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1. ESMO Update in mCRC Treatments
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2. The FRESCO and FRESCO-2 Clinical Trials: Fruzagla Emerges as a New Hope for

mCRC Treatments
B L

Metastatic colorectal cancer (mCRC) remains one of the leading causes of cancer-related deaths

worldwide. While advancements in systemic therapies have improved patient outcomes, treatment options
become increasingly limited as the disease progresses. Patients with refractory mCRC, who have exhausted
standard therapies, continue to face significant challenges, including poor prognosis and limited effective
treatment choices.

In response to this unmet need, FRUZAQLA (fruquintinib) has emerged as a promising option for

patients with heavily pretreated mCRC. Its efficacy and safety have been demonstrated in key clinical trials,



including the FRESCO and FRESCO-2 studies. These trials provided compellfﬁ%evﬁﬁehce that
FRUZAQLA can improve survival outcomes in patients who have few remainﬁigﬁC ffggl{tr:nent options. By
targeting angiogenesis through selective VEGFR inhibition, FRUZAQLA offers a novel mechanism of
action that complements existing therapies and provides a well-tolerated option in later lines of treatment.

Beyond clinical trials, real-world case studies further highlight the practical benefits of FRUZAQLA in
patient management. These cases showcase how the drug can be integrated into treatment strategies, offering
patients renewed hope in an otherwise challenging treatment landscape.

As the mCRC treatment paradigm continues to evolve, FRUZAQLA represents a critical addition to the
oncologist’s toolkit. Its role in addressing the treatment gap for refractory mCRC patients underscores the
importance of continuous innovation in oncology, ensuring that patients receive effective therapies even in

the later stages of the disease.

3. Precision Oncology through HRD Profiling: Clinical Significance and Prevalence in
Taiwan
FATfE &

Homologous recombination deficiency (HRD) refers to the loss of an essential DNA repair mechanism

responsible for correcting double-strand breaks, resulting in genomic instability and promoting tumor
development. When key repair pathways are disrupted, cancer cells accumulate mutations that drive
oncogenesis and reveal therapeutic vulnerabilities. The presentation emphasizes that HRD is a biologically
and clinically significant marker across multiple tumor types, reflecting disease aggressiveness and potential
treatment sensitivity. HRD testing can be performed through two complementary approaches: identifying
alterations in homologous recombination repair-related genes or evaluating genomic instability patterns that
serve as evidence of defective repair. Incorporating HRD assessment into molecular diagnostics enables
clinicians to recognize patients who may benefit from therapies targeting DNA damage response pathways
and refine precision treatment decisions. Moreover, HRD-positive tumors often demonstrate unique
microenvironmental characteristics that influence therapeutic response, suggesting that HRD status provides
not only prognostic but predictive value. As precision oncology advances, the evaluation of HRD has
become a key component of modern cancer management, integrating molecular biology into clinical

decision-making and guiding a more individualized, biology-driven approach to therapy.

4. CD3/DLL3 Biospecific T Cell Engager (Tarlatamab): Clinical Efficacy & AE

Management
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5. The Evolving Treatment Algorithms for BRAF-mutant mCRC and’ Clinical
. . PRIFEPIX -
Experience Sharing

RAERE

BRAF V600E—mutated metastatic colorectal cancer (mCRC) is an aggressive subtype with poor

prognosis. Traditional chemotherapy offers limited benefit, leading to the rise of targeted strategies. Dual
BRAF and EGFR inhibition, exemplified by encorafenib-based therapy, has improved survival outcomes.
Ongoing studies focus on optimizing combinations, integrating novel targets and immunotherapy, and
refining patient selection through biomarkers and real-world data—advancing precision oncology in this
challenging disease.

6. PARP Inhibitor for mCRPC: Timing, Combination and Beyond BRCA
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