
www.ejpmr.com        │        Vol 12, Issue 8, 2025.         │        ISO 9001:2015 Certified Journal         │ 

 

 

Verma et al.                                                                    European Journal of Pharmaceutical and Medical Research 

 

 

116 

 

 

 

A COMPREHENSIVE REVIEW OF CAUSES, SYMPTOMS, AND TREATMENTS OF 

GOUT 
 
 

Dr. Dev Prakash Dahiya, 
*
Manjula Verma, Anchal Sankhyan, Bhavneshwari Devi, Palak Kumari  

 

India. 

 

 

 

 

 

 
Article Received on 10/06/2025                                   Article Revised on 30/06/2025                               Article Accepted on 21/07/2025 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

INTRODUCTION 

Gout is a type of inflammatory arthritis that occurs when 

uric acid crystals accumulate in the joints, leading to 

sudden and intense episodes of pain, swelling, and 

redness. Normally, the kidneys filter and excrete the uric 

acid in urine, but if this process is exaggerated or the 

filtering mechanism of the kidneys is underperformed to 

remove the majority of it from the body, then uric acid 

builds up in the bloodstream, causing its sharp crystals to 

lodge in joints. Gout most frequently affects the large 

toe, although it can be found in all other joints. The 

condition generally presents as a sudden attack of intense 

pain often at night along with swelling, warmth, and 

redness over the affected region. These episodes are 

referred to as gout flares that can last anywhere from 

hours to days, and typically the joint would return to 

normal between flares. While gout can affect anyone, it 

is more common in men and typically develops in middle 

age. Risk factors for developing gout include obesity, 

high blood pressure, diabetes, excessive alcohol 

consumption, and a diet rich in purine-containing foods, 

such as red meat, shellfish, and alcohol, particularly beer. 

Usually, the management of gout would include drugs 

taken to reduce the pain and inflammation during flare-

ups and long-term treatments that aim to lower the uric 

acid levels in the body. Changes in lifestyle like 

maintaining a healthy diet, keeping fit, adequate 

hydration, avoiding alcohol, and purine-rich foods also 

play a significant role in preventing the occurrence of a 

gout attack.
[1-2]

 

 

Cause: Gout is primarily a result of an accumulation of 

uric acid crystals in the joints, which either occurs due to 

overproduction of uric acid or a reduced excretion 

ability. Uric acid is a byproduct of the breakdown of 

purines, found in some food items and within the cells of 

the body itself. Normally, uric acid is excreted through 

the kidneys via urine. But when the uric acid level 

excreted by the kidneys is inadequate, or the amount 

produced in the body exceeds this figure, then levels of 

uric acid increase to hyperuricemia. Should these levels 

build up too far, uric acid creates pointed, needle-like 

crystals, which may form in the joint, provoking 

inflammation and extreme pain as experienced during an 

attack of gout. Contributory factors include dietary 

habits: foods high in purines increase the production of 

uric acid; examples include red meat, shellfish, and 

alcohol. Obesity also plays a significant role. Excess 

weight leads to increased cell turnover and impaired 

kidney function. Further, genetic predispositions can lead 

people into developing hyperuricemia because some 

gene mutations happen to affect uric acid metabolism. 

Medical conditions like hypertension, kidney disease, 

and diabetes, along with medications such as diuretics, 
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further reduce the body's ability to excrete uric acid. 

Other risk factors include dehydration, stress, and rapid 

changes in uric acid levels, which can trigger gout 

attacks. Ultimately, gout is a multifactorial disease that 

involves lifestyle choices and underlying health 

conditions, and the only way for individuals to prevent 

recurrent flare-ups is by managing their uric acid 

levels.
[3-5]

 

 

Symptoms of gout: Gout is a form of inflammatory 

arthritis caused by uric acid deposits in the joints. 

Symptoms vary, but the common ones are: 

 

1. Severe Joint Pain 

The discomfort becomes acute; more specifically: in the 

big toe or other joints, like the knees, ankles, elbows, 

wrists, and fingers. Gout is characterized by sudden and 

overwhelming pain in the joints of the body, most 

commonly beginning from the big toe and sometimes 

affecting the knees, ankles, elbows, and wrists as well. 

The process is mostly sudden and occurs at night, 

escalating to an unbearable state of pain within hours. 

