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ABSTRACT

Glaucoma is still the main cause of irreversible blindness worldwide, impacting over 80 million eyes. The predictable
treatment strategy has centred largely on falling intraocular pressure (IOP) through pharmacological, laser, and surgical
treatments. But the recognition that glaucoma is progressive even in eyes with best IOP management has initiated new
patterns of treatment beyond the traditional pressure-reduction therapy. This in-depth review examines novel therapeutic
strategies in the treatment of glaucoma, with a focus on neuroprotection, gene therapy, artificial intelligence technology
applications, regenerative medicine, and precision medicine strategies that represent paradigm shifts in modern glaucoma
treatment. A systematic review of the literature was conducted on PubMed, Embase, and Cochrane databases, encompassing
articles from 2019 to 2025. Keywords used were "glaucoma," "neuroprotection,”" "gene therapy," "artificial intelligence,"
"stem cell therapy," and "precision medicine." Recent evidence shows promising advancements in several therapeutic areas:
neuroprotective interventions aimed at retinal ganglion cell sparing through BDNF, CNTF, and anti-apoptotic pathways;
gene therapy strategies both for IOP decrease and neuroprotection; Al-based diagnostic and monitoring systems with
diagnostic accuracy higher than 95%; regenerative medicine applications such as stem cell therapy and optic nerve
regeneration; and precision medicine strategies involving pharmacogenomics and tailored risk assessment. The future of
glaucoma treatment is shifting toward a multimodal strategy that blends conventional IOP-reducing treatments with
neuroprotective, regenerative, and precision medicine techniques. These newer paradigms hold promise for salvaging vision
in patients with glaucoma, especially those with normal-tension glaucoma or progressive disease in the setting of optimal
IOP management. Keywords: glaucoma, neuroprotection, gene therapy, artificial intelligence, precision medicine,
regenerative medicine.
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1. INTRODUCTION

Glaucoma comprises a diverse collection of progressive optic neuropathies with characteristic visual field loss and optic
nerve damage, eventually causing irreversible blindness if untreated (1).

With a current estimated prevalence of 76 million people worldwide in 2020, rising to 111.8 million by 2040, glaucoma is
one of the greatest ophthalmological public health burdens (2). The conventional therapeutic model has been based on the
precept that heightened intraocular pressure (IOP) is the foremost modifiable risk factor, resulting in treatment approaches
addressing only pressure lowering with local medications, laser surgery, and surgeries (3). Yet clinical evidence has
increasingly shown the limitations of this IOP-focused model. Large clinical trials, such as the Early Manifest Glaucoma
Trial and the Collaborative Normal-Tension Glaucoma Study, have shown that about 30-40% of patients still have visual
field progression even when target levels of IOP are reached (4,5). In addition, the identification of normal-tension glaucoma,
in which optic nerve loss is found with statistically normal levels of IOP, has thrown the conventional pressure-based model
for glaucomatous neurodegeneration into question (6).
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These findings have prompted a paradigm shift in therapeutic ideas, away from the exclusive emphasis on IOP lowering
towards holistic strategies that target the poly-pathophysiology of glaucomatous optic neuropathy (7).

Recent studies have implicated several pathogenic pathways to the death of retinal ganglion cells (RGC), such as
excitotoxicity, oxidative stress, neuroinflammation, mitochondrial dysfunction, and impaired axonal transport (8,9). This
mechanistic insight has unveiled new therapeutic possibilities, resulting in the formulation of neuroprotective therapies,
regenerative treatments, and precision medicine interventions that complement conventional IOP-lowering therapies. The
incorporation of newer technologies, especially artificial intelligence and machine learning, has further revolutionized the
diagnostic and monitoring paradigm in glaucoma, allowing for earlier detection, increased risk stratification accuracy, and
personalized optimization of treatment (10,11). At the same time, revolutionary progress in gene therapy, stem cell
technology, and regenerative medicine has brought into the picture the hope of not only arresting disease progression but
also reversing accrued damage through optic nerve regeneration and RGC replacement (12,13).

This broad review discusses the present situation and prospects of these novel therapeutic approaches, discussing their
scientific rationale, clinical usage, and the prospect of transforming glaucoma treatment over the next decades.

