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ABSTRACT: 

 

Anorectal diseases, including haemorrhoids, anal fissures, fistula-in-ano, rectal polyps, and rectal prolapse, represent a 

prevalent and clinically significant group of disorders that contribute substantially to global morbidity. While a range of 

office-based and surgical technical modalities (TE) exist for their management, there is compelling evidence that lifestyle 

factors are intimately linked to their etiology, symptomatology, and recurrence. This review synthesizes current literature 

on the role of modified lifestyle—particularly dietary habits, fluid intake, bowel practices, and physical activity—in the 

management of these conditions. We contend that a foundational regimen of high dietary fiber, adequate hydration, and 

the avoidance of straining is critical for both primary prevention and as an adjunct to technical interventions. A 

multidisciplinary approach that integrates proactive lifestyle counseling with standard medical and surgical care is 

essential to optimize patient outcomes, reduce recurrence rates, and alleviate the overall burden of anorectal diseases. 
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1. INTRODUCTION: 

 

Anorectal disorders constitute a major clinical and public health challenge, representing one of the most frequent reasons 

for consultation in both primary care and specialist gastroenterology and surgical practices worldwide [1]. The spectrum 

of these conditions, including haemorrhoids, anal fissures, fistula-in-ano, rectal polyps, and rectal prolapse, is associated 

with significant morbidity, causing symptoms such as pain, bleeding, pruritus, and incontinence that severely impact 

quality of life and daily functioning [2]. Epidemiological data suggest a lifetime prevalence of symptomatic haemorrhoids 

to be as high as 50% in the general population, while anal fissures account for a substantial proportion of patients 

presenting with anorectal pain [3, 4]. 

The pathophysiology of these disorders is multifactorial, but a common thread links many of them to functional bowel 

disturbances and increased intra-abdominal pressure. Key mechanisms include chronic constipation leading to excessive 

straining during defecation, prolonged sitting on the toilet, low-fiber diets, and conditions that chronically elevate pelvic 

pressure, such as obesity and heavy lifting [5, 6]. These factors contribute to vascular engorgement, trauma to the anal 

canal, and weakening of supportive connective tissues, creating a fertile ground for the development and exacerbation of 

various anorectal conditions. 

The clinical management of anorectal diseases has been revolutionized by advances in technical modalities (TE), including 

minimally invasive procedures like rubber band ligation, sclerotherapy, and infrared coagulation for haemorrhoids; 

pharmacological sphincter relaxation for fissures; and a range of sophisticated surgical techniques for fistulas and prolapse 

[7, 8]. However, while these interventions are highly effective at addressing the immediate structural pathology, they often 

represent a reactive approach that may not adequately target the underlying predisposing lifestyle and dietary factors. 

Without addressing these root causes, patients remain at a high risk of recurrence and may experience suboptimal long-

term outcomes [9]. 

Consequently, there is a growing paradigm shift towards recognizing lifestyle modification not merely as supportive 

advice, but as a cornerstone of evidence-based, comprehensive management [10]. Dietary interventions, particularly the 

adoption of a high-fiber intake coupled with sufficient hydration, have demonstrated efficacy in softening stool, reducing 

straining, and alleviating symptoms across multiple anorectal conditions [11]. Furthermore, behavioral modifications, 

weight management, and regular physical activity are increasingly recognized for their prophylactic and therapeutic roles 

[12]. 

This review aims to provide a comprehensive synthesis of the current evidence regarding the role of modified lifestyle in 

the management of common anorectal diseases. It will delineate the specific dietary, clinical features, and causes of each 

condition, explore the integration of lifestyle strategies with established TE modalities, and conclude by emphasizing the 

necessity of a holistic, patient-centered approach to achieve sustainable clinical success. 
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1.1 FISTULA-IN-ANO: 

Definition and Pathophysiology 

A fistula-in-ano is an abnormal, epithelialized tract connecting the anal canal or rectum to the perianal skin. It typically 

originates from an anorectal abscess, which is an infected cavity in the anal glands located in the intersphincteric space. 

When such an abscess fails to heal spontaneously or after drainage, it can persist as a chronic draining tract, forming a 

fistula [13]. The fundamental pathophysiology is described by the "cryptoglandular hypothesis," where an infection begins 

in the anal glands and tracks through various planes to reach the skin. 

