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Abstract
A non-cancerous swelling of the prostate gland called Benign Prostatic Hyperplasia (BPH) tends to happen mostly to men aged 40 and older. Lower urinary tract symptoms (LUTS) are common, involving problems with emptying the bladder and storage and may lead to issues such as hydronephrosis, dysfunction in reproduction and infertility in men. BPH happens more often in older people and can also be made worse by diseases such as diabetes, being overweight, lack of exercise, high cholesterol and drinking alcohol. It puts a strong pressure on healthcare services everywhere and also reduces the well-being and life quality of those affected. Surgical methods and drugs such as Finasteride can be beneficial but cause problems, mainly concerning sexual and reproductive health. It reviews the present knowledge about causes, risk factors and development of BPH, focusing particularly on influences from molecules, hormones, genes, lifestyle and the environment. It also examines new ways to study BPH, looks for biomarkers and tests new treatment approaches, with the aim of understanding BPH better and guiding development of effective treatments. All in all, the goal of this review is to support better clinical outcomes through better ways of diagnosing and managing BPH.
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1.0 Introduction 
Benign prostate hyperplasia (BPH) is often found in men over the age of forty who are constantly growing (Kayode et al., 2020). BPH is mostly caused by benign growths and these frequently prevent the bladder from emptying properly, causing LUTS (Jin et al., 2018).  One sign of LUTS is difficulty with both urine flow and storage. LUTS may cause hydronephrosis and these conditions can potentially kill people suffering from immune disorders (Lim, 2017). Enlarged prostate that lasts over time can result in male infertility during the prime years of childbearing (Kayode et al., 2020).  In older men, diabetes, less exercise, extra weight, high levels of fat in the body and drinking alcohol increase the chance of BPH (Calogero et al., 2019). About 50% of men aged 50 or more have it and almost all men over 85 are affected which creates a big burden for healthcare services everywhere (Kayode et al., 2020). Men may also feel a great deal of stress and anxiety as a result of BPH which makes it tough for them to enjoy their life and be with others (Miller, 2016). Scientists could find new approaches for stopping and finding this condition by examining these risk factors as well as others that may be influenced. Use of surgical techniques and medications such as Finasteride is how BPH is currently managed by removing extra prostate tissue and easing lower urinary tract symptoms (Lokeshwar et al., 2019). Even though these drugs work well, regularly using them may cause sex- and reproductive-related side effects. Understanding what causes BPH helps the condition be treated more effectively. Older age mainly causes this, but hormones, genes, how you live and the environment are other factors involved (Kayode et al., 2020). Gaining insight into how the prostate changes helps medical procedures address problems directly, not simply the symptoms. Lots of research on BPH has been analyzed to spot signs that will help treat it effectively. It combines knowledge from different studies to see how BPH takes place and look for solutions to deal with it. By considering molecules, hormones and environmental factors, the study hopes to increase understanding of BPH. After that, the review examines the various ways BPH can begin, explores research done on BPH in labs, spots different signals that could signal or predict BPH and discusses treatments both now and in the future. The main aim is to understand BPH better and develop new treatment options in hospitals and clinics.
1.1 Known Causes and Risk Factors
BPH has an unidentified cause, but scientists agree that androgens are very important in it (Foster, 2016). Different experts have presented their views on how Benign Prostatic Hyperplasia (BPH) develops. 
Age: The main reason for BPH is the aging process (Park et al., 2020). Men become more prone to BPH as they age. Almost everyone will experience some degree of prostate enlargement after 80 according to studies done on tissue. In the study conducted by Krimpen and Baltimore over decades of follow-up, men in older age groups (>40 years) showed prostate volume increased at a rate of 2.0 to 2.5% each year (Bosch et al., 2007; Loeb et al., 2009).
Genetic Predisposition: The likelihood of BPH may increase when a person has certain genes (as found by Na et al., 2017). If somebody in a family has BPH or certain genes, their risk of getting it goes up. Scientific research using twins shows that BPH can be inherited by relatives. This means that the genes are very important in controlling the growth and work of the prostate. Some studies have shown that BPH may be inherited in an autosomal dominant manner (Lim, 2017). Being born with a positive family history usually results in men’s prostate being larger at a young age (Thalgott et al., 2018).