Neuroprotection: Retaining Retinal Ganglion Cells Beyond IOP Regulation
Pathophysiological Rationale for Neuroprotection

The theory of neuroprotection in glaucoma is based on the premise that RGC death is the ultimate common pathway of visual
loss, irrespective of the inciting mechanism (14). RGCs are especially susceptible to many insults because of their peculiar
anatomical and physiological properties, such as their unmyelinated axons within the eye, high metabolic costs, and reliance
on retrograde neurotrophic support from target organs in the brain !>

Several interactive pathways are involved in RGC death in glaucoma, allowing multiple targets for therapeutic intervention.
These involve excitotoxicity by dysregulated glutamate signaling, oxidative stress by reactive oxygen species accumulation,
neuroinflammation through microglial activation and complement cascade, mitochondrial dysfunction by energy collapse,
and interference with neurotrophic factor signaling (17

Neurotrophic Factor-Based Therapies

Brain-derived neurotrophic factor (BDNF) has been one of the most promising neuroprotectants in glaucoma research. BDNF
promotes RGC survival and axon regeneration by stimulating the TrkB receptor and subsequent PI3K/Akt and MAPK/ERK
signaling cascades (18). Intravitreal administration of BDNF has been shown by preclinical research to provide substantial
protection to RGCs in several animal models of glaucoma (19).

Based on these encouraging preclinical findings, ciliary neurotrophic factor (CNTF) has proceeded to the clinic via the NT-
501 encapsulated cell therapy system. This novel system includes surgically implanted capsules filled with genetically
engineered cells that secrete CNTF continuously directly into the vitreous space (20). Phase I clinical trials have shown
safety and tolerability of NT-501 implantation, with Phase II studies in progress assessing efficacy endpoints (21).

Anti-Apoptotic Strategies

The inhibition of apoptotic pathways represents another promising neuroprotective approach. Caspase inhibitors, particularly
pan-caspase inhibitors like Q-VD-OPh, have shown significant RGC preservation in experimental glaucoma models (22).
Similarly, targeting the intrinsic apoptotic pathway through Bcl-2 family protein modulation has demonstrated therapeutic
potential, with compounds like ABT-737 and navitoclax showing promise in preclinical studies (23).

The p53-MDM2 pathway has now been identified as a key player in the regulation of RGC apoptosis in glaucoma. Small
molecule inhibitors of MDM2, including Nutlin-3a, exhibited neuroprotection by blocking p53-mediated apoptosis while
maintaining the tumor-suppressive function of p53 in other tissues (24).

Clinical Translation Challenges and Recent Progress

Despite promising preclinical results, the translation of neuroprotective therapies to clinical practice has faced significant
challenges, primarily related to study design, endpoint selection, and patient stratification (25). The failure of memantine, an
NMDA receptor antagonist, in two large Phase III clinical trials highlighted the complexity of conducting neuroprotection
trials in glaucoma (26).

Yet, advances in neuroprotection clinical trial design and endpoint definition in recent years have revitalized hope for
neuroprotection trials. Definition of mean deviation slope as a feasible primary outcome for clinical trials has the possibility
of making shorter duration studies with fewer sample numbers feasible, potentially providing accelerated development of
neuroprotective treatments (27). There are several ongoing glaucoma neuroprotection clinical trials actively recruiting
subjects, and additional ones that are set to start in the next few years (28).
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Gene Therapy: Targeting Molecular Mechanisms of Glaucomatous Neurodegeneration
Vectors and Delivery Systems

Gene therapy strategies in glaucoma involve the application of many vector systems to transfer therapeutic genes into target
ocular tissues. Adeno-associated virus (AAV) vectors are now the delivery vehicle of choice because of their superior safety
profile, low immunogenicity, and capacity for sustained gene expression (29). AAV serotypes have different tropism patterns
for ocular tissues, and AAV2 has specific affinity for RGCs while AAVS has wider retinal transduction (30).

Lentiviral vectors offer advantages for applications requiring sustained high-level gene expression, particularly for targeting
trabecular meshwork cells to reduce IOP (31). Non-viral delivery systems, including electroporation and ultrasound-
mediated gene transfer, are being explored as alternatives that avoid potential immunogenic responses associated with viral
vectors (32).

IOP-Lowering Gene Therapies

Gene therapy methods for IOP lowering aim mainly at increasing aqueous humor drainage via the traditional drainage route.
Matrix metalloproteinases (MMPs), especially MMP-3, are important in ensuring trabecular meshwork extracellular matrix
turnover and outflow facility (33). Researchers from Trinity College Dublin have established a novel gene therapy for MMP-
3, which has potential for glaucoma treatment via optic nerve cell protection and regeneration (34).