 

Causes and Predisposing Factors 

While the majority (approximately 90%) of anal fistulas are cryptoglandular in origin, several other conditions can 

predispose an individual to their development [14]: 

1. Cryptoglandular Infection: The most common cause. 

2. Inflammatory Bowel Disease (IBD): Particularly Crohn's disease, where chronic transmural inflammation leads to 

fistula formation. 

3. Trauma: Obstetric trauma, surgical procedures (e.g., episiotomy, prostatectomy), or impalement injuries. 

4. Radiation Therapy: For pelvic malignancies. 

5. Infections: Tuberculosis, actinomycosis, and sexually transmitted infections like chlamydia and HIV. 

6. Diverticulitis: Or complicated diverticular disease. 

7. Malignancy: Rectal or anal cancer. 

 

Lifestyle and Dietary Factors: While lifestyle does not directly cause a fistula, certain factors influence the initial 

abscess formation and the post-operative healing environment. Chronic constipation or diarrhea can exacerbate perianal 

irritation and inflammation. In patients with Crohn's disease, dietary triggers that worsen underlying disease activity can 

indirectly promote fistula development and persistence [15]. 

 

Clinical Features 

The symptoms of a fistula-in-ano are often persistent and characteristic [16]: 

1. Persistent Discharge: Intermittent or constant purulent, serosanguinous, or fecal drainage from a perianal skin 

opening. 

2. Recurrent Abscesses: A history of a painful, swollen perianal mass that either drained spontaneously or required 

incision and drainage, followed by ongoing symptoms. 

3. Skin Irritation: Itching, erythema, and discomfort in the perianal skin due to chronic drainage. 

4. Pain: Typically less severe than with an acute abscess, but pain can occur if the external opening becomes blocked 

and re-accumulates pus. 

5. Palpable Tract: On physical examination, a cord-like structure may be palpable beneath the skin along the tract's 

path. 

 

Classification 

Fistulas are commonly classified using the Parks classification system, which describes the tract's relationship to the anal 

sphincter complex [17]: 

1. Intersphincteric: The tract travels within the space between the internal and external anal sphincters (most common, 

~70%). 

2. Transsphincteric: The tract crosses through both the internal and external sphincters. 

3. Suprasphincteric: The tract travels above the puborectalis muscle before descending to the skin. 

4. Extrasphincteric: The tract passes completely outside the sphincter complex. 

 

This classification is crucial for surgical planning to minimize the risk of incontinence. 

 

Technical (TE) Modality Management 

The primary treatment for fistula-in-ano is surgical, with the goal of eradicating the fistula tract while preserving fecal 

continence [18, 19]. 

1. Fistulotomy: Laid-open technique where the entire tract is unroofed and allowed to heal by secondary intention. This 

is the gold standard for low, simple fistulas (e.g., intersphincteric, low transsphincteric) with minimal sphincter 

involvement. 

2. Seton Placement: A non-absorbable suture (seton) is threaded through the tract. It can be a cutting seton (gradually 

divided through the sphincter over time) or a draining seton (left loose to maintain drainage and prevent recurrent abscess 

formation, often used in complex fistulas or those associated with Crohn's disease). 
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3. Advancement Flap: A flap of tissue (e.g., rectal mucosa) is raised and used to cover the internal opening of the fistula. 

This sphincter-preserving technique is used for higher, more complex fistulas. 

4. LIFT Procedure: Ligation of the Intersphincteric Fistula Tract. The tract is accessed and ligated in the intersphincteric 

plane. This is a sphincter-sparing technique for transsphincteric fistulas. 

5. Video-Assisted Anal Fistula Treatment (VAAFT): An endoscopic technique to visualize the tract internally, destroy 

the epithelial lining, and close the internal opening. 

6. Fibrin Glue & Collagen Plug: Biocompatible materials used to occlude the fistula tract. These have variable success 

rates but are minimally invasive and sphincter-sparing. 

7. Management of Crohn's-Related Fistula: Involves a combination of medical therapy (biologics like anti-TNF 

agents), seton drainage, and definitive surgery only after inflammation is controlled [20]. 