Lifestyle Factors: Obesity, leading a sedentary lifestyle and some dietary habits have been linked to causing BPH (Wang et al., 2022). Being overweight specifically is linked to larger prostate size and worse lower urinary tract symptoms in males (Fowke et al., 2016). What you eat might also affect your chance of developing BPH, for example, eating a lot of fats and not many fruits and vegetables (ElJalby et al., 2019).
Geography: A recent study found that prostate volume is typically larger in Western regions than it is in Southeast Asian regions (Liu et al., 2019). In a study of about 900 Indian patients, Ganpule et al (2004) found that the IPSS rises earlier at a smaller prostate volume than in the studies from the West.
Hormonal Changes: The changes in androgen hormones are a major cause of BPH (Devlin et al., 2021). A male’s main hormone, testosterone, is changed into dihydrotestosterone (DHT) thanks to the enzyme 5-alpha reductase inside the prostate gland (Srivilai et al., 2019). Extra DHT causes the prostate gland to grow bigger due to cell overgrowth.
1.2 Induction Pathways of Benign Prostatic Hyperplasia (BPH)
1.2.1 Testosterone
The development of BPH among elderly people is mainly caused by changes in the level of testosterone and specifically by variations in the testosterone to dihydrotestosterone (DHT) ratio (Rastrelli et al., 2019). When testosterone reaches the prostate and is affected by the enzyme 5alpha-reductase, it is turned into DHT which is thought to be up to 3 times stronger than testosterone ((Srivilai et al., 2019). DHT and 3alpha-androstanediol are responsible for most of the proliferation of stroma and glands. Large amounts of DHT trigger the nucleus to produce DNA, RNA, some growth factors and cytoplasmic proteins. This effect results in enlargement of the gland (Foster, 2016). Suggesting that it is the androgens inside the prostate and their receptors that affect the beginning of the disease. At first, it was observed that prostate cancer tissue contains much more DHT than healthy tissue. Chughtai et al. (2016) and Banerjee et al. (2018) conducted studies that agreed with this fact. Nevertheless, reliable evidence is missing as later studies have found no change in DHT levels between normal and benign prostate tissue (Vickman et al., 2020). 

1.2.2 Estrogen 
The prostate, while being thought of mainly as an androgen target, is a significant target for estrogen as well. Estradiol is present in higher levels in the prostate than in plasma (Coburn et al., 2019). The study showed that injecting both 3alpha-androstanediol and 17beta-estradiol in castrated dogs caused strong prostate enlargement which was greater than that seen with each hormone alone. Androgen and estrogen both played a role in causing prostatic hyperplasia (Ajayi and Abraham, 201). Though the specific results of estrogen in the prostate are uncertain, scientists have shown that a higher estradiol: DHT ratio leads to increased prostate stroma (Di Zazz et al., 2018). Phytoestrogens, lignans and flavonoids are well known for being able to prevent and treat prostate diseases (Gupta et al., 2016). Because of the existence of ERa and ERb, estrogen has been found to have these two effects. Prostate tumor growth is driven by ERa and ERb is responsible for initiating prostate cell death (Ajayi and Abraham, 2018). Besides testosterone, other hormones like Luteinizing hormone, follicle-stimulating hormone and progesterone have been suggested to affect BPH and LUTS (Bhat et al., 2022).
