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A Systematic Review of Gout: From
Ancient Affection to Modern Challenges
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Abstract

Gout is a severe form of arthritis caused by a buildup of uric acid crystals in the joints. One of the most common
types of arthritis, it can occasionally cause excruciating pain that causes immobility. Although it can affect other
joints such as the ankles, knees, wrists, and fingers, gout typically affects extremity joints, particularly the big
toe. Gout is distinguished by sudden, severe joint pain, redness, edema, and inflammation; the affected area is
frequently warm to the touch. Gout attacks are excruciatingly painful and can last from a few days to several
weeks. They may worsen again if nothing is done. Acid uric is a waste product that is created naturally during
the breakdown of purines; the kidneys typically remove it from the body. Uric acid builds up in the blood in gout
patients because their bodies either create too much of it or their kidneys are unable to properly remove it from
their bodies. Elevated uric acid can crystallize and accumulate in soft tissues and joints, causing the typical gout-
related inflammatory reaction. Gout can be caused by a variety of factors, including heredity, obesity, a poor diet,
and specific medical conditions. Gout is treated and managed with a combination of dietary changes, lifestyle
changes, anti-inflammatories, and uric acid-lowering medications. Gout can be avoided by maintaining a healthy
weight, avoiding purine-rich foods, drinking plenty of water, and limiting alcohol consumption.
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INTRODUCTION

out is a debilitating and ancient kind of
Garthritis that has plagued humans for

eons.!! The symptoms of this sickness
include severe and excruciating joint pain,
inflammation, redness, and swelling.”! Gout
typically affects the joints in the extremities,
especially the big toe, though it can also affect
other joints such as the ankles, knees, wrists,
and fingers."!

person’s daily life and overall health. If untreated, recurrent
bouts of gout can cause joint abnormalities and injury. Gout
is a more serious condition because it has been linked to a
variety of health issues such as hypertension, cardiovascular
disease, and kidney problems.

Gout management and prevention require a multimodal
approach that includes blood-uric acid-lowering medicines,
dietary and lifestyle modifications, anti-inflammatory
and analgesic medications, and lifestyle changes.®! It is
crucial for gout sufferers to understand the illness’s causes,
recognize their symptoms, and employ effective management

The accumulation of uric acid crystals in the
afflicted joints is the primary cause of gout.
Purines are a waste product that the body makes
on its own and are found in many different foods.™
Purines break down to form uric acid. Elevated
blood uric acid levels are seen in gout patients
due to either excessive uric acid production or
insufficient renal clearance into the circulation.
When the levels of uric acid are too elevated, it
crystallizes as needle-like, pointed fragments that
build up in the joints and initiate the inflammatory
cascade that defines a gout attack.

Goutis more than justa minor ache; itis a chronic
condition that can have a significant impact on a
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strategies. This introduction highlights the significance of
treating this excruciating and chronic condition and provides
the framework for a more thorough examination of gout,
its causes, symptoms, and available treatments. Since the
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beginning of time, gout has been crucial to the evolution
of Homo sapiens. It was depicted as the end of an affluent
existence and a test of a doctor’s abilities, and it was. In the
contemporary era, gout treatment has advanced significantly.
Not very long ago, Thanks to revolutionary advances in
molecular biology, diagnostic techniques, and pharmacology,
we now possess a more comprehensive understanding of the
disease and a more advanced arsenal.”’ The inflammatory
condition known as gout is typified by the build-up of
monosodium urate (MSU) crystals in the tissues around the
joints. More recently, quantum leaps in molecular biology,
diagnostic modalities, and pharmacology have given us a
deeper understanding of the disease and a more advanced
toolkit. The inflammatory condition known as gout is
typified by the build-up of MSU crystals in the tissues around
the joints. The condition hyperuricemia is the cause of gout.
When the serum URAT/SUGAR levels, a histopathologic
disease known as gouty nephropathy comprises renal
associates, interstitial fibrosis, and glomerulosclerosis. Focal
interstitial urate crystal deposition is frequently present as
well as levels above 404 mol/L, or 6.8 mg/dL. Around the
pH and temperature saturation point for urate solubility at
physiological values.'®! The last product of endogenous and
dietary purine metabolism is urea. In the past, the situation
was connected to men’s Food that is essentially low in urate,
which is mostly created in the liver and, to a lesser amount,
in the small intestine’s kidneys. Gout can eventually result
in joint degeneration and is the cause of repeated acute,
excruciatingly painful arthritis. Numerous other comorbid
illnesses, chief among them cardiovascular disease, and
chronic kidney disease (CKD) interact with gout.!”! The main
characteristic that set apart gout treatments until recently was
their scarcity. Furthermore, even though “old” conventional
medications like colchicine have been around for decades,
their optimal use has just recently been determined by
randomized controlled trials.''” In the past, ordinary practices
have frequently misused colchicine. The same is true with
allopurinol, which, despite new data, is still thought to be
refractory in many patients. When its dosage is appropriately
adjusted, the majority of patients can reach the specified
urate target of 360 M (6 mg/dL). Gout is more common as
people age and as their level of hyperuricemia increases.
The first metatarsophalangeal joint is the most frequently
affected by gout. Patients usually have intermittent attacks,
with no symptoms between acute episodes.''! However,
chronic tophaceous gout can occur in persons with persistent
hyperuricemia, who often have swollen, nodular joints with
variable but persistent discomfort or stiffness.