 

 
(Figure:1) 

 

Lifestyle Management (Adjunctive TE Modality) 

While lifestyle changes cannot cure an established fistula, they play a critical adjunctive role in symptom management, 

preventing complications, and optimizing post-operative recovery [21, 22]. 

1. Diet and Bowel Habit Regulation: The primary goal is to avoid constipation and hard stools that cause pain and 

trauma during defecation. A high-fiber diet (25-35 g/day) and adequate hydration (>2 L/day) are essential to produce 

soft, bulky stools that pass easily. Fiber supplements (e.g., psyllium husk) may be used. 

2. Perianal Hygiene: Gentle but thorough cleaning after each bowel movement is crucial. Using a bidet, a perianal 

cleansing bottle, or moist wipes can reduce skin irritation from drainage. Sitz baths are recommended for comfort and to 

keep the area clean. 

3. Underlying Condition Management: For patients with Crohn's disease, working with a gastroenterologist and a 

dietitian to identify and avoid dietary triggers is a fundamental part of controlling fistula activity. 

4. Post-Operative Care: Adherence to dietary and hygiene recommendations after surgery is vital for successful healing 

and preventing recurrence. 

 

1.2 ANAL FISSURE (FISSURE IN ANO) 

Definition and Pathophysiology 

An anal fissure, commonly referred to as a "fisher," is a small, longitudinal tear or ulcer in the lining of the anal canal, 

distal to the dentate line. The pathophysiology is characterized by a cycle of trauma and ischemia. The initial event is 

typically the passage of a hard, large stool, which causes a tear in the sensitive anoderm. This traumatic injury leads to 

sharp pain and reflexive spasm of the internal anal sphincter (IAS). The ensuing hypertonia further reduces blood flow to 

the posterior midline of the anal canal (a watershed area with inherently poor perfusion), creating a cycle of ischemia, 

impaired healing, and chronicity [23, 24]. 
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Causes and Predisposing Factors 

The primary cause of an acute anal fissure is local trauma to the anal canal. Key contributing factors include [25, 26]: 

1. Constipation and Hard Stools: The most significant and common cause. Straining during defecation with hard, bulky 

stool directly tears the anoderm. 

2. Diarrhea: Frequent loose bowel movements can also cause irritation and tearing of the anal lining. 

3. Childbirth: Vaginal delivery can cause trauma to the perineum and anal canal, leading to fissures. 

4. Inflammatory Conditions: Crohn's disease, ulcerative colitis, and sexually transmitted infections (e.g., syphilis, 

herpes, HIV) can present with or predispose to fissures. 

5. Hypertonic Anal Sphincter: Many patients with chronic fissures have a resting anal sphincter pressure that is 

significantly higher than normal, perpetuating the ischemic cycle. 

6. Less Common Causes: Anal intercourse, anoscopy, or other iatrogenic trauma. 

 

Lifestyle and Dietary Factors: A diet low in fiber and fluid intake is the principal modifiable risk factor, as it directly 

leads to the constipation that precipitates fissures. A sedentary lifestyle can also contribute to constipation. 

 

Clinical Features 

The symptoms of an anal fissure are classic and often lead to a clinical diagnosis based on history alone [27]: 

1. Pain: Sharp, severe, tearing, or burning pain during and especially for minutes to hours after defecation. This is the 

hallmark symptom. 

2. Bleeding: Bright red blood, typically seen on the toilet paper or streaking the surface of the stool. The bleeding is 

usually minor. 

3. Anal Spasm and Itching: A feeling of tightness or spasm in the anal region may accompany the pain. 

On physical examination, a fissure is typically visualized by gently parting the buttocks, revealing a tear in the posterior 

midline (90% of cases) or, less commonly, the anterior midline. A sentinel skin tag (a small edematous skin fold) at the 

external aspect of the fissure and a hypertrophied anal papilla at the internal aspect are signs of chronicity. 

 

Classification 

A. Acute Fissure: Present for less than 6-8 weeks. Appears as a simple, fresh tear without signs of chronicity. 

B. Chronic Fissure: Present for more than 8-12 weeks. Characterized by exposed internal anal sphincter fibers at the 

base of the ulcer, a sentinel pile (tag), and a hypertrophied anal papilla. 