2.0 Inflammation and local growth factors
Histological evidence of prostate inflammation is closely linked to BPH in surgically removed organs. How severe inflammation is largely depends on how large the prostate or BPH becomes (Lloyd et al., 2019). Anti-inflammatory agents, however, were shown to lessen the chances of BPH and LUTS in men (Lloyd et al., 2019). Because of inflammation, T lymphocytes and macrophages accumulate inside the prostate. Depending on what is responsible, there might be neutrophils, eosinophils and mast cells present. As a result of their actions, they create cytokines (chemokines, interferons, interleukins and tumor necrosis factors) and hypoxia-inducible factor-1alpha and, thus, have a role in causing both BPH and prostate carcinoma. Certain growth factors present in the prostate gland such as basic fibroblast growth factor (bFGF) and transforming growth factor beta (TGFb), control cell growth in it. bFGF supports the division of fibroblasts and prevents epithelial cells from dividing, while TGFb leads to decreased growth for both types of cells. Micturition, ejaculation, infections and other daily activities these epithelial wear and tear damage of the urethra and the nearby prostate in Asian Journal of Urology 9 (2022) 109e118 . Experiment results also show that if the tissue in the prostate is rich in testosterone and no growth factor is added, cells will not be stimulated to grow, but if a growth factor is present, they will grow. An increase in growth factors has been noted in the prostate gland when BPH occurs.
2.1 Prevalence of BPH
Earlier, the rate of BPH was only known from findings at autopsies (Bosland et al., 2021). In about half of the men age sixty, pathologists saw signs of BPH during examination of the prostate tissue. By the time they are in their 80s, almost 90% of men have histology BPH (Wong, 2023). BPH appears to be as common in different countries as it is in the United States. BHP evolved when both aging and androgens (which are hormones) were present in the human body (Roper, 2017; Sasidharan et al., 2022). More cases of BPH are found as people become older. A review of autopsy results by Kiruthika in 2019 found that the presence of histology was 8%, 50% and 80% for people in their 4th, 6th and 9th decades (Kiruthika,2019). As men age, their prostate tend to continue to grow, according to studies from the Krimpen and Baltimore Longitudinal Study of Aging (Patel et al. 2018). Genetics are thought to play a strong role in BPH. A study analyzing BPH cases by comparing patients with controls found male relations and brothers of patients below 64 had a much greater risk for BPH surgery. According to their findings, about 50% of men under 60 who received surgery for BPH had a genetic reason for their condition (Yue et al, 2019). According to a study conducted by Yeboah (2016), 60 percent of acute urine retention cases in Ghana and 28.6 percent of haematuria cases involve BPH. Out of men above fifty years, 20% to 62% suffer from BPH across the world (in the USA, UK, Japan and Ghana) Reports from South Africa show that over 50% of men over the age of 60 suffer from prostate disease (Yeboah, 2016). When BPH and PC exist together – Moderate links between BPH and PC have been found in studies from the USA, UK, Japan and Ghana. The researchers found that between 3 and 20% of people with BPH also have PC (Yeboah, 2016).
2.2 Animal models of benign prostatic hyperplasia
Using animals in biomedical research has helped reveal ways diseases start and test new treatments (Lerman et al., 2019; Burrows et al., 2018). Animal models can explain more about BPH and its related diseases because their natural representation of human BPH makes them reliable. Many types of animal models are currently used to look into BPH. Even so, no animal model alone is capable of truly replicating all traits seen in human BPH (Zhang et al., 2021). 
At stage 2.3, BPH research includes designs that occur naturally such as unintended consequences or unexpected BPH cases.
Following the research by Zhang et al. (2021), models with BPH that forms by itself are particularly valuable since they mirror the essential processes of the condition in humans. The chimpanzee which is man’s closest primate relative, often develops BPH by itself. Steiner and colleagues (1999) were the first to suggest that chimpanzees are ideal models for studying human BPH. Spontaneous BPH in the colony was evaluated by looking at both medical records and biopsy samples. Just like men, BPH in rats was more frequent as they became older and caused the prostate to enlarge, the stroma and epithelial cells to increase and urine to flow out more slowly. Maintaining lots of large primates is very costly which means the chimpanzee model is rarely preferred.