Usually, this extreme pain goes along with local 

attributes like redness, swelling, warmth, and tenderness 

elicited by the palpation of the affected joint, such that 

even the lightest pressure becomes unbearable. There is 

often a shiny, stretched appearance of the skin over the 

joint. The affected joint may also be stiff and have a 

wide range of motion limitations. 

 

In some cases, especially when gout becomes chronic, 

lumps around the affected areas called tophi appear 

under the skin because of the uric acid crystals build-up. 

These can occur around joints and sometimes around the 

auricles or the elbows. Sometimes, but not invariably, a 

fever may accompany a gout attack and worsen it. The 

symptoms occur due to high uric acid in the blood, which 

leads to the formation of sharp crytals and deposits in the 

joints causing severe inflammation and pain. Unattended 

attacks run from several days to several weeks long with 

repeated attacks potentially resulting in joint injuries 

unless managed well. The intensity of the pain will be 

such that you may describe it as severe or sharp. Even 

the bed sheet may cause intolerable pain when lying over 

the feet due to the patient suffering from gout.
[6]

 

 

2. Swelling and Redness 

Swelling of the involved joint may result due to the 

inflammation caused by uric acid crystals, red and hot to 

the touch. The classic signs of a gout attack are swelling 

and redness due to inflammation produced by the 

deposition of uric acid crystals in the affected joint. The 

joint becomes visibly swollen, often with a puffy 

appearance, due to a substantial accumulation of fluid in 

the area. Accompanying the swelling is a deep and 

intense redness that gives it a shiny, inflamed 

appearance. The skin in the affected area feels warm 

while the redness is often so pronounced that it extends 

beyond the joint itself. The swelling and redness arise 

from an immune response to the uric acid crystals: 

inflammation is triggered that causes blood vessels to 

dilate and plasma and blood to leak into tissues 

surrounding the affected joint. This process leads to the 

swollen, hot, and visibly irritated appearance of the 

affected joint. Swelling and redness are usually well 

developed at the beginning of the attack, and they may 

interfere with the movement of the joint. The skin 

surrounding the joint might appear shiny. 

 

3. Decreased Motion Range 

When the inflammation stages worsen, your affected 

joint might have a decreased range of motion. This was 

painful or difficult to move. During an episode of gout, 

the joint affected tends to lose range of motion because 

of pain, swelling, and inflammation. When uric acid 

crystals accumulate in the joint, the body responds with 

an inflammatory reaction that makes the surrounding 

tissues swollen and stiff and restricts the normal motion 

of the otherwise free moveable joint, causing extreme 

pain and even paralysis. There is pain and tightness 

experienced while bending, straightening, or attempting 

to rotate, and in many cases, simple motion itself will 

evoke rather sudden, very acute pain. Such pain and such 

stiffness persist for the duration of the attack. A longer 

attack during a gout attack could mean irreversible 

damage to the one's joint, unfortunately causing further 

reduction in mobility as the years go by. This loss of 

motion can be quite debilitating, hampering the ability to 

perform simple everyday activities like walking, 

climbing stairs, or blindly reaching for an object. 

 

4. Tenderness 

Even slight pressure applied on the involved joint can 

become unbearably painful. This tenderness commonly 

occurs during a flare, where the intensity of pain can 

peak for several days. The characteristic tenderness 

associated with gout stems from the inflammation 

produced by uric acid crystals in the affected joint in 

which it becomes extremely sensitive to touch. 

Tenderness can become so extreme that even the 

pressure of a light bedspread or any slight brushing 

against the joint can trigger a sharp intense pain. This 

extra sensitivity directly results from the body's immune 

response against the uric acid crystals, which allows the 

tissues around the joint to become inflamed and 

hypersensitive. By the time the swelling and irritation of 

the joint have progressed, the skin over the area may feel 

warm and may even appear red or shiny, adding to the 

intensity of the discomfort. Pain generally processes in 

this area being localized, would be perceived as sore on 

touch even if it's not being moved actively. Tenderness 

may last the whole during the gout attack and sometimes 

even after the other symptoms have gone away, takes 

time to lessen. 

 

5. Fever (Occasionally) 

In some instances, however, a milder fever can occur 

should inflammation and pain start affecting functioning. 