 

Technical (TE) Modality Management 

The goal of treatment is to break the cycle of pain, spasm, and ischemia [28, 29]. 

1. First-Line (Pharmacological Sphincter Relaxation): 

a. Topical Calcium Channel Blockers (e.g., Diltiazem, Nifedipine): Applied topically, they reduce IAS resting 

pressure by inhibiting calcium influx into smooth muscle cells, improving blood flow and promoting healing. 

b. Topical Nitrates (e.g., Glyceryl Trinitrate - GTN Ointment): Nitric oxide donors that cause chemical 

sphincterotomy. Side effects like headache can limit their use. 

2. Second-Line: 

a. Botulinum Toxin (Botox) Injection: A potent neurotoxin injected directly into the IAS. It causes temporary chemical 

denervation and sphincter relaxation (typically for 3-6 months), allowing the fissure to heal. 

3. Surgical Management (For Medical Therapy Failures): 

a. Lateral Internal Sphincterotomy (LIS): The gold standard surgical procedure for chronic fissures. It involves the 

controlled division of the distal portion of the internal anal sphincter, permanently reducing resting pressure. It has a high 

success rate (>90%) but carries a small risk of minor incontinence to flatus. 

 

Lifestyle Management (TE Modality) 

Lifestyle and dietary modifications are the cornerstone of both initial treatment and prevention of recurrence [30, 31]. 

1. High-Fiber Diet: The single most important intervention. A daily intake of 25-35 grams of fiber from fruits, 

vegetables, and whole grains (or via supplements like psyllium husk) adds bulk and softens the stool, making defecation 

painless. 

2. Adequate Hydration: Consuming more than 2 liters of water daily is essential to work synergistically with fiber to 

produce soft stools. 

3. Sitz Baths: Warm water baths for 10-15 minutes, 2-3 times a day and after each bowel movement. They help by 

soothing the pain, relaxing the hypertonic internal sphincter, and improving local blood flow. 

4. Proper Defecation Habits: Avoiding straining and prolonged sitting on the toilet. Responding to the urge to defecate 

promptly to prevent stool hardening. 
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5. Osmotic Laxatives: In the acute phase, agents like polyethylene glycol can be used temporarily to ensure stool 

softness and break the pain cycle Figure:2. 

 

 
(Figure:2) 

 

1.3 HAEMORRHOIDS 

Definition and Pathophysiology 

Haemorrhoids are vascular cushions located in the anal canal, composed of arteriovenous communications, connective 

tissue, and smooth muscle. They are a normal part of human anatomy and contribute to approximately 15-20% of resting 

anal pressure, aiding in fine continence. Pathological haemorrhoids, or piles, occur when these vascular structures become 

abnormally enlarged, distended, and displaced downwards due to weakening of their supporting tissues. This leads to 

symptoms of bleeding, prolapse, and discomfort [32, 33]. The prevailing theory of pathogenesis involves the sliding of 

the anal canal lining, which causes the vascular cushions to prolapse, and increased pressure leading to venous 

engorgement. 

 

Causes and Predisposing Factors 

The development of symptomatic haemorrhoids is multifactorial, primarily related to increased pressure on the 

haemorrhoidal plexus [34, 35]: 

1. Increased Abdominal Pressure: 

a. Chronic Constipation and Straining: The primary modifiable risk factor. Straining increases intra-abdominal 

pressure, obstructing venous return and causing engorgement. 

b. Prolonged Sitting or Standing: Especially on the toilet, which increases hydrostatic pressure in the haemorrhoidal 

veins. 

c. Heavy Lifting: Can cause a sudden, severe increase in intra-abdominal pressure. 

d. Pregnancy and Childbirth: The gravid uterus compresses pelvic veins, and the second stage of labour involves 

intense straining. 

 

2. Weakened Supporting Tissues: 

a. Aging: The connective tissue supporting the haemorrhoidal cushions degenerates with age. 

b. Genetic Predisposition: A family history may suggest inherent connective tissue weakness. 