BPH research has most often used dogs as animal models (Zhang et al., 2021). With aging, dogs are more likely to develop BPH and the problem happens only in dogs with functional testes. Sometimes, canines can develop BPH as early as two to three years old and BPH can be seen on a microscopic level in all dogs after six years (according to Zhang et al., 2021). Using animals in biomedical research has helped reveal ways diseases start and test new treatments (Lerman et al., 2019; Burrows et al., 2018). Animal models can explain more about BPH and its related diseases because their natural representation of human BPH makes them reliable. Many types of animal models are currently used to look into BPH. Even so, no animal model alone is capable of truly replicating all traits seen in human BPH (Zhang et al., 2021). 
At stage 2.3, BPH research includes designs that occur naturally such as unintended consequences or unexpected BPH cases.
Following the research by Zhang et al. (2021), models with BPH that forms by itself are particularly valuable since they mirror the essential processes of the condition in humans. The chimpanzee which is man’s closest primate relative, often develops BPH by itself. Steiner and colleagues (1999) were the first to suggest that chimpanzees are ideal models for studying human BPH. Spontaneous BPH in the colony was evaluated by looking at both medical records and biopsy samples. Just like men, BPH in rats was more frequent as they became older and caused the prostate to enlarge, the stroma and epithelial cells to increase and urine to flow out more slowly. Maintaining lots of large primates is very costly which means the chimpanzee model is rarely preferred.
BPH research has most often used dogs as animal models (Zhang et al., 2021). With aging, dogs are more likely to develop BPH and the problem happens only in dogs with functional testes. Sometimes, canines can develop BPH as early as two to three years old and BPH can be seen on a microscopic level in all dogs after six years (according to Zhang et al., 2021). Using animals in biomedical research has helped reveal ways diseases start and test new treatments (Lerman et al., 2019; Burrows et al., 2018). Animal models can explain more about BPH and its related diseases because their natural representation of human BPH makes them reliable. Many types of animal models are currently used to look into BPH. Even so, no animal model alone is capable of truly replicating all traits seen in human BPH (Zhang et al., 2021). 
At stage 2.3, BPH research includes designs that occur naturally such as unintended consequences or unexpected BPH cases.
Following the research by Zhang et al. (2021), models with BPH that forms by itself are particularly valuable since they mirror the essential processes of the condition in humans. The chimpanzee which is man’s closest primate relative, often develops BPH by itself. Steiner and colleagues (1999) were the first to suggest that chimpanzees are ideal models for studying human BPH. Spontaneous BPH in the colony was evaluated by looking at both medical records and biopsy samples. Just like men, BPH in rats was more frequent as they became older and caused the prostate to enlarge, the stroma and epithelial cells to increase and urine to flow out more slowly. Maintaining lots of large primates is very costly which means the chimpanzee model is rarely preferred.
BPH research has most often used dogs as animal models (Zhang et al., 2021). With aging, dogs are more likely to develop BPH and the problem happens only in dogs with functional testes. Sometimes, canines can develop BPH as early as two to three years old and BPH can be seen on a microscopic level in all dogs after six years (according to Zhang et al., 2021). Using animals in biomedical research has helped reveal ways diseases start and test new treatments (Lerman et al., 2019; Burrows et al., 2018). Animal models can explain more about BPH and its related diseases because their natural representation of human BPH makes them reliable. Many types of animal models are currently used to look into BPH. Even so, no animal model alone is capable of truly replicating all traits seen in human BPH (Zhang et al., 2021). 
At stage 2.3, BPH research includes designs that occur naturally such as unintended consequences or unexpected BPH cases.
Following the research by Zhang et al. (2021), models with BPH that forms by itself are particularly valuable since they mirror the essential processes of the condition in humans. The chimpanzee which is man’s closest primate relative, often develops BPH by itself. Steiner and colleagues (1999) were the first to suggest that chimpanzees are ideal models for studying human BPH. Spontaneous BPH in the colony was evaluated by looking at both medical records and biopsy samples. Just like men, BPH in rats was more frequent as they became older and caused the prostate to enlarge, the stroma and epithelial cells to increase and urine to flow out more slowly. Maintaining lots of large primates is very costly which means the chimpanzee model is rarely preferred.