Cyclooxygenase-1 (COX-1) gene therapy is yet another potential strategy for [OP lowering. COX-1 catalyzes prostaglandins,
stimulating uveoscleral outflow, and viral vector-expressing COX-1 overexpression has shown continued IOP lowering in
animal models (35).

Neuroprotective Gene Therapies

Neuroprotective gene therapies are designed to improve RGC survival and axon regeneration through multiple molecular
pathways. Gene therapy with AAV vectors to overexpress BDNF has demonstrated considerable RGC preservation in
various models of glaucoma (36). Sustained local BDNF delivery by gene therapy has the advantage over protein therapies
of maintaining therapeutic concentrations without requiring periodic injections (37).

Heat shock proteins, especially HSP27 and HSP70, are molecular chaperones that shield cells against a wide range of
stressors. Gene therapy strategies that deliver heat shock proteins have exhibited neuroprotection in experimental glaucoma,
possibly by inhibiting apoptotic pathways and protein folding (38).

Regenerative Gene Therapy Approaches

Recent breakthrough studies have revealed important molecular mechanisms that constrain adult RGC regeneration, which
has resulted in novel gene therapy approaches intended to enhance axon regeneration and restore function. Modulation of
intrinsic growth potential by overexpression of transcription factors Sox11, KIf4, and c-Myc has demonstrated striking
efficacy in enhancing RGC axon regeneration (39,40).

Phosphatase and tensin homolog (PTEN) deletion is a potent method for stimulating RGC axon regeneration. PTEN typically
suppresses the PI3K/mTOR pathway, which is essential for axon extension. Gene therapy methods utilizing CRISPR/Cas9
to delete PTEN in RGCs have shown long-range axon regeneration and restoration of function in animal models of optic
nerve damage (41).

Clinical Translation and Regulatory Considerations

The translation of gene therapy approaches from preclinical studies to clinical applications faces several challenges, including
manufacturing scalability, regulatory approval processes, and safety monitoring requirements. While gene therapy for
glaucoma shows great potential, it remains in early stages of research with a lack of human clinical trials using these
sophisticated treatment modalities (42,43).

Still, the success of gene therapy strategies in other ophthalmic diseases, specifically Leber congenital amaurosis, has opened
the door for glaucoma applications. The FDA approval of Luxturna (voretigene neparvovec) has set significant precedents
for ocular gene therapy, with regulatory guidelines that can be fine-tuned for glaucoma applications (44).

Artificial Intelligence and Machine Learning: Redefining Diagnosis and Management
Al in Glaucoma Screening and Early Detection

Artificial intelligence technology is showing great promise in glaucoma management, especially in diagnosis, control, and
progression monitoring (45). Deep learning models, especially convolutional neural networks (CNNs), have performed well
in computerized detection of glaucoma from fundus images and optical coherence tomography (OCT) scans (46).

The Google DeepMind research group created an Al system with an area under the receiver operating characteristic curve
(AUC) score greater than 0.99 for glaucoma diagnosis from fundus photos with performance comparable to or better than
experienced ophthalmologists (47). Such performance has also been reported in OCT-based glaucoma detection, where Al
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systems are able to detect subtle structural changes that can occur before functional visual field defects (48).
Predictive Modeling and Risk Stratification

Machine learning methods have transformed glaucoma risk prediction and progression estimation by combining various data
modalities, such as demographic characteristics, clinical data, imaging characteristics, and genetic data. The Rotterdam Study
established a risk calculator that used the age, IOP, central corneal thickness, and family history and showed better prediction
than single risk factors (49).

Recent developments in machine learning have made the creation of patient-tailored progression models possible that take
patient-specific characteristics and treatment responses into consideration. Such models can discern high-risk rapid
progressors and facilitate intensified follow-up and early intervention (50).

Al-Augmented Imaging and Monitoring

Artificial intelligence has substantially increased the reading and analysis of glaucoma imaging modalities. Al algorithms
are able to identify progression in OCT scans months before standard analysis techniques, potentially allowing therapeutic
intervention to be earlier (51). Al is able to analyze and process large volumes of data that can identify early glaucomatous
clinical presentation and very subtle changes (52).