HISTORY

The accumulation of uric acid crystals in the afflicted joints
is the primary cause of gout. Purines are a waste product that
the body makes on its own and is found in many different
foods. Purines break down to form uric acid. Elevated
blood uric acid levels are seen in gout patients due to either
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excessive uric acid production or insufficient renal clearance
into the circulation.[' An overabundance of uric acid causes
needle-like, sharp crystals to form in the joints, which in
turn triggers the gout attack’s characteristic inflammatory
process. An overview of time’s past. The idea of an endless
tower of tortoises supporting the Earth’s flat crust is among
the more fanciful yet historically fabricated myths he
contrasts with contemporary scientific theory. Legends and
historical information abound in medical history. One of the
uncommon rheumatic diseases that have attracted attention
from people in all walks of life is gout.'*! Gout has a lengthy
and illustrious history that dates back thousands of years.

Because of its historical link to overindulgence in fatty foods

and alcohol, gout is sometimes referred to as the “disease of

kings” or “rich man’s disease”. This is a synopsis of gout’s
past:

1. Historical antiquity: For ages, people have been aware of
gout. It is believed to have been described in ancient Egypt
around 2600 BC. Renowned Egyptian physician Imhotep
is said to have discussed something resembling gout.!'*!

2. Ancient Greece and Rome: Gout was known to the
Greeks and Romans of antiquity. In the fifth century BC,
Hippocrates, the “Father of Medicine,” wrote about it.
Seneca the Younger, a Roman author and philosopher
from the first century AD, is claimed to have suffered
from gout and to have written about his agonizing bouts.

3. Middle ages: During the Middle Ages, gout was common
among European nobility. Because gout was thought to
be a disease exclusive to the wealthy, it was linked to
excessive eating of meat, wine, and rich meals. Famous
historical individuals such as Henry VIII of England,
who ruled from 1509 to 1547, are thought to have
suffered from gout.

4. 18" century: Gout gained increased recognition in
medical literature in the 18" century. It was recognized
as a distinct medical entity. The word “gout” comes from
the Latin word “gutta,” which means “a drop.” This
may allude to the theory that gout is caused by humoral
substance drips.['!

5. 19" century: Our comprehension expanded along with
science and medicine, with gout. The identification
of uric acid as the cause of gout was a major finding.
Antoine Lavoisier, a French chemist, found that uric acid
was the primary cause of gout in 1797. This cleared the
path for a more thorough understanding of the disease.

In the 20" century, more research was done on the causes
and treatments of gout. Drugs for the treatment of gout
were developed, including colchicine and allopurinol. These
medications continue to be essential components of the
modern gout treatment plan.[” It is now associated with more
than just overindulging in high-fat foods and drinks. Current
research is being done on the causes, mechanisms, and
available therapies of gout.!'s! Gout’s history is extensive and
diverse, ranging from its early connotations of luxury and
extravagance to a deeper comprehension of its fundamental
causes and successful treatment. Millions of individuals




worldwide are still affected by it, and continuous research is
expanding our understanding of this long-standing ailment.!'*!

STAGES OF GOUT

Typically, gout develops in stages, with varying clinical
characteristics and disease severity levels defining each
stage. The gout phases consist of:

Hyperuricemia

The absence of symptoms or clinical markers is a hallmark
of the early stages of gout. Hyperuricemia is the term used to
describe elevated blood levels of uric acid.l' Aat present, the
levels of excess uric acid are higher than the saturation point
even though it has not crystallized or caused any symptoms.
Before hyperuricemia progresses to the next stage, it may
take many years.