This is the least common. Fever is not a common 

symptom of gout, but it may accompany an acute gout 
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attack if the inflammation is quite severe. An 

inflammatory response in the body may sometimes 

induce systemic effects in addition to mild fever, 

particularly when the body's immune system reacts to the 

uric acid crystals in the affected joint. This low-grade 

fever is normally mild and may occur with other classic 

gout symptoms, such as acute monarticular pain, 

swelling, and redness. A mild fever usually indicates that 

the body is fighting the inflammation and has already 

triggered an infection-like response by uric acid crystals. 

However, this is not an absolute sign of gout, and some 

people may even have a gout attack without any fever. If 

the fever is persistent and associated with chills or 

fatigue, a doctor should be consulted since this may 

signal a more serious complication requiring medical 

intervention to rule out other conditions. 

 

6. Tophi (Chronic Cases) 

Chronic gout can lead to the formation of tophi (solid 

lumps of uric acid crystals) under the skin, usually 

around joints or ears. During flare-ups, they may swell 

and be tender. Tophi are hallmarks of chronic gout and 

show up after numerous or prolonged attacks of gout. 

They are non-tender, firm swellings that form around and 

under the skin of the affected joints, usually around the 

elbows, fingers, or toes. They consist of small lumps of 

urate crystals that have built up over the years and 

normally develop when blood levels of uric acid have 

remained elevated and untreated for a considerable 

period.  

 

Normally painless, these lumps can however become 

painful or become acutely irritated when they press on 

adjacent tissues or joints. Over the years, tophi can 

become larger in number and volume, creating the 

possibility of joint damage and deformities. In some 

cases, tophi can even break through the skin, discharging 

a chalky, white substance of uric acid crystals. The 

presence of tophi indicates that gout is in a more 

advanced phase and serves as another reminder of how 

very important it is to control uric acid levels to avoid 

further complications and damage to the joints. 

 

7. Night Attacks 

Gout attacks often occur during the night or morning, 

sometimes waking the sufferer from his or her sleep due 

to the pain severity. Gout strikes typically at night. The 

pain is mostly acute, causing the sufferer to wake in the 

night from sleep. Exactly why attacks of gout should 

occur at night is one of the mysteries surrounding the 

disease, although it is believed that cool body 

temperatures and absence of the circulation could lead to 

easier formation and deposition of uric acid crystals in 

the joints. Night falls with the temperature of the body 

going down and the solubility of uric acid falls, making 

crystallization easier and igniting the inflammatory 

response. The excruciating pain usually peaks within a 

few hours, frequently starting as a sharp, throbbing 

sensation and escalates to verging on intolerable. The 

intense pain, swelling, and warmth in the joint in a night 

attack can be so overpowering that it makes it difficult to 

sleep, severely disrupting rest. This pattern of nocturnal 

flare-ups gives a strong indication for gout and is 

suggestive that a gout attack is not well-controlled or 

elevated uric acid levels are present. 

 

8. Recurring Episodes 

Someone that has experienced a gout attack remains at 

risk for further recurrent episodes in the future. Attacks 

can, however, become more frequent and last longer 

when left untreated. People who do not have control of 

uric acid in their body will have recurrent attacks of gout. 

These attacks usually come as flare-ups, when sharply 

formed crystals from the excess uric acid in the blood are 

deposited in the joint space and this results in an 

excruciating attack of pain, swelling, and inflammation. 

This could vary for different individuals, where some 

would have attacks in between a few months and others 

may have attacks less frequently.  

 

As the person continues with active gout attacks, the 

episodes will become more and more frequent and more 

serious if the underlying condition with uric acid is not 

being treated with life-style changes, dietary changes, or 

drug therapy. Periods of remission, during which no 

symptoms exist, may lie in between attacks, but even 

grave attacks can occur if the condition is not treated. 

There is progressive joint damage, tophi formation in the 

subcutaneous plane, and loss of function of the joint. 

Early treatment includes reducing the uric acid level or 

decreasing new deposits of uric acid in the joints. 

Reduction in both the frequency as well as severity of 

episodic gout attacks can improve the long-term outcome 

of the disease and lessens the development of 

complications medications to treat acute attacks are 

crucial to handle the sharp pain, swelling, and 

inflammation that can accompany an actual gout 

attack.
[7]

 

 

Treatment of Gout  

1. NSAID (Nonsteroidal Anti-Inflammatory Drugs) 

Mechanism of Action: Ibuprofen (Advil and Motrin) 

and naproxen (Aleve) are examples of NSAIDs that 

work by inhibiting the enzymes cyclooxygenase (COX-1 

and COX-2) responsible for the formation of 

prostaglandins, which are the mediators of inflammation, 

pain, and fevers. By inhibiting COX enzymes, NSAIDs 

reduce inflammation, relieve pain, and manage swelling 

in the affected joint. 

