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[ Abstract] Hereditary hemorrhagic telangiectasia (HHT) is an autosomal dominant vascular disease. The typical clin-
ical manifestation is the presence of vascular malformation. The most common clinical manifestations are epistaxis, gastroin-
testinal bleeding, iron deficiency anemia and characteristic telangiectasia of skin and mucosa. The diagnosis of HHT mainly
depends on the evidence of vascular malformation and gene detection. The current treatment goal is mainly to alleviate
symptoms. In recent years, the drug treatment of HHT has made some progress. The drugs that can be considered include

anti angiogenic drugs, immunomodulators, anti-fibrinolytic drugs, hormones 8 Receptor blockers provide more options for

the treatment of HHT patients.
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P RR A J5 1R M+ 5 AL 3 49 4 ( computed tomography,
CT) , sk e IE QRS A5 05 e A7 223 B s S R Hg 5i CT 3§
EHHR 1i1% ( magnetic resonance imaging, MRI) . fii PN 2 i ik my
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Diseases, VASCERN) Dffili T ¥ 1l I e I T HHT 635 B9 & 42
PN 2 55% W BB A ARV R B MR SN B, I AN bk
(4 4 A AR 7E ENG 2878 835 i 2 4 85 T ACVRLL 878
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NI 944 % AL RE TR /0 B I P A 3 R P TR L 5 A — T
T 48 S 5 JR e I ME R 98 AR BRI A L B3 AR 0, e T g
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KPR ER257E HHT PO iRyr v IR R 45
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[ Abstract)

play multiple roles in inflammatory response, immunity, sensory conduction, etc. The abnormality of their functional status is

* Department of Gastroenterology, Renmin Hospital of Wuhan University , Hubei Province , Wuhan

Transient receptor potential (TRP) channels are widely expressed in mammalian tissues and cells, and

closely related to the occurrence of diseases. In recent years, a number of studies have shown that TRP channels are in-
volved in the occurrence and development of esophagus-related diseases. Therefore, this article reviews the role and mecha-

nism of TRP channel in esophageal diseases, looks forward to its application prospects in the treatment of esophageal dis-

eases, and provides new ideas for future clinical treatment.
[ Key words)
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