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Abstract

Rebound acid hypersecretion is defined as an
increase in gastric acid secretion above pre-
treatment levels after cessation of antisecretory
therapy. Proton pump inhibitors (PPIs) have
been proved to be more effective than hista-
mine-2 receptor antagonists in suppressing
intragastric acidity and have therefore become
the main choice for management of acid-related
complaints. Recent studies have shown that PPI
therapy-elicited rebound acid hypersecretion
could in turn induce acid-related symptoms.
This makes it difficult for patients to cease PPI
therapy. Hypergastrinemia is an important
mechanism that leads to rebound acid hyper-
secretion. To reduce the occurrence of rebound
acid hypersecretion, efforts should be made to
restrict indications for using PPIs.
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H T PPIsIIR e bR % S4Ek, BEEPPIsI 12
T, PPIs TS50 S ik ke e B A

2.2 PPIst9 BR RSk IL % H K EBFFTIESE, PPIs
(1R 2 IR 5 4K U FH P P s (1 55 4 v 3 i A7
15, I 0] LLFF U R R AH DCREAR IR L7, 4y
PPIsyAIT FI L 1115 R IR Ak, £EBjornssonss f— I
WL, KIHN - PPLsIAYT I %, 7EPWPPLs
VAIT 14 G, RAT27%A] e Eh g 241, SR i W 5
AP E N A2, R R BT E 5 E
TR 53 s i, BRAH SR 5 T &, 20094 Re-
imerZE IEAT — T RE LA 2 BRI AR
I, 8 wkIKIPPIssRAIATT (SR Z K H1 M40 mg/d)AJ
{5 44% IR A RS2 R LR A5 245 )5 IR AH OCHE IR,
T 22 J 75 2 I A DR R 2B 260 15%(P<0.001),
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