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Alzheimer's disease (AD) is a progressive neurological disorder that gradually erodes

memory, language, decision-making, and behavior. Over time, it strips away

independence and identity. According to the World Health Organization (WHO), it

accounts for 60% to 70% of all dementia cases.  By 2050, the number of people living

with Alzheimer's is expected to hit more than 150 million globally.

Kefir Improves Memory by 66% in Alzheimer’s Patients

Analysis by Dr. Joseph Mercola  May 19, 2025

Alzheimer's disease affects memory and cognition, with the number of cases globally

expected to reach more than 150 million by 2050. The disease is primarily driven by

inflammation, oxidative stress, and gut-brain dysfunction



Kefir consumption significantly improves memory and cognition in Alzheimer's patients

by reducing amyloid plaques, tau tangles, and inflammatory markers while protecting

neurons



C15:0, an essential fat found in grass fed dairy like kefir, protects against

neurodegeneration by strengthening cell membranes, protecting mitochondria, and

displacing harmful linoleic acid



Iron accumulation in the brain accelerates Alzheimer's progression through oxidative

damage and ferroptosis; regular blood donation reduces iron overload



Daily strategies such as optimizing beneficial gut bacteria, eliminating vegetable oils

from your diet, and avoiding gluten offer protection against cognitive decline and

neurodegeneration


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Alzheimer's usually starts with simple forgetfulness like misplacing keys, repeating

questions, or losing track of conversations. But as it worsens, it leads to disorientation,

mood swings, personality changes, and eventually a total loss of autonomy.

Inflammation, oxidative stress, damaged mitochondria, and gut-brain problems all play a

role in its development.

That understanding has led researchers to explore new strategies aimed at addressing

the root causes of this condition. For instance, a recent systematic review published in

the journal Brain Behavior and Immunity Integrative  found that kefir, a probiotic-rich

fermented milk drink, could be a promising tool for supporting Alzheimer's

management.

How Kefir Helps Prevent and Slow Alzheimer's Disease

The featured study  examined kefir's potential as a complementary treatment for

Alzheimer's disease. The review included seven studies spanning invertebrates, rodents,

and humans, and focused on kefir's antioxidant, anti-inflammatory, and neuroprotective

properties. Here's what the findings revealed:

• Kefir reduced amyloid plaques and tau tangles — The researchers observed that

kefir lowered the accumulation of beta-amyloid proteins, a proposed hallmark of

Alzheimer's disease (although recent scientific retractions over data manipulation

have raised questions about the impact of this protein). Reductions in tau proteins

were also noted. Both of these proteins are believed to be involved in the cognitive

decline and neuronal death that occurs in Alzheimer's.

• Cognitive function improved across species — Improvements in memory and

behavior were seen in rodents, while fruit fly models demonstrated increased

survival and enhanced motor coordination. Kefir supplementation led to a 28%

improvement in global cognition and a 66% increase in immediate memory

performance, with delayed memory improving by 62%.
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• Kefir lowered oxidative stress and preserved neurons — Markers of oxidative

damage, like ROS, nitrotyrosine, and iNOS, were reduced after kefir treatment in

rodents. Neurons in regions such as the hippocampus and cortex were also better

preserved.

• Inflammation and neuronal damage decreased — Kefir reduced inflammatory

markers such as NF-κB and caspase-3, which are linked to neuronal apoptosis. It

also suppressed key inflammatory pathways (TLR4, MYD88, NLRP3) and reduced

proinflammatory cytokines (TNF-α, IL-8, IL-12).

• Immune balance and gut health improved — Studies showed kefir modulated

immune responses and restored intestinal mucosal integrity.

• Kefir enhanced insulin signaling in the brain — Some rodent models showed

increased levels of insulin-degrading enzyme (IDE) in the hippocampus and better

regulation of insulin receptors. These changes support neuron function and reduce

amyloid buildup.

• Kefir's unique bioactive compounds drive effects — Kefir contains peptides that

block acetylcholinesterase (the same mechanism used by many AD drugs) and

reduce oxidative protein damage. Kefiran, a complex carbohydrate found in kefir,

also modulates inflammation and gut microbiota. These features make it a

promising neuroprotective agent.