3. Diet and Lifestyle: 

a. Low-Fiber Diet: Leads to small, hard stools that require straining to pass. 

b. Obesity: Associated with increased intra-abdominal pressure. 

4. Other Conditions: Chronic diarrhea, pelvic tumors, and spinal cord injuries. 

5. Clinical Features 

6. Symptoms vary depending on the type and grade of haemorrhoids [36]. 

7. Internal Haemorrhoids (arising above the dentate line, insensate to pain): 
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a. Grade I: Bleed but do not prolapse. 

b. Grade II: Prolapse during defecation but reduce spontaneously. 

c. Grade III: Prolapse during defecation and require manual reduction. 

d. Grade IV: Permanently prolapsed and cannot be reduced. 

e. Primary Symptoms: Bright red rectal bleeding (hematochezia) on toilet paper or dripping into the bowl; prolapse; 

mucus discharge causing pruritus ani. 

8. External Haemorrhoids (arising below the dentate line, covered by sensate skin): 

a. Primary Symptoms: Pain and swelling due to thrombosis (formation of a clot within the vessel). A thrombosed 

external haemorrhoid presents as a firm, bluish, exquisitely tender perianal lump. 

9. Mixed Haemorrhoids: Have both internal and external components. 

 

Classification 

A. Anatomical: Internal, External, Mixed. 

B. Severity (Goligher's Classification for Internal Haemorrhoids): Grades I-IV as described above. 

 

Technical (TE) Modality Management 

Treatment is tailored to the grade and severity of symptoms [37, 38]. 

1. Conservative (for Grade I-II): 

a. Diet and Lifestyle Modifications: First-line therapy (detailed below). 

2. Office-Based Procedures (for Grade I-III): 

a. Rubber Band Ligation: The most common and effective procedure for prolapsing haemorrhoids. A band is placed at 

the base of the haemorrhoid, causing it to slough off in a few days. 

b. Sclerotherapy: Injection of a sclerosing agent (e.g., phenol in oil) into the submucosa above the haemorrhoid, causing 

fibrosis and fixation. 

c. Infrared Coagulation: Application of infrared light to coagulate the vessels, leading to shrinkage. 

3. Surgical Management (for Grade III-IV, or failed conservative/office management): 

a. Haemorrhoidectomy (Conventional - Milligan-Morgan or Ferguson): Surgical excision of the haemorrhoidal 

tissue. The gold standard for large, prolapsed piles but associated with significant post-operative pain. 

b. Stapled Haemorrhoidopexy (PPH - Procedure for Prolapse and Haemorrhoids): A circular stapler is used to 

excise a ring of mucosa above the haemorrhoids, pulling them back into position. Generally less painful but has a higher 

recurrence rate and risk of rare serious complications. 

c. Haemorrhoidal Artery Ligation (HALO/THD): A Doppler-guided technique to locate and ligate the terminal 

branches of the superior rectal artery, reducing blood flow to the haemorrhoids. 

 

Lifestyle Management (TE Modality) 

Lifestyle modification is the cornerstone of prevention and first-line treatment for symptomatic haemorrhoids [39, 40]. 

A. High-Fiber Diet: A daily intake of 25-35 grams of fiber from whole grains, fruits, vegetables, and legumes. Fiber 

increases stool bulk and softens it, minimizing the need for straining. Supplements like psyllium husk are highly effective. 

B. Adequate Hydration: Consuming 2-3 liters of water or other non-alcoholic, non-caffeinated fluids daily is essential 

to prevent hardening of the stool, especially when increasing fiber intake. 

C. Proper Bowel Habits: 

a. Respond to Urges Promptly: Delaying defecation allows water to be reabsorbed from the stool, making it harder. 

b. Avoid Straining and Prolonged Sitting on the Toilet: Do not spend more than a few minutes on the toilet. Reading 

on the toilet is discouraged. 

D. Regular Physical Activity: Exercise helps prevent constipation and reduces venous pressure by promoting 

circulation. It also aids in weight management. 