BPH research has most often used dogs as animal models (Zhang et al., 2021). With aging, dogs are more likely to develop BPH and the problem happens only in dogs with functional testes. Sometimes, canines can develop BPH as early as two to three years old and BPH can be seen on a microscopic level in all dogs after six years (according to Zhang et al., 2021). Using animals in biomedical research has helped reveal ways diseases start and test new treatments (Lerman et al., 2019; Burrows et al., 2018). Animal models can explain more about BPH and its related diseases because their natural representation of human BPH makes them reliable. Many types of animal models are currently used to look into BPH. Even so, no animal model alone is capable of truly replicating all traits seen in human BPH (Zhang et al., 2021). 
At stage 2.3, BPH research includes designs that occur naturally such as unintended consequences or unexpected BPH cases.
2.3 Spontaneous BPH Models
Following the research by Zhang et al. (2021), models with BPH that forms by itself are particularly valuable since they mirror the essential processes of the condition in humans. The chimpanzee which is man’s closest primate relative, often develops BPH by itself. Steiner and colleagues (1999) were the first to suggest that chimpanzees are ideal models for studying human BPH. Spontaneous BPH in the colony was evaluated by looking at both medical records and biopsy samples. Just like men, BPH in rats was more frequent as they became older and caused the prostate to enlarge, the stroma and epithelial cells to increase and urine to flow out more slowly. Maintaining lots of large primates is very costly which means the chimpanzee model is rarely preferred.
BPH research has most often used dogs as animal models (Zhang et al., 2021). With aging, dogs are more likely to develop BPH and the problem happens only in dogs with functional testes. Sometimes, canines can develop BPH as early as two to three years old and BPH can be seen on a microscopic level in all dogs after six years (according to Zhang et al., 2021). There are still many differences in prostatic anatomy between humans and canines. When hyperplastic growth affects the urethra in humans, it presses the urethra inward which can cause urinary obstruction. Unlike in cats, the canine prostate grows outward in all directions which leads to constipation due to the pressure it puts on the rectum. Being one among the few animals that lack a prostate capsule, dogs may not resemble humans in terms of BPH symptoms (Zhang et al., 2021), so their use in research should be carefully considered.
3.0 BPH-INDUCTION MODELS
3.1 Sex hormone-induced models
There are established androgen-induced animal models in rat, mouse and canine which use various hormonal treatment protocols (Al-Trad et al., 2019; Sun et al., 2017). Of all, rat is most commonly used as a model for BPH. It is typical to cause BPH in male rats by giving a daily subcutaneous injection of 3 mg/kg of testosterone propionate (TP) after castrating them (Al-Trad et al., 2019). The benefit of castration is that testosterone made by the gonads does not affect the results (Choi et al., 2019). By week four, the prostate is much enlarged, weighs more and its weight is greater compared to the body’s weight. Microscopic examination of the prostate reveals excessive growth in both the glandular and stromal tissues, some papillary folds inside the gland and distended ducts filled with secretions (Li et al., 2018). Like BPH, testosterone-induced BPH model rats increase the number of urinations and decrease mean voided volume. In the study by Zou et al. (2017), TP injections under the skin (5 mg/kg per day, for 30 days) were used to create a mouse model. Li et al. developed a canine model by giving subcutaneous injections of TP (10 mg/kg per day) for a period of 8 weeks (Li et al., 2018).
3.2 Inflammation-induced models
At present, the most common ways to initiate inflammatory BPH are the autoimmune and bacterial prostatitis models. It is thought that BPH is an autoimmune inflammatory disease. Rats in the experimental autoimmune prostatitis (EAP) model are injected under the skin with prostate antigen and adjuvants two times. Unlike rats in the testosterone-induced model, EAP rats have a considerably bigger stromal compartment which is marked by the development of reactive stroma and a higher amount of ECM; these rats also have reactive, mild and limited epithelial lesions (Zhang et al., 2020). The same results have been reported by Popovics and colleagues, who stated that EAP can also be induced in mice by using a reproductive organ extract from male rats (Popovics et al., 2017). The 8th week microscopy found that white blood cells were infiltrating the ventral prostate (VP) and the prostate was enlarging as seen by macroscopy examination.
