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Abstract: Genomic instability (GI) is defined as an increased or changed tendency of the genome and is
closely associated with the development and treatment of lung cancer. In lung cancer, abnormalities in path-
ways such as DNA damage response, mismatch repair, nucleotide excision repair, base excision repair and the
mitotic checkpoint promote instability at both the nucleotide and chromosomal levels,thereby driving changes
in tumor biological behavior. Therapeutic strategies targeting these mechanisms provide effective approaches
for the treatment of lung cancer. This article systematically reviews the roles and molecular mechanisms of GI
in the initiation and progression of lung cancer from the perspectives of nucleotide-level instability, chromo-
somal instability,epigenetic instability,and mitochondrial GI. Particular emphasis is placed on recent advances
in nucleotide and chromosomal instability related to lung cancer pathogenesis. Furthermore, recent clinical
studies targeting GI in lung cancer and their potential therapeutic applications are summarized. Although nota-
ble progress has been made in this field, genes that can serve as therapeutic targets for GI remain limited. With
the ongoing advancement of gene sequencing and gene-editing technologies, more Gl-related therapeutic tar-
gets are expected to emerge,providing novel strategies and options for lung cancer treatment.
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Research progress on retinol-binding protein 4 in cardiovascular diseases”
HU Na'na' \MEN Bingxin' \ZHANG Yaping' \WANG Yihua',]IANG Yujiao' ,ZHANG Jin'**
1. The First Clinical Medical School sLanzhou University , Lanzhou ,Gansu 730000,
China ;2. Department of Cardiology sthe First Hospital of
Lanzhou University , Lanzhou ,Gansu 730000,China

Abstract ; Cardiovascular disease (CVD) is characterized by high incidence,rapid progression, poor progno-
sis and high mortality,posing a major challenge to global public health. However,current clinical risk assess-
ment methods remain significantly limited in the early identification of high-risk populations for CVD. There-
fore,exploring novel biomarkers is essential for optimizing the prevention,early diagnosis and clinical manage-
ment of CVD. Among various potential biomarkers, retinol-binding protein 4 (RBP4) has garnered significant
attention due to its unique biological properties. RBP4 plays an important role in the pathogenesis and progres-
sion of CVD by regulating diverse physiological processes including energy balance,immune response, vascular
homeostasis,insulin sensitivity and lipid metabolism,demonstrating considerable potential as an early warning
indicator. Based on this, this review summarizes the latest research progress on RBP4 in various CVD,inclu-
ding coronary heart disease, heart failure, primary hypertension, transthyretin cardiac amyloidosis and viral
myocarditis. It further discusses the potential clinical value of RBP4 in the management of CVD, aiming to
provide a new perspective for elucidating the pathogenesis of these diseases and to open innovative avenues for
developing individualized therapeutic strategies for CVD patients.

Key words: retinol-binding protein 4; cardiovascular disease; adipokine; coronary heart disease;

heart failure
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