E. Weight Management: Achieving and maintaining a healthy weight reduces chronic intra-abdominal pressure. 

F. Sitz Baths: Sitting in warm water for 15 minutes several times a day can provide symptomatic relief from pain and 

itching Figure:3. 
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(Figure:3) 

 

1.4 RECTAL POLYP: 

Definition and Pathophysiology 

A rectal polyp is a discrete mass of tissue that projects from the mucosal surface of the rectum into the lumen. Polyps arise 

from uncontrolled epithelial cell proliferation and can be classified broadly as neoplastic (adenomatous, with malignant 

potential) or non-neoplastic (hyperplastic, inflammatory, hamartomatous). The adenoma-carcinoma sequence is the 

established model for colorectal carcinogenesis, where accumulated genetic mutations in a benign adenoma lead to 

dysplasia and eventual invasive adenocarcinoma [41]. 

 

Causes and Predisposing Factors 

The development of colorectal polyps is influenced by a combination of genetic and environmental factors [42, 43]. 

1. Non-Modifiable Factors: 

a. Age: Prevalence increases significantly after age 50. 

b. Personal or Family History: Previous polyps or colorectal cancer (CRC); hereditary syndromes like Familial 

Adenomatous Polyposis (FAP) or Lynch Syndrome. 

2. Modifiable (Lifestyle) Factors: 

a. Diet: Diets high in red/processed meats, animal fats, and low in fiber, fruits, and vegetables. 

b. Smoking and Excessive Alcohol Consumption. 

c. Obesity and Sedentary Lifestyle. 

d. Type 2 Diabetes. 

 

Clinical Features 

Most rectal polyps are asymptomatic and are discovered incidentally during screening. When symptoms occur, they may 

include [44]: 

1. Rectal Bleeding: Bright red or maroon blood per rectum. 

2. Altered Bowel Habits: New-onset constipation or diarrhea. 

3. Mucus Discharge. 

4. Abdominal Pain or Discomfort (rare). 

5. Iron-Deficiency Anemia from chronic, occult bleeding. 

 

Classification 

1. Histological: Adenomatous (tubular, tubulovillous, villous), Serrated (hyperplastic, sessile serrated lesion), 

Inflammatory. 

2. Morphological: Pedunculated (on a stalk) or Sessile (flat). 

3. Technical (TE) Modality Management 

The primary goal is complete removal, which is both diagnostic and therapeutic [45]. 
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4. Colonoscopic Polypectomy: The cornerstone of management. 

a. Snare Polypectomy: For pedunculated and larger sessile polyps. 

b. Endoscopic Mucosal Resection (EMR): For larger sessile polyps. 

c. Cold or Hot Biopsy Forceps: For very small polyps. 

5. Surgical Resection: Required for large, complex polyps not amenable to endoscopic removal, or if invasive cancer is 

confirmed. 

6. Lifestyle Management (TE Modality) 

Lifestyle interventions are focused almost exclusively on primary and secondary prevention [46, 47]. 

7. Diet: 

a. High-Fiber Diet: Diets rich in whole grains, fruits, and vegetables are associated with a reduced risk of adenomatous 

polyps and CRC. 

b. Limit Red and Processed Meats: Compounds in these meats can promote carcinogenesis. 

c. Calcium and Vitamin D: Some evidence suggests a protective role. 

8. Lifestyle: 

a. Weight Management: Obesity is a consistent risk factor. 

b. Regular Physical Activity: Reduces colonic transit time and systemic inflammation. 

c. Smoking Cessation and Alcohol Moderation. 

9. Adherence to Screening Guidelines: This is the most critical "intervention." Regular colonoscopy allows for the 

detection and removal of precancerous polyps, preventing CRC Figure:4. 

 
(Figure:4) 
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1.5 RECTAL PROLAPSE: 

Definition and Pathophysiology 

Rectal prolapse (procidentia) is the full-thickness protrusion of the rectal wall through the anal canal. It occurs due to a 

combination of anatomical and functional defects, including [48]: 

a. A deep pouch of Douglas (rectal intussusception). 

b. Loss of normal sacral curvature and support. 

c. Attenuation of the pelvic floor muscles and ligaments. 

d. A patulous anal sphincter complex, often resulting in incontinence. 

 

Causes and Predisposing Factors 

The etiology is multifactorial, often related to chronic increases in intra-abdominal pressure and pelvic floor weakness 

[49]. 