Primary hyperuricemia and gout with no associated condition
under secretion of uric acid (80) Idiopathic I1I. Overproduction
of urates (10-20%). Deficiency in HGPRT V. Overactivity
of PRPP synthetase. Pyrophosphate of phosphoribosyl
Secondary hyperuricemia and gout with identifiable
associated condition Emerge while undergoing treatment for
other illnesses (chemotherapy, lymphomas, and leukemia).
A few medications (ethacrynic acid, furosemide, and thiazide
diuretics) Hemolyticanemia, psoriasis, lymphoproliferative
illnesses, diabetic ketoacidosis, and lead poisoning are a few
conditions. Obesity, hypoxemia, and hypoperfusion as dual
mechanisms

1. Asymptomatic hyperuricemia: Individuals in this stage
have increased uric acid levels but no gout symptoms
or attacks. Not all cases of asymptomatic hyperuricemia
will progress to symptomatic gout, and gout at this stage
can also be protracted.!'”)

2. Acute gout (gout flare): The sudden onset of intense
pain, swelling, redness, and warmth in a joint,
commonly the big toe (podagra), is the hallmark of
acute gout, though it can also affect other joints.!'"® This
stage is typically associated with gout. Gout attacks
can be brought on by stress, alcohol consumption,
and dietary choices, among other factors. While acute
outbreaks of gout might go away on their own, if left
untreated, they often recur.

3. Intercortical phase: After a severe gout attack, the patient
is in the intercortical period, during which there are no
symptoms. However, urate crystals may still accumulate
in the joints if hyperuricemia is left untreated, raising the
possibility of more gout attacks.!'”!

4. Chronic gout (tophaceous gout): Untreated or incorrectly
managed gout can lead to this severe stage of the disease,
which is also known as tophaceous gout. Tophi are
visible urate crystal deposits that form in joint spaces,
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other tissues, and subcutaneously. These tophi can cause
deformities, skin ulceration, and joint injury. Chronic
gout is a more severe and debilitating form of the
illness.”

Remember that not everyone with hyperuricemia has
gout symptoms and that each stage’s duration may differ
significantly from person to person. Effective gout treatment,
which includes medication and lifestyle modifications,
can lower the risk of tophi formation and chronic gout by
slowing the progression of the disease and improving its
symptoms. It is essential to regularly check uric acid levels
to evaluate the efficacy of therapy and make any required
adjustments.?”

ETIOLOGY

A kind of inflammatory arthritis known as gout is typified
by the accumulation of uric acid crystals in soft tissues
and joints. Gout management and prevention require a
thorough understanding of the genesis and pathology of this
excruciating ailment.

The causes or etiology:

1. Uric acid metabolism: Gout is primarily caused by
imbalances in the metabolism of uric acid. Purines are
a waste product that the body naturally creates and
can be found in some meals. Purines are also broken
down by it into uric acid. Patients with gout often have
either impaired renal clearance of uric acid or increased
production of uric acid.?”

2. Genetics: A person’s genetic composition may contribute
to their propensity for gout. Genetic predispositions
can make certain people more susceptible to gout and
elevated uric acid levels.

3. Dietary factors: Excessive consumption of alcohol,
particularly beer and spirits, high-purine meals, and
a diet heavy in fructose-sweetened beverages have all
been linked to increased uric acid levels and gout. Food-
related factors can trigger or exacerbate gout attacks.*”)

Obesity

Obesity and gout incidence are related. Two effects of being
overweight that could boost uric acid levels include increased
production of uric acid and decreased excretion.

Pathology (mechanism)

(1) Uric acid crystal formation: The bloodstream may create
urate crystals when uric acid levels are high. These
crystals, which are frequently needle-shaped, can build
up in the tissues around tendons and joints

(2) Inflammation: An inflammatory reaction is brought
on by urate crystals in the joints. Because the immune




system perceives these crystals as foreign intruders,
inflammatory cytokines are released, and white blood
cells are drawn in. This leads to the classic gout
symptoms: excruciating joint pain, warmth, redness, and
swelling !

