The Problems with Pepcid and other antacids
By Laurie Goldstein, September 2015

Please note: This series of articles was written with the needs of kitties with inflammatory bowel disease (IBD) or
GI upset in mind. Cats with hyperthyroid or renal insufficiency (chronic kidney disease) can experience actual acid
over-production that requires management with antacids; with this use, antacids are treating a by-product of a
disease requiring management. With IBD or GI upset of unknown origin, using antacids for nausea or problems
with stomach acid pukes is simply masking a symptom rather than treating the problem. Many vets view IBD as a
disease that requires symptom management – but, while IBD cannot be cured, using a minimally processed diet,
addressing gut dysbiosis (with probiotics, often no antibiotics needed), and by employing anti-inflammatory
regimens (often including plant-based digestive enzymes), intestines and other organs impacted by inflammation
can heal.

One of the most common health-related medicinal recommendations I see for cats experiencing
gastrointestinal issues such as nausea, inappetence, and “overnight bile pukes” is Pepcid a/c
(famotidine). And why not? It is perceived to be very safe, many vets recommend it, and antacids
generally are easy to obtain all around the world. Call the vet first! They’ll probably say it’s OK to give it
a try, and it often does (seem to) help. This is because acid suppression can address the symptoms and
our uncomfortable kitties feel better and begin to eat or stop throwing up. Sometimes just stopping
the cycle of nausea and inappetence for a couple of days is enough to turn the tide when your cat is
feeling poorly. Short-term, occasional or intermittent use of antacids is not the issue.
Long-term use is.
Note: The manufacturers of the over-the-counter antacids do not recommend use longer than two
weeks at a time without consulting a physician, and Prilosec (omeprazole) is not intended for more than
two weeks of use every four months. Our vets and our doctors often fail to mention this.
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So what are the problems?
Because we are led to believe they are completely safe, many cats are given antacids frequently,
regularly, and have been on antacids long term to soothe upset tummies. And we may unintentionally
and unknowingly be contributing to our kitties’ illness.
How are antacids making some cats sick?
The gastrointestinal tract is technically outside of the body. It is a giant hole, a passageway that snakes
from mouth to anus filled with barriers to prevent unintentional movement from “outside” to “inside.”
It is segmented with a system of valves to prevent “backflow” and isolate contents of one section from
another until an appropriate time. Its purpose is not only to process nutrients we ingest, but to prevent
infection from bacteria, viruses, parasites, and all the many toxins to which we are exposed. By its very
nature, the GI system must account for the bulk of our immune system defense. Estimates of that
percentage range from 70% to 80%: either way, the health of the GI tract and maintaining those
barriers in proper condition is absolutely critical to overall health. The low pH of stomach acid and the
low average pH of the stomach contents is one of the very first lines of that defense system.

Problem 1: Taking medications that constantly neutralize or block stomach acid production interfere
with the body’s normal immune defenses.
The higher-than-normal pH created by the antacids is associated with






C difficile infection
bacterial overgrowth
small intestinal bacterial overgrowth (SIBO), and
bile acid deconjugation, a common (and often undiagnosed) cause of chronic diarrhea and fat
malabsorption.

Problem 2: Antacids interfere with nutrient absorption.
Have you ever prepared bone broth? Add a dash of apple cider vinegar (which is 5% - 7% acetic acid),
and your broth softens the bones faster. Same principle here: stomach acid is needed to prepare
vitamins and minerals for absorption, and has a critical role in B12 metabolism. With acid suppression,
the pH of the stomach increases and the absorption of nutrients becomes impaired due to what is
basically improper preparation. Decades of research show that low stomach acid (whether natural or
induced by medication) reduces absorption of:







Iron
Calcium
Zinc
Folate (Vitamin B9, Folic Acid)
B12 (Vitamin B12, Cobalamin)
Vitamin D
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Problem 3: Motility and muscle tone.
The higher pH of the stomach artificially created by antacids results in delayed gastric emptying times
(gastroparesis). This can cause






Further increased stomach pH

upper abdominal pain
loss of appetite
changes in blood sugar levels
feeling full after eating only a little bit.

It has also been demonstrated that the cascade of chemical impacts from the higher-than-normal
gastric pH can cause an abnormally relaxed ileocecal valve, leading to translocation of bacteria from
the large intestine into the small intestine, which enables SIBO (see above).

Problem 4: Chronic Kidney Disease (CKD)/Chronic Renal Failure (CRF) and aging kitty antacid toxicity
Antacids can become toxic if not used at reduced levels and/or reduced intervals in cats with kidney
disease or in kidney failure due to slower renal clearance and longer drug half-life. The same is true in
older cats due to altered physiology (water/fat/muscle mass changes due to age) that results in higher
blood plasma concentrations. In fact, the manufacturers of antacids specifically recommend lower
doses for humans with impaired renal function – yet as in people, these cautions are often overlooked
in caring for our cats.

Other Antacids
There are two primary classes of acid suppressing medications:
1) H2 Blockers (H2 antagonists): Pepcid a/c (famotidine); Zantac (ranitidine); Tagamet (cimetidine)
2) Proton Pump Inhibitors (PPIs): Prilosec (omeprazole), Nexium (esomeprazole), Protonix
(pantoprazole), and Prevacid (lansoprazole).
The H2 blockers like Pepcid are not the worst offenders when it comes to acid suppression, and all of
the H2 blockers are available over-the-counter (at pharmacies without a prescription). Although the
risks are generally the same for both classes of acid suppressants (and the risk of toxicity the same for
kidney disease or renal failure), the probability of experiencing these unhealthy and unwanted sideeffects are greater with the proton pump inhibitors like Prilosec (omeprazole) (see references).
PPIs inhibit acid secretion more effectively than H2 blockers which is why they are carry a higher risk of
any or all of these associated problems. Omeprazole (Prilosec) is the only one of the PPIs sold at
pharmacies without a prescription, and dosages for cats can (unfortunately) easily be found online.
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These studies are in humans – why does this matter to my cat?
The basic chemical and neurological signaling mechanisms in the gastrointestinal tract are similar in
cats and humans. This is why antacids designed for humans work to suppress stomach acid in cats and
why we use them in the first place. Although there are no studies of the impact of acid suppressants in
cats, the naturally low gastric pH is potentially more important for our obligate carnivores – especially
if fed a fresh, species-appropriate food:





Gastric pH acts as an ecological filter, preventing harmful bacterial infection and protecting the
healthy balance of bacteria needed to support nutrient metabolism and overall health.
Gastric pH impacts motility, and normal intestinal motility is a major defense mechanism
against attachment of pathogenic bacteria in the small intestine.
Low gastric pH is essential for cleaving B12 from the amino acids in meat;
The low gastric pH is needed to properly metabolize minerals (let alone derive those minerals
from bone).

This is why we need to approach Pepcid a/c (famotidine), Zantac (ranitidine) and PPIs like Prilosec
(omeprazole) with caution. There is a place for these drugs in the short term care of cats in gastric
distress, no doubt. But ultimately the solution is to understand and cure or mitigate the underlying
problem, rather than continue to mask it with a remedy that might be making your cat sicker in the
long term.
I know – those of you who have cats with kidney disease are saying, “But there is no cure.” In Part 2,
we share research that indicates most cats with kidney disease (unlike dogs and humans with CKD or
CRF) suffer a nausea that is related to uremic toxins, not excess gastric acid, and is best treated
centrally, not with antacids.

If my cat hasn’t been diagnosed with GERD, what are my treatment options? In Part 2 and Part 3 we
discuss the role of food and alternatives to antacid medications for managing kitty’s nausea and
vomiting.
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