FRAET AL B2 XXXX AE XX 45 XX %45 XX ] Chin J Dig Endose, XX XXXX, Vol. XX, No. XX — 1 —

BRENNEFREXEFRNARHE

e THE HEE IR e
KEEHAKFEERELAA, X iE 300052
BAEEH % A Email: xchen03@tmu.edu.cn

RE] &3 R AP 19 SRR IR -G 15 i A7 WA PRI XE | B &5, ™ T R W) S (9 2 1
Jiht, 51k —RYMERE R, A SCRA BARHISR T 88 8 ) A OB H TR DI Bk , A4
iE PR A AR BT B 3 ) RS SO LB | B R I2 IR T B T, N T TR S ORE |
BT S S IR A A Bl g RS ) TS R, O T A D 5 A S S ML A £ A 50 g B AR S 9%
o T BV 33X AT BB SR AR A8 2l g BBk A DB BT 5 ) B [ 22—, [ IR MR — e 4 8 P A )

T BEAH S , LLR N4 Jm B S 4 A8 %

(Kgim] wEWmIRR; EIIRbEE; HEERIN;

BRI LRk

Research progress on diseases associated with esophageal motility disorders

Zhou Jinjie, Yu Zihan, Meng Qingguo, Wang Bangmao, Chen Xin

Department of Gastroenterology and Hepatology, General Hospital, Tianjin Medical University, Tianjin

300052, China
Corresponding author: Chen Xin, Email: xchenO3@tmu.edu.cn

BEERE A RNA ST i BN AU
Hhnsb ek . gE B A B TR (owe
esophageal sphincter, LES) FIIENUAIY . IEH AIART, 3549
LK LES S5 baaty, FA £ AN E 2, IE 5 8 2l i 2%
o R ) 1 e 22 TR Y, o 22 0 ) RE R A SO A B T B
5, SR BB Y 5K B LES #A fl R i SRR AR o SR WIE
ARAT A U5 e R P PR A R R A AR AT
PES L B Bl g BRI DG A3 R AN Ak R L Y iR
FPGAEEULE . LES S ErE B % i) RE R it T AE 2 50
KBS R LR TS W e 3 ) B
ARG AL A N B R £ IR i A 58 DUR G R 5 T
12 Wi 320 5 1= 4 BE R K 3% (high resolution manometry,
HRM) W] ¢ i R A IE s e SR VARG G hn vl (B PRk
RGO “EhnaEF 25 4.0 (Chicago Classification, CCv4.0)”
(2021 4F 1 7)) @EUSGHAT B LA KRR OK ORI
BT T T REAS 15 MR R 3k (endoscopic functional intracavity
imaging probe , EndoFLIP) &b F FLH Il PRy BZ , 7 HRM 324
s W TR,

AR SOR A G LI IR M B4 3l ) RS O

MBE TR 3 2% 5iE (achalasia of cardia, AC) . 245 SR %
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AL O A E T NI AR (per-oral endoscopic myotomy,
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B4 I (non-erosive reflux disease, NERD) . i R &4
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ik, 3 B0 B BRBE 0T B 00 s [ A, B AR AR A T RV
G AU A 23 ) 555 P2 i AR P ) A0 K 7R B 5 o ]
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factor-2, HIF-2) , 1 17 B4 50 4% 53 R 7 1% Ak B 40 A R 7 « 32
B 4 58 F 25 A A F (nuclear factor k-light-chain-enhancer of
activated B cells, NF-kB) (76 P, {2 oF £ 45 B0k - 1 20 it e
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PR IR T 3 S A R i 20 L e O L B
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HE S B 2R B AR L E NDO Plicator N
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A R I I B 4, SR P TR R TR
AR,

AR, B T PURURIR T PR e , Z FAY T HoR
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R RERRIE RS IS WT . e Tl i s 2 2Rk
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4 B I Sh B
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Runx3 F 2K 75 28 T 250 b A7 3 ol L DX A =X S T £ 48
B 7E R G IARZ AR R N RS G S E
BRI, COvA.0 K B A5 5 Sl e A543 A WAL T e ek
B 45 35 77 (ineffective esophageal motility , IEM ) | % ¥ £ 4
F2ZE (distal esophageal spasm, DES) I 4 1 EUSCAR .

AFIEMSE B ST A TE AL IRP H. 1009 475K 28 W [ 23
45 147 (distal contractile integral , DCI) <100 mmHg:s- cm |
A2 WIS S ds o TEM T 087 MR VCHO 1 709% B 0%
BRI 5 703k 50% , TEACH AL FE 5545 (100 mmHg-s+cm
DCI<450 mmHg s+ cm) FF ML (DCI<100 mmHg s« em ) 5¥
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PR A . A7 X EBRIRIR YT 2490 M A 90 I AT 55
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Wi 25 i T A RS T, O LA 358 I AN 2 2 S5 i

DES 15 Rk 5 B 4538 s, I K 2 W #E DCI>
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4.5 7 IR A5 375 5 MR DR R A O DR B . R R b
DES/D UL, N 5 MY AC %50 . B8 0 B 4 A BH S il e 5=
RN G EhIE 9, ol AR AR LES J5 s H A5 HL
PR ARE BEL T 5 , 12 W 5 Wi DA AH SCE PR A L0300 12 7 209%
DL b S B 0k g8 M PR A Ik 47 i B (DCT>
8 000 mmHg-s+cm) H IRPIEH . HAAFTA ACHE DES 5
W ELAT A0 HEBR AU AR BELE , A BB IS W0 Sk 68 3 i e ™
FLFE =AY s s R TR B ok R A K
Wi (R SR A S e i B ) it 3 A 4 5 W B A 0 9 LES I
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1. FE TR R A1 I £ 5 % (eosinophilic esophagitis , EoE )
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AL 15 AN K LI B R R 41 i, EoF ™ 48 %
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