 

Effectiveness: This is often the first attempt to treat a 

gout attack because they are effective in quickly 

resolving pain and inflammation, particularly for mild to 

moderate attacks. They can allow a person to continue to 

perform activities involved in day-to-day living while the 

flare-up settles down. 

 

Side Effects: Effective as they are, NSAIDs risks 

include gastric illness (ulcers, bleeding), kidney 

dysfunction, or increased blood pressure, especially over 
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extended use or in a high dose. It is wise practice to heed 

usage instructions on the label, under the supervision of 

an experienced health care practitioner. 

 

COLCHICINE 

Mechanism of Action: Colchicine affects the 

inflammatory response in the gout process at the cellular 

level and in this way interrupts and inhibits the activation 

of certain immune cells, particularly the neutrophils in 

the inflammatory condition in lieu of gout and pain. 

Colchicine acts not to primarily lower uric acid levels but 

confers at least partial control of the acute inflammatory 

response brought out by the accumulation of uric acid 

crystals in the joints. 

 

Effectiveness: Colchicine is most useful when started 

early in a gout attack, preferably within the first 12-24 

hours of symptoms' onset. It's quite an effective remedy 

because the earlier colchicine is deployed, the less time 

the symptom will last and its overall intensity, 

 

Side Effects: Common side effects encompass 

gastrointestinal.  

 

The primary aim of prolonged treatment of gout is the 

reduction of uric acid levels in the blood: to prohibit 

further attacks, decrease the deposition of urates in the 

tissues, and lessen the possibilities for joint destruction. 

Namely, there are two main classes of drug therapies for 

this: uric acid-lowering drugs and uricosurics. 

 

2. Medications for Long-Term Management 

Uric-acid-lowering Drugs 
These are aimed to cut down the synthesis of uric acid 

which is the underlying factor of gout. They decrease 

deposition of urate crystals in joints, thereby lessening 

the episodes and attacks of gout. 

 

Allopurinol 

Mechanism of Action: Allopurinol inhibits the enzyme 

xanthine oxidase. The enzyme is responsible for 

changing purines in food such as meat and seafood to 

uric acid. Hence by inhibiting this action, allopurinol 

brings down uric acid concentration in blood. 

 

Effectiveness: Allopurinol is the most commonly 

recommended way of long-term management of gout and 

effectively reduces uric acid in blood consequently 

diminishing gout attacks and prevents any complications 

arising out of it like kidney stone formation or joint 

damage because of prolonged elevated uric acid levels. 

 

Side Effects: Commonly well tolerated, yet may cause 

nitrifying side effects including skin rash and GI 

disturbance, in some cases, rarely but severely, liver 

damage and other severe allergic reactions. It is also 

essential to conduct regular liver and kidney function 

tests from periodic blood withdrawals while on 

allopurinol. 

 

Dosing and Use: Normally treatment begins with a low 

dose, gradually increased until achieving an optimal 

serum urate. At this stage it is important to remember 

that allopurinol could instigate a gout flaring up for some 

weeks following its introduction while the uric acid 

crystal mobilization process is being carried out. 

Allopurinol is often initiated in conjunction with another 

drug such as colchicine to reduce inflammation. 

 

Febuxostat  
A xanthine oxidase asset, febuxostat reduces the product 

of uric acid and is considered an volition to allopurinol 

for people who can not tolerate it because of side goods 

or lack of a response.  

 

Effectiveness: Febuxostat has been proven to be as 

effective as allopurinol in lowering uric acid situations 

and precluding gout attacks but is considered a medicine 

of choice in cases with order problems, because it exerts 

lower impact on renal function. 

 

Side goods: Although febuxostat is generally permitted, 

some people witness similar side goods as liver 

problems, gastrointestinal issues, or certain cardiac side 

goods. Liver function tests should be performed 

regularly in cases taking febuxostat, especially with 

preexisting heart complaint.  

 

2. Uricosuric Agents: Uricosuric agents work by adding 

the excretion of uric acid through the feathers and 

therefore lowering the overall uric acid situations in the 

blood. Uricosurics are used substantially in cases of 

dogmatism or ineffectiveness of uric acid- lowering 

specifics- allopurinol or febuxostat. 