Bacterial infections from lipopolysaccharide (LPS) are another frequent cause of prostatitis (Zhang et al., 2021). The component LPS found in the outer cell wall of gram-negative bacteria is very effective at activating the immune system. According to Kim et al., injection of LPS directly into rat prostates can imitate prostatitis and help examine prostatic hyperplasia (Zhange et al., 2021). Rat prostates grew to be much bigger after the LPS injection. In contrast to what is seen in EAP, hematoxylin–eosin staining showed that the epithelium was thick and folded and there were many proliferating stromal cells (Zhang et al., 2021). Dos Santos Gomes et al. 2018 also designed an inflammatory mouse model by injecting LPS into the bladder through a catheter. According to the pathological study, the epithelium showed signs of thickening, the stroma contained clear cells and there were only minor signs of inflammation (dos Santos Gomes et al., 2018). Inflammation induced models are necessary to understand the mechanisms of immune cells and cytokines in the development of BPH, allowing the possibility of discovering the inflammatory signaling pathways associated with BPH.
3.3 Other models 
Urogenital Sinus (UGS) Induced Model: Based on the "embryonic reawakening theory," UGS implantation into animal prostates induces hyperplasia, offering insights into epithelial-mesenchymal interactions.
Phenylephrine (PE) Induced Model: PE induces atypical prostatic hyperplasia, allowing researchers to study urogenital α1-adrenoceptor activation.
Xenograft Model: Human BPH xenografts implanted into immunosuppressed mice provide a platform for studying human gene expression and evaluating therapeutic responses.
Metabolic Syndrome (MetS) Model: MetS-associated conditions, like obesity and diabetes, are linked to BPH. Models using diabetic mice or rats fed a high-fat diet mimic MetS-BPH associations.
4.0 Identification of Biomarkers for BPH
The presence of certain biomarkers helps doctors detect, control, follow up on and forecast the progression of BPH (Benign Prostatic Hyperplasia). They give useful information about the causes of the disease, help assess patients’ risks and direct treatment plans. Recently, researchers have discovered possible biomarkers for BPH, thanks to findings on PSA (Prostate-Specific Antigen) and its variations, as well as markers that signal inflammation. Many medical professionals care about the ways biomarkers can help classify BPH’s severity and this is a meaningful clinical focus.
4.1 Importance of Biomarkers in BPH Diagnosis and Monitoring
Early Detection: Biomarkers offer a non-invasive means of early BPH detection, allowing for timely intervention and management.
Disease Monitoring: Biomarkers enable clinicians to monitor disease progression and response to treatment over time, facilitating personalized patient care.
Prediction of Progression: Biomarkers can predict the likelihood of BPH progression to more severe stages, helping clinicians tailor interventions accordingly.
Risk Stratification: Biomarkers aid in risk stratification, identifying patients at higher risk of complications such as urinary retention or BPH-related surgery.

4.2 Research Studies Identifying Potential Biomarkers
PSA and PSA Isoforms: PSA, a well-established biomarker for prostate cancer, has also been studied in the context of BPH. While elevated PSA levels are associated with BPH, it lacks specificity and may not reliably distinguish BPH from prostate cancer. Research has focused on PSA isoforms and ratios to improve diagnostic accuracy.
Inflammatory Markers: Inflammation plays a pivotal role in BPH pathogenesis. Studies have identified various inflammatory markers, including cytokines, chemokines, and immune cells, as potential biomarkers for BPH. Elevated levels of inflammatory markers in prostatic tissue, serum, and urine have been linked to BPH severity and progression.
4.3 Utility of Biomarkers in Stratifying BPH Severity and Guiding Treatment
Risk Assessment: Biomarkers aid in risk assessment by identifying patients at higher risk of disease progression or complications. This allows for targeted interventions and closer monitoring.
Treatment Selection: Biomarkers can inform treatment selection by guiding clinicians in choosing appropriate therapeutic modalities. For example, patients with higher levels of inflammatory markers may benefit from anti-inflammatory agents or specific pharmacological interventions targeting inflammation.