(3) Acute arthritis attacks: Gout is indicated by severe
flare-ups of arthritis that happen often. The afflicted
joint becomes quite painful and inflamed during a gout
episode. It might occasionally be difficult to feel the
weight of a bedsheet due to the extreme pain.*

(4) Joint damage: If gout is not properly treated, uric acid
crystal deposition and recurrent inflammation can
eventually cause erosion and deformity in the joints.

Comprehending the pathophysiology and etiology of gout is
essential to its therapy. Lowering blood uric acid levels to
prevent more attacks, reducing inflammation, and providing
pain relief during acute episodes are all part of gout therapy
regimens. Medication, dietary modifications, and lifestyle
alterations are all necessary for the effective therapy of this
illness. In the end, treating the fundamental mechanisms and
causes of gout necessitates a thorough strategy.!!!

The kidneys are mainly responsible for excreting uric acid,
which is the main by product of purine catabolism. Gout
can be brought on by one of three things: Increased uric acid
synthesis; decreased kidney uric acid excretion; or increased
consumption of purine-containing foods.” Purines are
present in foods including shellfish, red and organ meat,
and beverages with fructose. The body converts purines into
uric acid. Obesity and increased uric acid production are
frequently associated. Overindulgence in drinking is another
risk factor.

A high purine diet has very little influence on uric acid levels.
Prolonged fasting or strong alcohol consumption can cause
hyperuricemia by increasing the formation of keto acids,
which impede the elimination of uric acid. Extended reduced
excretion of uric acid can be caused by both metabolic
syndrome and renal failure.*

SIGNS AND SYMPTOMS

The signs and symptoms of gout are often acute and can vary in
intensity. They typically manifest suddenly and are often referred
to as “gout attacks.” The primary symptoms of gout include:

e Severe joint pain: One of the most excruciating feelings
a person can experience is the sharp, excruciating joint
pain associated with gout attacks. The pain is commonly
felt in the big toe joint, and it usually begins suddenly.
However, other joints such as the fingers, wrists, ankles,
and knees can also be impacted by gout.

e Inflammation: The affected joint becomes red, swollen,
and heated to the touch. This is brought on by the body’s
inflammatory response to the urate crystals in the joint.>

e Limited range of motion: The pain and swelling may
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cause the affected joint to have limited mobility and
range of motion. Discoloration of the skin: The skin
surrounding the afflicted joint may seem reddish or
purple during a gout attack.

e  Tenderness: Because the joint is so sensitive to touch,
even very little pressure can cause terrible pain.

e Sudden onset: The worst of the pain usually happens
within a few hours after a gout attack, which often
happens suddenly. Most assaults take place at night.

e  Resolution: If therapy is not obtained, gout attacks may
remain for several days to weeks, even if they may
resolve on their own. Repeated hits over time may cause
joint degradation even though the joint may heal from
the trauma. It is important to keep in mind that gout can
affect many joints in the body and that symptoms might
vary from person to person. Gout attacks can happen
to some persons infrequently or gently, while they can
happen frequently and severely to others. Gout can
progress to chronic gouty arthritis, which can lead to
joint damage and deformity if left untreated.!**!

If you believe you may have gout or if you have these
symptoms, it is recommended to consult a physician. Gout
can be diagnosed through physical examination. To prevent
gout attacks in the future, they may also advise taking
medicine to reduce uric acid levels, and manage pain, and
inflammation. Gout management and prevention might also
benefit from dietary and lifestyle changes.?*!

Diagnosis

Clinical examination, medical history, and particular
laboratory testing to verify the presence of urate crystals
in the afflicted joint or tissues are used in the diagnosis of
gout. An outline of the procedures usually involved in gout
diagnosis is provided below:

Clinical evaluation

Medical history

Your physician will look at your past health, including any
family history of gout or other disorders affecting the joints.
They will also inquire about the kind of pain and inflammation,
the length of your symptoms, and any particular triggers or
trends.?¥

LABORATORY TESTS

Arthrocentesis, or joint aspiration: this operation is usually
performed to provide a conclusive diagnosis of gout. A tiny
sample of synovial fluid—the fluid that lubricates joints—
is taken out of the afflicted joint during this treatment.
Because joint aspiration makes urate crystals visible, it is the
gold standard for diagnosing gout. Under a polarized light




microscope, urea crystals can be identified from other crystals
due to their negative birefringence and frequent needle-like
morphology.?