 

Probenecid 

Mechanism of Action: Probenecid prevents absorbtion 

of uric acid out of the renal tubules, thus promoting 

excretion in the urine. By promoting uric acid secretion, 

it lowers blood levels of uric acid and prevents the 

formation of uric acid crystals in the joints. 

 

Effectiveness: Probenecid is effective in reducing blood 

uric acid for the purpose of primary prevention against 

gout attacks. In practice, it's generally ordered when such 

agents as xanthine oxidase inhibitors, e.g. allopurinol, 

neither work properly nor are suitable. 

 

Side Effects: Gastrointestinal upset, headache, rash can 

be encountered with probenecid. It may also increase the 

risk of stones in the kidney by concentrating the uric acid 

in urine; thus, hydration is important to decrease the risk 

of stones. Rarely, allergic reactions or drug-drug 

interaction may occur. 

 

Dosing and Use: Probenecid is administered orally, 

typically requiring periodic monitoring of kidney 

function and uric acid levels in order to adjust the dosage 

appropriately. Patients are advised to stay overly 

hydrated to prevent acute elevation of urine uric acid 
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concentration which may predispose them to kidney 

stones and to follow the recommendations of their 

healthcare provider. 

 

3. Lifestyle Modifications: Behavioural modifications 

are at the core of drug strategies. While medications need 

to be prescribed for effective management of uric acid 

levels, applying changes in the fields of diet, hydration, 

weight, and physical activity goes a long way toward 

improving the quality of life and the outlook. These 

modifications include more specifics into diets changes: 

 

-Diet is key in the treatment of gout since certain foods 

are implicated in the increase of uric acid level in the 

blood, leading to flare-ups of the disease. Changing a 

diet can help manage the condition and reduce the risk of 

future attacks. 

 

-Limit foods containing high purine: Purines are 

naturally occurring compounds in foods that eventually 

break down into uric acid when they are metabolized, 

and these foods, when consumed in high amounts, can 

moderately increase uric acid in the blood. The 

approximate purine-rich foods to be lanced or curtailed 

include: red meats, organ meats, shellfish and seafood 

including shrimp crab lobster sardines anchovies 

mackerel among others, certain fishes including tuna 

trout. 

 

-Limit alcohol: Alcohol, whatever its kind, poses a clear 

and present danger as they bring about the elevation of 

uric acid, either by means of increasing uric acid 

production or by impairing uric acid excretion through 

the kidneys. Beer greatly qualifies since it is a high 

purine source. Drinking too much is generally 

discouraged to gout management purposes. 

 

-Limit sugar-sweetened beverages: Drinks sweetened 

with sugar such as sodas and juices with fructose have 

been known to elevate uric acid levels and associate with 

obesity, which is a contributing risk factor to gout; water, 

herbal teas, no-sugar-added drinks could be wise 

options.
[8-10]

 

 

Preventive Measures  

Monitoring the condition occasionally requires adhering 

to prescribed treatments for the condition. Hence, taking 

the necessary preventive steps will help people with gout 

ensure that flare-ups occur less frequently and are milder 

in severity, with a reduce risk of permanent joint 

damage. Here’s a detailed account of the preventive 

measures pertinent to managing gout. 

 

1. Regular monitoring 

Regular monitoring of uric acid levels is important in 

keeping track of treatment efficacy with the therapy's 

quick upward or downward adjustment. The control of 

uric acid levels is pivotal to containment of flare-ups in 

gout, which causes joint damage and sometimes the 

formation of tophi (urate crystals that deposit in soft 

tissues). 

 

Blood tests for measuring uric acid levels 

Regular blood tests should be done on people with gout 

to ascertain uric acid levels. The common practice is for 

the uric acid level to be lower than 6 mg/dL for the other 

majority. Periodic monitoring would allow/enable the 

doctor to evaluate how effective the present treatment 

protocol is in keeping uric acid levels under 

management. 

 

Blood tests are usually taken every 6-12 months, but they 

can be done more regularly if changes to a medication 

regimen are being made, particularly during the early 

stages of treatment. Follow-up testing helps ensure 

serum uric acid levels remain in the optimal treatment 

range and that timely changes are made to the treatment 

protocol if necessary. 