Machine learning strategies have also enhanced the reproducibility and accuracy of visual field testing by utilizing intelligent
test algorithms that learn from patient responses and decrease testing time while maintaining diagnostic sensitivity (53). The
Swedish Interactive Threshold Algorithm (SITA) Faster takes into account machine learning that decreases testing time by
up to 50% relative to regular automated perimetry without additional compromise in glaucoma sensitivity (54).

Challenges and Future Directions

Although shown to be promising, the clinical use of Al for glaucoma is hampered by several challenges, such as algorithm
interpretability, making it compatible with current clinical workflow, regulatory approval processes, and ensuring fairness
across heterogeneous patient populations (55). The creation of explainable Al methods that offer transparent decision-making
processes is tantamount to gaining clinical acceptance and regulatory approval (56).

Current innovative research has leveraged Al to predict novel gene-based glaucoma treatment and prevention targets and has
discovered a number of possible candidate drug targets, including genes responsible for neuroprotection (57). This
combination of Al with genomics research is an exciting future direction for therapeutic development.

Regenerative Medicine and Stem Cell Therapy
Stem Cell Sources and Differentiation Protocols

Regenerative medicine strategies in glaucoma aim to replace the missing RGCs and induce optic nerve regeneration using
different stem cell-based approaches. Various stem cell sources have been explored, including embryonic stem cells (ESCs),
induced pluripotent stem cells (iPSCs), mesenchymal stem cells (MSCs), and retinal progenitor cells (58).

iPSC-derived RGCs have also been especially encouraging candidates for cell replacement therapy because they can produce
unlimited quantities of patient-specific RGCs while sidestepping ethical issues surrounding embryonic stem cells (59).
Current protocols have successfully differentiated of iPSCs into RGC-like cells that show corresponding molecular markers
and possess electrophysiological features resembling native RGCs (60).

Mechanisms of Neuroprotection and Regeneration

Stem cell therapy in glaucoma also acts via several mechanisms apart from direct cell replacement. MSCs exert
neuroprotective actions via the secretion of neurotrophic factors, anti-inflammatory cytokines, and exosomes with
therapeutic microRNAs (61). These paracrine actions can rescue current RGCs from damage and support the survival of
transplanted cells (62).

Current studies have recognized the significance of the extracellular matrix environment in maintaining RGC survival and
axon regeneration. Biomaterial scaffolds with laminin, collagen, and hyaluronic acid have been constructed to supply
supportive matrices for stem cell transplantation and facilitate axon guidance to proper targets (63).

Clinical Translation and Challenges

The translation of stem cell therapy to the clinic for glaucoma is confronted with broad challenges in cell delivery, integration,
functional connectivity, and long-term safety. The retinal anatomy and the requirement for accurate cellular integration
present special challenges to RGC replacement therapy (64).

Recent surgical advances, such as minimally invasive delivery techniques and image-guided transplantation, have enhanced
the retinal stem cell therapy. Clinical trials assessing stem cell therapy for retinal disorders like age-related macular
degeneration and Stargardt disease are offering useful information that can be translated to glaucoma treatment (65).
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Precision Medicine and Personalized Therapeutic Approaches
Pharmacogenomics in Glaucoma Treatment

Precision medicine strategies in glaucoma are also increasingly making use of pharmacogenomic concepts in order to tailor
drug choice and dosage according to individual genetic differences. Genetic polymorphisms of drug-metabolizing enzymes,
transporters, and receptors may have profound effects on responses to glaucoma drugs (66).

Cytochrome P450 enzyme system, specifically CYP3A4 and CYP2D6, is important in metabolizing various glaucoma drugs,
such as timolol and other beta-blockers. Variations in these enzymes may result in changes in drug elimination and either
diminished efficacy or increased risk of systemic side effects (67).

Prostaglandin analog reactions also show large inter-individual differences that can be connected to genetic causes. PTGFR
and other prostanoid pathway gene polymorphisms have been linked with the differential IOP-lowering effects of latanoprost
and other prostaglandin analogs (68).

Genetic Risk Assessment and Early Detection

Genome-wide association studies (GWAS) in large cohorts have revealed several genetic variants conferring glaucoma risk,
offering the potential for enhanced risk stratification and early detection. The NEIGHBORHOOD consortium has discovered
more than 100 genetic loci conferring primary open-angle glaucoma, which account for about 4-8% of heritability in disease
(69).

