpitis and apical periodontitis show some differ-
ences, and changes in the microbial composition of the root canals may be associated with the development of endo-
dontic diseases.
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