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[ Abstract] Achalasia of the cardia is a movement disorder characterized by the absence of normal peristalsis of the
esophagus and abnormal relaxation of the lower esophageal sphincter. In recent years, the incidence of this disease has
increased yearly, and its pathogenesis and treatment have become a research focus. Studying the pathogenesis of AC is
beneficial for the treatment and prognosis of this disease. Its main pathogeneses include inheritance, nerves, immunity,
viral infection, and psychology or multifactorial interactions. This article discusses the pathogenesis of achalasia cardia.
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PR R A I R it 15 2 25 PR 4G 9 2 AL NOS4ada
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(=/=-)5 AC KREHY), BT ALKREK 12¢24. 2
o WRFRAEATE /N RS, P AR Sk S A AT
M, &S L &8 3 e, e 48 K )
Ak 25 B aNOS Y BRI AT 5 i LES DB ps
Mg shmg
1.2 MmEFHBHKZMEER 1 (vasoactive
intestinal peptide receptor 1,VIPR1) itk

VIPRI IE# 76 &8 K i ph £ oo h 3R ik, AC &
H VIPR1 3K T, B AT e S 80 8 K iz 3
MZIEZ B, VIPRI A F 3p22 Yefafk I, 78 VIP/
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J B2 A £ 08 PR, AN R 1 S 2t AR E 1T R
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2ot oK B R E, I8 BLE A WA Y
Paladini %' R BUIEDE 1 S SR 0E (B TP AR AE 5 4
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phism, SNP ) /A B, AL 5 (rs421558 ) Intron-1,
(1437876 ) Intron-4, ( rs417387 ) Intron-6. rs896
rs9677(3'UTR) ; ot (1s421558 ) Intron-1 FJ A Z5{7
LR K rs9677 (3'UTR) A C S5 JE K 532 K F AR
FHW S5 A R,
1.3 HBH@EREANE-23 F4EE (interleukin-23
receptor ,/L-23R)

IL-23R LR RS AT g S AC &% 1 st 1% ) 8 A
., IL-23R U F 1p31 Jetafk [ & —Fhgmid &,
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AW (Arg381GIn ) , If HIS 78 T IL-23R K £
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1.4 Ras fHX X1 ZK#& 1 A E H ( Ras-association
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1.5 c-kit BEE SN
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TR PR, TR LES B30 1P 4 40 32 46
SEOHAT LES 19 2% Ay P A0 ] M bl 28 0 0k 4+
AT HRTTE AC R I B L2 AR A
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KTREFRGL S AC Z A A9 M BF 58 R A5 I
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WAL T HSV-1 DNA, J 2 1] REfilh & SEIR 1 H B f
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A B P %, Farrukh ™ WF5E LA T AC BRE S
TEH X R 20 R A AN JR] I PR 42 4l B ( mononuclear
cells of peripheral blood, PBMCs) f% Jz i P, DA #f 2
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P, 2550 & B PBMCs X HSV-T LAY S
IR AT R S HSV - 1 F5 2l i s s 4n i,
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HEAEI . A5 8RR Gy TT R A 3l i A 5 B et AL
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HTIANTE 2 (A2 BE iR T L4 B0 3R YT, 1T GE
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