Polygenic risk scores (PRS) that utilize several genetic variants have proved to be a potential tool for identifying people at
increased risk of developing glaucoma. In recent studies, PRS has been seen to detect individuals having 2-3 fold greater
glaucoma risk, allowing for potential targeted screening programs and earlier intervention (70).

Biomarker-Guided Treatment Selection

The availability of molecular biomarkers for glaucoma progression has made it possible to be more specific about treatment
choice and monitoring. Candidate biomarkers in aqueous humor and tears have been identified through proteomics, which
align with disease progression and rates (71).

MicroRNAs have also been discovered to be potential biomarkers for glaucoma as they are stable, tissue-specifically
expressed, and contribute to the pathogenesis of the disease. Circulating miRNAs such as miR-29 family members and miR-
200 family members have demonstrated differential expression in glaucoma patients and a relationship with disease
progression (72).

Minimally Invasive Glaucoma Surgery (MIGS) and Advanced Surgical Techniques
Evolution of Surgical Paradigms

The advent of minimally invasive glaucoma surgery (MIGS) has transformed the surgical treatment of glaucoma by
achieving effective IOP lowering with better safety profiles than older filtering operations (73). MIGS operations are defined
by short tissue disruption, quick recovery, and fewer complications, making them ideal for earlier intervention in the
glaucoma treatment algorithm (74).

Modern MIGS techniques aim at distinct anatomical locations in the drainage system of the eye, such as the trabecular
meshwork, Schlemm's canal, supraciliary space, and subconjunctival space. Each technique has unique benefits and can be
used for varying patient groups and severities of disease (75).

Trabecular Meshwork-Based Procedures

Trabecular meshwork-based MIGS operations are intended to increase traditional outflow through bypass or excision of
segments of the meshwork. The iStent and iStent inject (Glaukos Corporation) establish direct drainage between the anterior
chamber and Schlemm's canal, and the Hydrus Microstent (Ivantis) offers scaffolding to preserve patency of the canal (76).

Trabecular ablation treatments, such as selective laser trabeculoplasty (SLT) and micropulse laser trabeculoplasty, provide
non-incisional methods of improving trabecular outflow. Advances in laser technology in recent years, with the introduction
of titanium:sapphire lasers and pattern scanning laser systems, have enhanced the precision of treatment and limited thermal
damage (77).

Supraciliary and Subconjunctival Drainage

Supraciliary drainage surgeries open new outflow channels by creating communication between the anterior chamber and
the supraciliary space. The CyPass Micro-Stent (Alcon) was one of the first devices to tap into this channel, though it was
voluntarily pulled from the market because of safety issues with corneal endothelial cell loss (78).

Subconjunctival drainage surgery, such as the XEN Gel Stent (Allergan) and PRESERFLO MicroShunt (Santen), produces
controlled drainage to the subconjunctival space without the drawbacks of conventional trabeculectomy (79). These products
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exhibit similar IOP lowering to trabeculectomy with enhanced safety profiles and shorter recovery periods.
Drug Delivery Systems and Sustained-Release Technologies
Overcoming Adherence Challenges

Suboptimal medication compliance is one of the greatest glaucoma management challenges, with research suggesting that
40-80% of patients exhibit suboptimal eye drop adherence (80). Sustained-release drug delivery systems may hold the
promise of breaking through adherence issues while ensuring therapeutic drug levels and decreasing dosing frequency (81).

The invention of biodegradable and non-biodegradable implants has made it possible to have sustained intraocular drug
delivery for time periods ranging from weeks to years. Such systems can be implanted via minimally invasive procedures
and ensure controlled drug release directly to the target tissue (82).

Implantable Drug Delivery Systems

The Bimatoprost SR implant (Allergan) is the first FDA-approved sustained-release glaucoma drug delivery system. A single
implant has been shown in clinical trials to achieve up to 6 months of therapeutic IOP reduction, and the potential exists for
repeat implantation when necessary (83).

Travoprost sustained-release devices are in clinical development, using biodegradable polymer matrices to achieve controlled
release of the drug. Initial clinical findings indicate similar efficacy to once-daily eye drops but with enhanced patient
satisfaction and compliance (84).

Nanotechnology Applications

Nanotechnology strategies provide distinct benefits for ocular drug delivery with improved penetration, targeted delivery,
and controlled release properties. Nanoparticle formulations may enhance drug stability, minimize systemic absorption, and
maintain therapeutic levels with less frequent administration (85).