Personalized Medicine: Biomarker profiling enables personalized medicine approaches in BPH management. By considering individual biomarker profiles, clinicians can tailor treatment strategies to each patient's unique needs, optimizing therapeutic outcomes and minimizing adverse effects.
Prognostic Value: Biomarkers provide valuable prognostic information, helping clinicians anticipate disease trajectory and long-term outcomes. This allows for proactive management and preventive measures to mitigate disease progression and associated complications.
5.0 Management of BPH
The main types of BPH treatment are medical and surgical (as stated by Fogaing et al. in 2021). Method of treatment is chosen together by both the doctor and the patient considering their needs. Before 1990, only a surgical procedure (prostatectomy) was considered an appropriate treatment for BPH (Nunes et al., 2017). Surgeons widely used transurethral incision of the prostate and then transurethral resection of prostate (TURP) to treat BPH. These days, people are turning to medicine more often to treat BPH which has improved its management. For medical treatment, physicians may give alpha-adrenergic antagonists, 5alpha-reductase inhibitors, antimuscarinics, beta-adrenergic agonists, phosphodiesterase type 5 inhibitors, vasopressin analogs or phytotherapeutics (Baron and Cornu, 2018; Bha et al., 2022). Usually, doctors prescribe alpha-adrenergic antagonists as the main medicine for LUTS associated with BPH, followed by 5alpha-reductase inhibitors and the usual surgical treatment is TURP (as noted by Yu et al., 2020 and Foster et al., 2018). Improving uncomfortable lower urinary tract symptoms and QoL, these medical options also have a few side effects that patients may experience. Many men find erectile dysfunction, decrease in their sex drive and ejaculation issues to be serious concerns when using antidepressants (Voznesensky et al., 2017; Yu et al., 2020). Among the new methods used for BPH, transurethral microwave thermotherapy, transurethral needle ablation, transurethral vaporization of prostate, interstitial laser coagulation, prostatic urethral lift, laser enucleation, Aquablation, water vapor thermal therapy-Rezum (NxThera, Maple Grove, MN, USA) and prostate artery embolization are worth mentioning. Still, many of these methods do not have strong proof of success or are associated with more need for further treatments than TURP. So, TURP is still seen as the main surgical solution for BPH. There are now some new interventions available (Shvero et al., 2021). Nevertheless, using absolute ethanol injection, inserting a temporary nitinol device, injecting botulinum toxin into the prostate and treating with sound waves is not advised as usual therapies. 

6.0 Future Perspective
As we learn more about the causes of benign prostatic hyperplasia (BPH), it becomes easier to create treatments that are less risky, more effective and less intrusive. Once more information is known about the genes and hormones that regulate the prostate, future medicine could work on targeting certain molecules rather than using drugs that act more generally. Also, finding accurate biomarkers could result in earlier detection and better prediction of how the disease might progress, most notably in those considered high-risk. More study is needed on using lifestyle interventions such as weight, activity and diet changes, for prevention and for integrating care into patients’ routines. Even so, future advances are set to improve how animal and lab-grown models are employed, ensuring that research more precisely resembles BPH found in men which helps in drug advancement and testing. Combining the fields of genomics, pharmacology, urology and public health will be necessary to handle BPH more efficiently and help patients.
7.0 Conclusion
The condition of benign prostatic hyperplasia (BPH) is very common in aging men and really interferes with urinary function, reproductive health and general well-being. Age is the main risk, but a mix of genetic, hormonal, lifestyle and environmental causes helps explain why cancer develops and spreads. In spite of the surgical and drug treatments that are widely available, most have side effects that can harm sexual and reproductive function in patients. So, realizing how many factors play into BPH helps create better and safer ways to treat it. It is stressed in this review that combining findings from different study fields helps discovering new ways to diagnose and manage diseases. Identifying mechanisms behind the disorder and focusing on things that can be improved promises to improve care and the condition’s impact.
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