Blood uric acid level

Although a higher chance of developing gout is associated
with elevated blood uric acid levels, a high uric acid level
does not guarantee a diagnosis of gout because not all people
with hyperuricemia go on to develop gout. However, as part
of the diagnosis, a uric acid measurement blood test of acid
levels could be carried out. Imaging:?¥ Imaging tests like
X-rays may be carried out to assess the extent of joint damage
or to rule out conditions such as osteoarthritis or rheumatoid
arthritis that may mimic the symptoms of gout.

Removal of other causes

Gout may be misdiagnosed or coexist with other forms
of arthritis. Consequently, your physician may consider
alternative diagnoses and rule out conditions exhibiting
similar symptoms.*!

Medical history and symptoms

The diagnosis will also be influenced by your clinical history and
the existence of traditional gout symptoms, which include sudden
onset of severe joint pain, inflammation, redness, and swelling.?

Surprisingly, the most reliable indicator for a diagnosis of
urate crystals in synovial fluid arthritis. Seeking a medical
practitioner for a comprehensive evaluation and diagnosis is
crucial if you suspect you may have gout or are experiencing
symptoms. Early diagnosis and treatment are key to managing
and preventing gout in the future.!

LABORATORY DIAGNOSIS OF GOUT

Gout can be diagnosed in a lab setting by looking at synovial
fluid from a joint that has been impacted by the disease and,
in certain cases, by testing blood uric acid levels.?” The
primary tests for gout diagnosis are as follows:

Serum uric acid level

The most common initial test for the diagnosis of gout is a
blood uric acid level test. Elevated blood uric acid levels, or
hyperuricemia, are not a reliable marker of gout on their own
since some individuals with high uric acid levels never develop
gout, and other individuals with gout may experience normal
uric acid levels during an acute episode.?”! A high uric acid
test, however, may help confirm a gout diagnosis, especially
if there are other clinical indications and symptoms present.
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In synovia fluid analysis

The gold standard for diagnosing gout is to look at the synovial
fluid from an afflicted joint. Joint aspiration is a procedure in
which a physician takes a sample of synovial fluid from the
afflicted joint using a needle. After that, the fluid is looked at
under a microscope. Urate crystals seen in synovial fluid are
indicative of gout. Under polarized light, urea crystals take on the
appearance of needle-shaped, negatively birefringent crystals.?”

Total cell count

During a gout attack, an increased white blood cell count is
frequently interpreted as an indication of inflammation. The
body’s level of inflammation is determined by two blood
tests: The C-reactive protein (CRP) and the erythrocyte
sedimentation rate (ESR).?”! Elevated ESR readings over
normal and Gout attacks frequently involve inflammation,
which CRP can indicate.

Imaging

To determine the degree of joint damage or rule out other
joint disorders that could resemble gout, X-rays or other
imaging methods may be utilized.

It is crucial to remember that a clinical examination is
utilized in conjunction with test outcomes to diagnose gout.
The patient’s medical history, symptoms, and pattern of joint
involvement are all taken into account during this evaluation.
People with gout do not usually have hyperuricemia or high
blood levels of uric acid.l?”

When diagnosing gout, it is important to consider differential
diagnoses like other inflammatory arthritis or pseudogout,
which is caused by calcium pyrophosphate crystals.®
Therefore, getting a comprehensive assessment. Hence, a
medical professional’s diagnosis is crucial, and the clinical
picture as a whole—rather than merely the test results—
should dictate the treatment plan.

TREATMENT OF GOUT

Typically, gout treatment consists of controlling acute
attacks, avoiding new attacks, and treating hyperuricemia, or
increased uric acid levels, the underlying cause of gout. An
outline of gout treatment approaches is provided below:

Drugs for severe gout attacks

Non-steroidal anti-inflammatory medicines, or NSAIDs,
can help reduce pain and inflammation during an acute gout
attack. Examples of NSAIDs are ibuprofen, naproxen, and
indomethacin.




Colchicine

This anti-inflammatory medication can help lessen pain and
inflammation during gout attacks. In addition, small doses
are frequently given as a preventative measure.*”!

Corticosteroids

When NSAIDs and colchicine are not well-tolerated
or effective, corticosteroids might be used to relieve
inflammation. These can be injected into the injured joint,
either orally, or intravenously.

Drugs that cause uricosuria

Probenecid.

Benzoic acid is highly soluble in lipids and prevents urate

from being reabsorbed in the proximal tubule by obstructing

bidirectional transport.

e  Pk: t1/2 life that depends on the dose

e Dosage: 250-500 mg b.d., along with lots of fluids and
urine alkalinization.