 

Adjusting drug treatments according to results 

If blood results indicate that uric acid levels remain high, 

medication can be adjusted by increasing doses of urate-

lowering medication (such as allopurinol or febuxostat) 

or adding extra medication (such as uricosuric agents) to 

enhance uric acid excretion. 

 

Furthermore, monitoring can also help with the detection 

of side effects, such as kidney impairment or problems 

with liver function, such that the dosing of medications 

can be adjusted. 

 

Urine tests 

In some cases, a 24 hour urine test may be ordered to 

check for urine uric acid excretion and to confirm the 

body's uric acid excretion process. If the kidneys don't 

clear enough uric acid, it may be necessary to adjust the 

medications or start another treatment. 

 

2. Follow-Up Medications 

Long-term maintenance with uric acid-lowering therapy, 

prescribed by a health care provider, is needed to avoid 

recurrent attacks, maintain uric acid levels, and prevent 

their complications. Adherence to the prescribed 

medication will help maintain a low uric acid level in the 

blood over time, thereby reducing the likelihood of flare-

ups and damage to joints. 

 

Uric Acid Lowering Medications 

Xanthine oxidase inhibitors, like allopurinol and 

febuxostat, are used to reduce uric acid production. They 

impede the enzymes responsible for producing uric acid 

and help keep its level in check. 

 

The uricosuric agents, like probenecid, help to excrete a 

greater amount of uric acid, thereby lowering the blood 

levels of uric acid. 

 

Maintain Consistency 
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It is vital to keep consistency in the administration of 

medications to prevent the sudden spike of uric acid that 

leads to flare-ups. A patient is expected to take all 

medications as prescribed even in the absence of 

symptoms since gout is chronic and needs continuous 

management. 

 

Not using medications as prescribed and stopping them 

prematurely (for instance, when the patient feels better) 

can recur symptoms. Gout-related treatment can usually 

be lifelong, and noncompliance may lead to a relapse. 

 

Combination of these Medications 

In other words, a combination of drugs may be used for 

control of uric acid levels if warranted. For instance, the 

doctor may start with uric acid-lowering medications and 

prescribe, for a short time, either an NSAID or 

colchicine, since once starting uric acid-lowering therapy 

patients may experience a flare-up. 

 

Monitoring for adverse reactions 

This side effect information enables the patient to be 

vigilant over the adverse side effects of his or her 

medicines and to refer any unusual signs and symptoms 

promptly to the treating physician. Sometimes, 

allopurinol may cause side effects like cutaneous 

reactions, digestive dysfunction, or hepatocyte damage. 

These problems can be noticed earlier by conducting 

scheduled follow-up checks, which should include blood 

counts. 

 

Long-term Benefits 

Following the uric acid lowering drugs, there would be 

significantly decreased gout attacks and avert long-term 

damage in joints. This can ensure that despite the high 

levels of uric acid, the complications of tophi (hard, uric 

acid crystals of deposits under the skin) and irreversible 

joint damage that may imperil mobility do not erupt. 

 

Effective long-term management can also help prevent 

kidney stones, which are another complication associated 

with high levels of uric acid.
[11-15]

 

 

CONCLUSION  

Gout is an arthritis condition characterized by its painful 

and complex presentation. It arises primarily due to the 

accumulation of uric acid crystals in the joints. Its causes 

are multifactorial, with genetic predisposition, dietary 

factors, obesity, and certain medical conditions all 

playing a significant role in its development. The 

hallmark symptoms of gout include intense joint pain, 

swelling, and redness, typically affecting the big toe, 

although other joints may be involved. 

 

Management of gout is a combination of lifestyle 

modifications, pharmacological treatments, and long-

term strategies to control uric acid levels. While acute 

gout attacks can be treated with medications such as 

NSAIDs, colchicine, or corticosteroids, the key is 

prevention of future episodes. This is achieved through 

medications that lower uric acid levels, as well as by 

making dietary changes, reducing alcohol intake, staying 

hydrated, and managing weight.
[16-17]

 

 

With early diagnosis, proper treatment, and following 

preventive measures, the lives of patients with gout can 

be significantly improved in quality and the flare-ups can 

be diminished. However, it is chronic in nature, thus 

management has to be followed continuously as well as 

education for lifestyle may continue on an ongoing basis 

to prevent further damage and complications to the 

joints.
[18]
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