resistance has been examined, but more studies are needed to
confirm the applicability of this approach. In vitro studies suggest
that certain probiotics like Lactobacillus or its metabolites can inhibit
H. pylori. Administration of probiotics has been attempted in several
clinical studies in an effort to maximize antibiotic-mediated
eradication with varying results. Overall, it appears that the use of
certain probiotics, such as Lactobacillus spp., Saccharomyces spp.,
Bifidobacterium spp., and Bacillus clausii, did not alter eradication
rates but importantly decreased antibiotic-associated side effects
including nausea, dysgeusia, diarrhea, and abdominal
discomfort/pain, resulting in enhanced tolerability of H. pylori
therapies. Additional studies are needed to confirm the potential
benefits of probiotics in this setting. Statins, specifically atorvastatin,
have been used with some success as an adjunct to quadruple
therapy in patients with NUD.

Reinfection after successful eradication of H. pylori is rare in the
United States (<1% per year). If recurrent infection occurs within the
first 6 months after completing therapy, the most likely explanation
is recrudescence as opposed to reinfection.

THERAPY OF NSAID-RELATED GASTRIC OR DUODENAL
INJURY

Medical intervention for NSAID-related mucosal injury includes
treatment of an active ulcer and primary prevention of future injury.
Recommendations for the treatment and primary prevention of
NSAID-related mucosal injury are listed in Table 324-6. |deally, the
injurious agent should be stopped as the first step in the therapy of
an active NSAID-induced ulcer. If that is possible, then treatment
with one of the acid inhibitory agents (H, blockers, PPIs) is

indicated. Cessation of NSAIDs is not always possible because of
the patient’s severe underlying disease. Only PPIs can heal GUs or
DUs, independent of whether NSAIDs are discontinued.

TABLE 324-6 Recommendations for Treatment of NSAID-

Related Mucosal Injury