Uses

e Prolonged gout treated for the first 1-2 months with
NSAIDs and colchicine.

Sulfinpyrazone

Uses: Chronic gout
Doses: 100-200 mg BD, gradually increased according
to response.

e Related to phenylbutazone, it is a pyrazolone derivative
that inhibits tubular reabsorption of uric acid at
therapeutic doses

e Its activity is synergistic with probenecid.

Benzbromarone is a reversible inhibitor of tubular

reabsorption with an effective dose of 60-80 mg/day. It

is used in people allergic to probenecid or sulfinpyrazone.

It is never a more potent uricosuric medication. It is more

effective when used in conjunction with allopurinol %

a) Treatment for urate lowering (ULT): Reducing blood
uric acid levels is the main objective of long-term gout
care to avoid further gout attacks and consequences.
ULT drugs consist of:

e Allopurinol: This drug is frequently used as the first
line of treatment for gout since it prevents the body
from producing uric acid.

e  Febuxostat: It lowers the synthesis of uric acid, just
like allopurinol.

e Probenecid: Probenecid causes the kidneys to
excrete more uric acid.

b) A medicine called politicize is used to treat gout, a kind
of arthritis brought on by an accumulation of crystals of
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uric acid in the joints. It functions by converting uric acid
into a form that the body can readily eliminate. Usually
administered as an infusion every 2 weeks, politicize can
assist in lessening the occurrence and intensity of gout
episodes. When using politicize, it is critical to carefully
follow your health-care provider’s instructions."!

NON-PHARMACOLOGICAL TREATMENT

Steer clear of foods high in purines, such as meat, seafood,
and sugary soft beverages.

Steer clear of alcohol; engage in interval training; stay away
from uric acid excretion-lowering medications; use topical
ice; seek patient counseling; hydrate; have surgery; remove
tophi; fuse joints; and replace joints.*?

IMPACT OF DRUG TREATMENT ON GOUT

Lowering uric acid levels is the usual goal of gout medication,
both to avoid further attacks and to minimize discomfort
during acute episodes. These medications have the potential
to be very successful, but they may also have unfavorable
effects.**) Gout patients and their medical providers must
work closely together to monitor and manage these side
effects. The list of popular gout remedies that follows
includes any potential side effects.

Non-steroidal anti-inflammatory medications or NSAIDs.

For gout, NSAIDs like ibuprofen and indomethacin are
commonly recommended.

Possible adverse effects include elevated blood pressure,
heartburn, ulcers, and gastrointestinal bleeding. Prolonged
use may result in renal issues.[¥

Coccidioides
Colchicine is used to treat and prevent gout episodes.

Side effects may manifest as gastrointestinal symptoms.
Such as stomachaches, diarrhea, and nauseahurt. Increased
dosages could have more detrimental consequences such as
weakening and muscle damage.?!

Glucocorticoids

During gout attacks, corticosteroids such as prednisone are
used to lessen inflammation.

When taken over an extended period, possible adverse effects
include mood swings, weight gain, high blood pressure, high
blood sugar, and osteoporosis.’*®!




Urate-Lowering Medication (Febuxostat, Allopurinol, etc.).

These medications aid in reducing uric acid levels to stop
gout flare-ups.

Skin rashes and, in rare cases, severe hypersensitivity
reactions are common side effects. When allopurinol is first
started on treatment, it might also trigger a gout flare-up.”

Probenecid is used to prevent gout episodes and enhances the
excretion of uric acid.

Kidney stones, gastrointestinal issues, and hypersensitivity
reactions are examples of side effects.®!

Glamorises

The treatment for severe, refractory gout is politicized and
aids in the breakdown of uric acid.

Serious infusion responses and the formation of drug-specific
antibodies are examples of possible side effects.[”

The IL-1 inhibitor anakinra
Sometimes anakinra is used to treat uncontrollable high gout.

Reactions at the injection site and an elevated risk of
infections are examples of side effects.

It is crucial to remember that some people can tolerate these
drugs quite well, and not everyone will have these adverse
effects. The degree of gout, the existence of coexisting medical
disorders, and the patient’s general health will all influence
the medication selection and fit for that particular patient."!
Patients with gout should notify their health-care physician
as soon as they develop any negative effects. Together, they
can modify the treatment strategy or investigate different
approaches to successfully manage the illness while reducing
adverse consequences.”