Lipid nanocarriers such as liposomes and solid lipid nanoparticles have been promising for glaucoma drug delivery. These
vehicles may increase drug penetration across the sclera and deliver sustained release of the drug in ocular tissues (86).

Future Directions and Emerging Technologies
Combination Therapeutic Approaches

The future of glaucoma care will probably include combination strategies that combine several therapeutic modalities to treat
the multifactorial pathophysiology of glaucomatous neurodegeneration. Synergistic effects may be achieved by the
combination of classical IOP-lowering therapies with neuroprotective drugs, regenerative treatments, and precision medicine
strategies (87).

Clinical trials of combination neuroprotective treatments are now being developed, putting to the test the concept that the
simultaneous targeting of multiple pathways would offer more RGC protection than single-agent treatments (88).

Digital Health and Remote Monitoring

The implementation of digital health technologies in glaucoma management is facilitating remote monitoring, enhanced
adherence tracking, and tailored treatment optimization. Visual field testing through smartphones, wearable IOP monitoring
devices, and telemedicine platforms is revolutionizing the delivery of glaucoma care (89).

Continuous monitoring of IOP by contact lens sensors and implantable devices offers unparalleled information on IOP
variation and association with disease progression. These technologies have the potential to allow more accurate treatment
changes and identification of IOP-independent risk factors (90).

Emerging Therapeutic Targets

New development s in glaucoma research have established new therapeutic targets that hold the potential for breakthrough
therapies. Targets include the complement cascade, inflammatory pathways, and mitochondrial function as potential avenues
for drug development ©1-92-

The immune system's role in glaucomatous neurodegeneration has received added focus, with studies emerging to
characterize protective versus damaging immune responses. Immunomodulatory strategies enhancing neuroprotective
immunity coupled with diminished noxious inflammation hold promising therapeutic avenues ©3"

Conclusions

The glaucoma treatment landscape is being revolutionized by enhanced knowledge of disease pathophysiology, technological
innovation, and appreciation for the shortcomings of conventional IOP-centric strategies. The novel therapeutic paradigms
discussed in this article — neuroprotection, gene therapy, artificial intelligence, regenerative medicine, and precision medicine
— are complementary strategies that target various facets of glaucomatous neurodegeneration.
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Neuroprotective therapies hold promise for maintaining RGC function regardless of IOP reduction, which targets the
important proportion of patients with continued progression despite best pressure control. Improved clinical trial design and
new endpoints bode better hope for the successful translation of neuroprotective approaches to the clinic.

Gene therapy strategies are quickly moving towards clinical application, with various therapeutic modalities for both IOP
lowering and RGC sparing demonstrating potential in preclinical models. The success with other ocular diseases gives a
guide for glaucoma indications, and developments in vector technology and delivery systems continually enhance safety and
efficacy profiles.

Artificial intelligence and machine learning technologies are already starting to revolutionize the diagnosis and monitoring
of glaucoma, with Al systems showing performance superior to classical approaches in numerous applications. The marriage
of Al with genomics research is creating new horizons for drug discovery and personalized treatment strategies.

Regenerative medicine tactics, although in their infancy, potentially hold the groundbreaking hope of reversing established
glaucomatous damage by RGC replacement and optic nerve regrowth. Ongoing progress in stem cell biology and
biomaterials engineering is moving these methods toward clinical application.

The application of precision medicine concepts to glaucoma management is facilitating more tailored treatment choice
according to genetic, molecular, and clinical factors. Pharmacogenomic strategies and therapy choice based on biomarkers
are significant steps toward maximally individualized treatment plans.

Compared to the current state, in the future, the most promising progress in glaucoma treatment will probably come from the
convergence of these different methods into integrative treatment schemes that tackle the multi-factorial facets of
glaucomatous neurodegeneration. Translating these new therapies from the laboratory to the clinic successfully will depend
on continued cooperation among basic scientists, clinicians, industry stakeholders, and regulatory bodies.

With advances beyond the conventional paradigm of pressure reduction only, the future of glaucoma care holds promise for
improved treatments, improved vision preservation, and finally the potential to prevent blindness in glaucoma patients
suffering from this unrelenting condition. The integration of several therapeutic approaches, informed by the principles of
precision medicine and enabled by cutting-edge technologies, is the next wave in the battle against blindness caused by
glaucoma.
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