• Long-term use may sustain cognitive protection — Beyond short-term studies,

kefir's ability to regulate neurotransmitters (dopamine, serotonin, acetylcholine, and

GABA) and promote brain-derived neurotrophic factor (BDNF) suggests ongoing

benefits with continuous use.

Kefir Supplementation Improves Alzheimer's Symptoms

One of the studies included in the featured review is a clinical trial published in Oxidative

Medicine and Cellular Longevity,  which evaluated the effects of 90 days of kefir-7



fermented milk on elderly patients with Alzheimer's disease. This trial offered detailed

insight into how kefir impacts the core drivers of neurodegeneration.

• Inflammation dropped sharply — Serum levels of proinflammatory cytokines

decreased significantly following kefir supplementation. Cytokine ratios also

improved, which indicates a shift from proinflammatory to more balanced immune

response, which reduces amyloid buildup and protects against brain tissue loss.

• Oxidative stress was suppressed — Levels of superoxide, hydrogen peroxide, and

peroxynitrite decreased by 30%, while nitric oxide bioavailability increased by 100%.

This improves blood flow and protects neurons from oxidative damage.

• Apoptosis and DNA damage were reversed — DNA fragmentation dropped from

15% to 5%, and cleaved PARP-1 (a marker of programmed cell death) decreased by

over 75%. The rate of apoptotic cells (cells that are naturally dying off) dropped by

nearly half, while healthy cell populations rose, reflecting improved tissue stability.

These changes suggest that kefir not only slows cellular damage but also promotes

repair and survival at the tissue level.

• p53 signaling was activated — The expression of p53 tripled following

supplementation. This master regulatory protein is essential for DNA repair,

mitochondrial protection, and tumor suppression, and its activation helps explain

kefir's broad neuroprotective impact.

• A complex synbiotic effect — The kefir used in the study included both beneficial

bacteria and yeast species. Its bioactive compounds, such as peptides,

polysaccharides, and vitamins, worked together to modulate the gut-brain axis,

enhance antioxidant capacity, and trigger neuroprotective pathways like GABA and

BDNF.

• Safe and accessible — Kefir was well-tolerated, with no adverse effects reported.

While this was an uncontrolled trial, the strength of the biological changes observed

justifies future randomized studies and supports kefir's use as a natural, low-risk

intervention in early Alzheimer's care.



Kefir Contains C15:0 — An Essential Fat That Protects Your Brain

Kefir isn't just rich in probiotics and bioactive peptides. As a dairy product, it also

contains pentadecanoic acid (C15:0), an essential saturated fat that has been

recognized for its role in preventing cellular breakdown, reversing metabolic damage,

and protecting the brain from neurodegeneration.

• C15:0 is essential for cellular resilience — This odd-chain saturated fat embeds

into cell membranes, making them stronger and more resistant to oxidative stress.

Unlike polyunsaturated fats (PUFs), which make membranes fragile, C15:0

stabilizes them. That's important for brain cells, which are especially vulnerable to

oxidation and mitochondrial decay in Alzheimer's disease.

• C15:0 helps displace LA from your tissues — Research shows that individuals with

Alzheimer's have elevated levels of oxidized linoleic acid metabolites (OXLAMs) in

their plasma.  These toxic byproducts drive systemic inflammation, impair

mitochondrial function, and contribute to ferroptosis, an iron-dependent form of cell

death linked to neurodegeneration.

C15:0 helps stop this process by displacing LA in cell membranes, reducing lipid

peroxidation, and stabilizing cellular structures before damage takes hold. I have

submitted a scientific paper detailing this mechanism and its importance for long-

term LA detox — something I'll be sharing more about in the near future.

• This fat is essential, but most people don't get enough — C15:0 meets all the

criteria of an essential fat. Your body doesn't produce it in meaningful amounts, and

deficiency is now linked to a cluster of problems collectively referred to as "cellular

fragility syndrome."  These include fragile red blood cells, anemia, and

dysmetabolic iron overload syndrome (DIOS), marked by excessive iron storage,

especially in the liver.