1. Chronic Constipation and Straining: The single most significant modifiable risk factor. 

2. Chronic Diarrhea. 

3. Pelvic Floor Neuropathy: From childbirth, previous pelvic surgery, or chronic straining. 

4. Neurological Conditions: Spinal cord injuries, multiple sclerosis. 

5. Advanced Age and Female Gender (postmenopausal women are affected 6-10 times more often than men). 

6. Other: Cystic fibrosis, psychiatric conditions, parasitic infections. 

7. Clinical Features 

Symptoms are often progressive [50]: 

8. Protruding Mass: The hallmark symptom; a rosette of red tissue protruding from the anus during defecation, walking, 

or standing. Initially reduces spontaneously, later requires manual reduction. 

9. Incontinence: Present in 50-75% of patients due to sphincter stretching and pelvic nerve injury. 

10. Mucus Discharge and Pruritus Ani. 

11. Incomplete Evacuation and Sensation of a Bulge. 

12. Bleeding: Minor bleeding from mucosal ulceration. 

 

Classification 

A. Internal Prolapse (Intussusception): Prolapse does not exit the anal verge. 

B. External Prolapse (Full-Thickness): 

a. Partial (Mucosal): Only the mucosa prolapses (common in hemorrhoids). 

b. Complete (Full-Thickness): All layers of the rectal wall protrude. 

 

Technical (TE) Modality Management 

Treatment is almost always surgical, as symptoms rarely resolve spontaneously. The approach is tailored to the patient's 

age, fitness, and continence status [51]. 

A. Abdominal Approaches (Preferred for fit patients): 

a. Rectopexy: Mobilization and fixation of the rectum to the sacral promontory (can be done with suture, mesh, or 

laparoscopically/robotically). 

b. Resection Rectopexy (Frykman-Goldberg procedure): Rectopexy combined with sigmoid colectomy. Reduces 

constipation and has excellent recurrence rates. 

B. Perineal Approaches (For elderly, high-risk patients): 

a. Altemeier Procedure (Perineal Proctosigmoidectomy): Resection of the prolapsed bowel via a perineal incision. 

b. Delorme Procedure: Plication of the rectal mucosa and muscularis after stripping the mucosa. 

 

Lifestyle Management (TE Modality) 

Lifestyle management is critical for managing symptoms pre-operatively and preventing recurrence post-operatively [52]. 

1. Aggressive Management of Constipation: 

a. High-Fiber Diet and High-Fluid Intake: To produce soft, bulky stools that pass easily without straining. 

b. Osmotic Laxatives (e.g., Polyethylene Glycol): Often required to completely eliminate straining. 

2. Pelvic Floor Muscle Training (Kegel Exercises): Can improve continence and pelvic support, particularly in patients 

with mild to moderate incontinence. 

3. Treatment of Comorbid Conditions: Optimizing management of chronic cough (COPD) or benign prostatic 

hyperplasia (BPH) to reduce repetitive straining figure5. 
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(Figure:5) 

 

2. ANORECTAL DISEASES: SUMMARY OF DIETARY FACTORS, CLINICAL FEATURES, CAUSES, AND 

MANAGEMENT: 

 

Disease Dietary Factors Clinical Features Causes Tt. Modalities 

Haemorrhoids 

• Low-fiber diet 

• Chronic diarrhea 

• Low fluid intake 

• Painless bright red 

bleeding 

• Prolapse/protrusion 

of tissue 

• Itching and 

discomfort 

• Palpable lump (if 

thrombosed) 

• Chronic constipation 

and straining 

• Pregnancy and 

childbirth 

• Prolonged sitting 

• Heavy lifting 

• Aging and weak 

connective tissue 

Office-Based: 

• Rubber band ligation 

• Sclerotherapy 

• Infrared coagulation 

Surgical: 

• Haemorrhoidectomy 

• Stapled 

haemorrhoidopexy 

• HALO 

Anal Fissure 

• Hard stools from 

low-fiber diet 

• Persistent diarrhea 

• Sharp, tearing pain 

during/after 

defecation 

• Minor bright red 

bleeding 

• Visible anal tear 

• Sphincter spasm 

• Trauma from hard/large 

stools 

• Chronic diarrhea 

• Childbirth 

• Chronicity: Internal 

sphincter hypertonia & 

ischemia 

Medical: 