LIFESTYLE AND DIETARY CHANGES

Dietary adjustments
Reducing your intake of purine-rich foods such as red meat,

organ meats, seafood, and alcohol will help lower your blood
levels of uric acid.[“%41]

Hydration

Maintaining enough hydration levels can aid in the body’s
removal of extra uric acid.*?
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Weight management

Since obesity raises the risk of gout, it is critical to maintain
a healthy weight.[*

Prevention and monitoring

Frequent monitoring

To make sure that uric acid levels stay within the target
range, periodic blood tests are necessary to monitor uric acid
levels.*4

Avoiding triggers

Recognizing and steering clear of things like specific drugs
and excessive alcohol use that might aggravate gout.*”!

SUPPORT FOR EDUCATION AND
LIFESTYLE

Patient education

It is imperative to enlighten patients on the etiology of gout,
strategies for lifestyle modification, and the significance
of taking medicine as directed. Joint Protection: During an
acute attack, it is imperative to rest and protect the affected
joint. Following an attack, joint mobility can be restored
with the aid of physical therapy and exercise. Patients with
gout need to work together with their doctors to create a
personalized treatment plan that takes into consideration
their individual needs and medical history. In addition to gout
care, medications, and lifestyle changes are often utilized
to prevent long-term joint damage and future flare-ups. In
addition, managing underlying medical conditions such as as
hypertension and metabolic syndrome can improve overall
health and reduce the risk of gout complications. ¢

RISK FACTORS OF GOUT

Gout is influenced by a combination of genetic, lifestyle, and
dietary factors. Several risk factors increase the likelihood of
developing gout. These risk factors include:

*  Gender: Men are more likely than women to develop
gout, especially in younger age groups. After menopause,
women have a higher chance of developing gout, albeit it
is still lower than in men.*”!

Age: As people age, their risk of gout typically rises.
The risk increases with age, with those over 40 having a
higher chance of developing it.[**]

*  Genetics: Gout risk may be significantly influenced by
family history. You could be more likely to get gout if
you have family members who have the illness.[*”]

» Dietary factors: Several food practices, including the




following, may aggravate gout:

e High-purine diet: Certain foods naturally contain
molecules called purines. Uric acid levels can rise from
a diet heavy in purine-rich foods such as organ meats,
shellfish, red meat, and some alcoholic beverages (like
beer).5"

*  Fructose: Consuming large amounts of fructose, which
comes mostly from sugary drinks, might boost the risk
of gout and cause an increase in the formation of uric
acid.b!

*  Alcohol: Drinking too much alcohol, especially beer and
spirits, can cause uric acid levels to rise and increase the
risk of developing gout. Moderate wine drinking seems
to be less associated with gout.>

*  Obesity: An increased incidence of gout is linked to
being overweight or obese. Increased uric acid synthesis
and reduced excretion might result from excess body
weight.[

*  Hypertension (high blood pressure): Gout is predisposed
to high blood pressure. Several drugs used to treat
hypertension have the potential to increase uric acid
levels.B>

*  Kidney disease: Gout risk is increased by reduced uric
acid excretion resulting from CKD or kidney failure.?

*  Drugs: Certain drugs, such as low-dose aspirin and
diuretics (used to treat illnesseslike hypertension or heart
failure), can increase uric acid levels and increase the
chance of developing gout.*®

»  Lead exposure: Lead poisoning or occupational exposure
to lead can raise the risk of developing gout.P”

*  Medical disorders: A higher risk of developing gout is
linked to certain medical disorders, including diabetes
and metabolic syndrome.>®

It is crucial to remember that having one or more of these risk
factors does not ensure that a person will get gout. Gout is a
complicated ailment that frequently develops as a result of
several different circumstances. Addressing these risk factors
through dietary adjustments, lifestyle adjustments, and, when
required, medication are all part of managing gout. Consider
talking to a health-care professional if you are worried about
your chance of developing gout. They may offer advice
management and preventative suggestions.*¢

CONCLUSION

A common problem in contemporary medicine is gout, a
historical ailment associated with heredity and lifestyle.
Although patient outcomes have improved due to
advancements in diagnosis, therapy, and pathophysiology,
obstacles still exist, such as comorbidities, treatment
adherence, and access to care. Research into new treatments,
public awareness campaigns, and a multidisciplinary
approach are all necessary to address these problems. To
lessen the effects of gout and improve the lives of those who
are impacted, ongoing efforts are necessary.
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