DIOS increases the risk of ferroptosis, a destructive form of cell death triggered by

iron and lipid peroxidation that targets mitochondrial membranes and shuts down
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energy production. This process may contribute to advanced fatty liver disease,

steatohepatitis, and broader metabolic decline.

• C15:0 protects mitochondria and slows neurodegeneration — In the brain, C15:0

shields neurons from ferroptosis. This preserves energy production, supports

cellular longevity, protects against aging and tissue damage, and helps maintain

cognitive function as the brain ages.

• Grass fed kefir is a key dietary source — Modern agriculture has stripped dairy of

much of its C15:0 by shifting to grain-fed cattle. Kefir made from grass fed cow's

milk retains more of this vital fat. Another good source is a serving of grass fed

cheese or a tablespoon of butter, both of which provide 100 to 130 mg of C15:0,

which is enough to support cellular repair and counteract LA damage over time.

For a deeper dive into C15:0 and why this fat may be essential, read "C15:0 — Found in

Dairy — May Be an Essential Fat."

Iron Overload — A Silent Accelerator of Alzheimer's

Another factor that contributes to the development of Alzheimer's disease is excess

iron. While iron is essential for normal cellular function, too much of it leads to a

dangerous cascade of oxidative stress, inflammation, and neural degeneration. A 2024

review published in Aging Medicine  examined how iron buildup in a key brain area

contributes to the development and progression of Alzheimer's disease.

• The precuneus stores excess iron early in Alzheimer's — The precuneus is the area

of the brain responsible for memory, attention, and self-awareness, and is especially

vulnerable to iron-induced oxidative damage. Multiple imaging studies show that

individuals with mild cognitive impairment and Alzheimer's disease have

significantly higher iron levels in the precuneus.

• Iron overload drives amyloid and tau pathology — The review confirmed that

elevated iron levels accelerate the aggregation of amyloid-beta plaques and tau
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protein tangles. Both of these are directly involved in killing neurons and causing

cognitive decline.

• Iron disrupts mitochondria and raises oxidative stress — Iron accumulation leads to

higher production of ROS, which damages cellular structures and impairs

mitochondrial function. This weakens the brain's energy supply and accelerates

neuron death.

• Ferroptosis is the dominant cell death pathway — In the precuneus, iron overload

initiates ferroptosis. Unlike apoptosis, this process causes catastrophic

mitochondrial failure and is harder to reverse.

To address iron overload and reduce your risk of Alzheimer's, I recommend donating

blood regularly. Read How to Help Prevent and Treat Alzheimer's Disease to learn more.

Additional Strategies to Prevent Alzheimer's Disease

Preventing Alzheimer's requires more than just one intervention. It takes a combination

of daily strategies to reduce inflammation, protect neurons, and support metabolic and

cognitive function. The following approaches offer a solid foundation:

• Optimize Akkermansia levels — Akkermansia muciniphila is a keystone gut microbe

that supports gut barrier integrity, reduces inflammation, and produces short-chain

fatty acids (SCFAs), which fuel the cells lining your colon. Alzheimer's patients

consistently show lower levels of Akkermansia.

To optimize your levels, prioritize prebiotic-rich foods, fermented vegetables, and

pharmaceutical-grade supplements that directly support Akkermansia growth.

Tailor your carb intake to at least 250 grams daily, adjust it based on energy

demands, and eliminate inflammatory vegetable oils to strengthen the gut-brain

connection.

• Avoid gluten and casein — These proteins disrupt the blood-brain barrier and

increase immune activation. Gluten, in particular, has been shown to weaken this

barrier and allow bacteria to enter the bloodstream.
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That opens the door to cognitive decline, neuroinflammation, and diseases like

Parkinson's, anxiety, and depression. However, dairy fat, such as butter, is fine — it's

the proteins in pasteurized milk that are problematic.

• Include animal-based omega-3 fats, but don't overdo it — Omega-3 fats DHA and

EPA protect against the cell damage caused by Alzheimer's disease, thereby

lowering your risk of developing it or slowing its progression. However, keep in mind

that they're still PUFs, so add them into your diet in moderation. Focus on quality

over quantity.