• Topical nitrates or 

calcium channel 

blockers 

• Botulinum toxin 

(Botox) injection 

Surgical: 

• Lateral internal 

sphincterotomy 

Fistula-in-Ano 

• 

Constipation/diarrhea 

irritate existing fistula 

• Dietary triggers in 

Crohn's disease 

• Persistent purulent 

discharge 

• Recurrent 

abscesses 

• Perianal skin 

irritation 

• Palpable cord-like 

tract 

Primary 

(90%): Cryptoglandular 

infection 

Secondary: 

• Crohn's disease 

• Trauma 

• Radiation therapy 

• Infections (e.g., TB) 

• Malignancy 

Surgical: 

• Fistulotomy 

• Seton placement 

• Advancement flap 

• LIFT procedure 

• VAAFT 

Rectal Polyp 

• High red/processed 

meat intake 

• Low 

fiber/fruit/vegetable 

• Often 

ASYMPTOMATIC 

• Rectal bleeding 

• Mucus discharge 

• Genetic mutations 

(Adenoma-carcinoma 

sequence) 

• Aging >50 years 

• Endoscopic:  

Colonoscopic 

polypectomy, EMR 

• Surgical: Resection 
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diet 

• Obesity-related diets 

• Altered bowel 

habits 

• Iron-deficiency 

anemia 

• Family history 

• Hereditary syndromes 

(FAP, Lynch) 

for large/complex 

polyps 

Rectal 

Prolapse 

• Chronic constipation 

from low-fiber diet 

• Sensation of a mass 

protruding from the 

anus 

• Incontinence (50-

75% of patients) 

• Mucus discharge 

• Sensation of 

bulge/incomplete 

evacuation 

• Pelvic floor weakness 

(aging, childbirth) 

• Chronic constipation 

and straining 

• Chronic diarrhea or 

COPD 

• Neurological disorders 

Abdominal 

Approach: 

• Rectopexy 

• Resection rectopexy 

Perineal Approach: 

• Altemeier procedure 

• Delorme procedure 

 

3. CONCLUSION: 

 

Anorectal diseases represent a significant spectrum of common clinical conditions that substantially impact patient quality 

of life and contribute to a considerable healthcare burden. This review has systematically delineated the role of lifestyle 

modification as a foundational pillar in the management of haemorrhoids, anal fissures, fistula-in-ano, rectal polyps, and 

rectal prolapse. A consistent and critical theme emerges across all these disorders: the profound influence of dietary habits, 

particularly fiber intake and hydration, on their pathogenesis, symptomatology, and recurrence. 

The evidence confirms that a high-fiber diet and adequate fluid consumption are paramount in preventing and managing 

the constipation and straining that underpin the development and exacerbation of most anorectal conditions. For 

haemorrhoids and fissures, these measures directly alleviate the causative mechanical stress. For rectal prolapse, they 

mitigate the repetitive increases in intra-abdominal pressure that drive the condition. Even for fistula-in-ano and rectal 

polyps, where lifestyle is not the primary cause, dietary management serves as a crucial adjunct—optimizing the post-

operative environment and reducing the risk of metachronous lesions, respectively. 

While advanced technical modalities (TE) remain indispensable for definitive treatment of complex, chronic, or high-

grade conditions, their long-term success is often dependent on concurrent and sustained lifestyle modifications. A 

sphincter-sparing procedure for a fistula or a state-of-the-art polypectomy achieves its fullest potential only when the 

patient is no longer straining with hard stools. Therefore, a holistic, patient-centered approach that seamlessly integrates 

proactive lifestyle counseling with judiciously selected medical and surgical interventions is essential. 

In conclusion, the management of anorectal diseases must evolve beyond a purely procedural paradigm. Clinicians should 

prioritize patient education on bowel habit regulation, positioning lifestyle modification not as ancillary advice, but as a 

primary, evidence-based therapeutic strategy. This integrated approach promises to enhance clinical outcomes, reduce 

recurrence rates, and ultimately improve the long-term well-being of patients suffering from these prevalent disorders. 
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