• Get vitamin D from sunlight — Low vitamin D correlates with faster cognitive

decline and poor memory test scores. One study found a 40% drop in dementia risk

with optimal levels.  The best way to get vitamin D is through sensible sun

exposure, aiming for a blood level of 60 to 80 ng/mL (150 to 200 nmol/L).

However, you need to purge vegetable oils from your body before going into the sun

at solar noon. The LA in your skin oxidizes when exposed to sunlight, causing

inflammation and skin damage. To protect your skin, avoid sun exposure during

solar noon for four to six months as you work on removing LA from your body.

• Keep fasting insulin under 3 — Chronically high insulin promotes brain

inflammation, insulin resistance in neurons, and accelerated aging. Reducing your

insulin levels supports mitochondrial function and protects long-term cognition.

• Eat folate-rich foods — Research shows that folate is a protective factor against

Alzheimer's disease.  Vegetables, without question, are your best source of folate.

Avoid supplements like folic acid, which is the inferior synthetic version of this

compound.

• Eliminate mercury and aluminum — Mercury from dental fillings and aluminum from

cookware, deodorants, and adjuvants disrupt brain chemistry. Both metals are

linked to neurodegeneration.  Use a biological dentist to safely remove amalgams

and avoid products that contain aluminum.
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• Exercise regularly — Physical activity increases blood flow to the brain, enhances

neuronal plasticity, and supports the release of neurotrophic factors that help brain

cells survive and thrive.

• Eat antioxidant-rich foods — A good example is blueberries. Rich in anthocyanins

and polyphenols, they help reduce oxidative stress and improve memory and brain

function.

• Challenge your brain daily — Lifelong learning strengthens neural networks and

helps delay cognitive decline. Activities like learning an instrument, mastering a

language, or solving complex problems all build brain resilience.

• Avoid anticholinergics and statins — Anticholinergic drugs block acetylcholine, a

key neurotransmitter for memory and attention. Statins interfere with cholesterol

synthesis, deplete CoQ10, and inhibit the transport of fat-soluble nutrients into the

brain. Both drug classes have been linked to increased dementia risk.

Frequently Asked Questions (FAQs) About Kefir and Alzheimer's
Disease

Q: How does kefir support brain health in Alzheimer's disease?

A: Kefir delivers a combination of probiotics, beneficial yeasts, peptides, and anti-

inflammatory compounds that reduce amyloid buildup, protect neurons, and improve

mitochondrial function. It also helps rebalance immune signaling and supports

neurotransmitter production, making it a powerful dietary tool for cognitive

protection.

Q: Can drinking kefir really improve memory in people with Alzheimer's?
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A: Yes. In one clinical trial, patients with Alzheimer's who consumed kefir daily for

90 days showed a 66% improvement in immediate memory, a 62% improvement in

delayed memory, and a 28% gain in overall cognitive function.

Q: What is C15:0, and why does it matter for Alzheimer's?

A: C15:0 (pentadecanoic acid) is an essential fat found in grass fed dairy, including

kefir. It strengthens cell membranes, protects mitochondria, and helps displace

oxidized linoleic acid, which contributes to inflammation and neurodegeneration.

Most people don't get enough of it, yet it plays a key role in slowing cellular aging

and protecting brain tissue.

Q: Why is excess iron a problem in Alzheimer's?

A: Iron builds up in the precuneus region of the brain early in Alzheimer's disease,

where it fuels oxidative stress and triggers ferroptosis, a catastrophic form of cell

death. This drives amyloid plaque formation, tau tangle development, and

mitochondrial breakdown. Donating blood regularly helps reduce iron stores and

lower your risk.

Q: What are the steps I can take to lower my Alzheimer's risk?

A: There are a variety of daily strategies you can implement to reduce your risk, such

as supporting your gut by optimizing Akkermansia muciniphila, eliminating gluten

and vegetable oils from your diet, eating folate-rich foods, increasing your

antioxidant intake, and getting sensible sun exposure, among others.
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