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ARTICLE IF CITATIONS

HSF1-Dependent Autophagy Activation Contributes to the Survival of Melanocytes Under Oxidative

Stress in Vitiligo. Journal of Investigative Dermatology, 2022, 142, 1659-1669.e4.

Oxeiptosis: a novel pathway of melanocytes death in response to oxidative stress in vitiligo. Cell

Death Discovery, 2022, 8, 70. 47 21

Nanoparticle delivery of miR-21-3p sensitizes melanoma to anti-PD-1 immunotherapy by promoting
ferroptosis. , 2022, 10, e004381.

RIP1-Mediated Necroptosis Facilitates Oxidative Stressa€’Induced Melanocyte Death, Offering Insight into

Vitiligo. Journal of Investigative Dermatology, 2021, 141, 2921-2931.e6. 0.7 12

Folic Acid Protects Melanocytes from Oxidative Stress via Activation of Nrf2 and Inhibition of HMGBL.
Oxidative Medicine and Cellular Longevity, 2021, 2021, 1-12.

Long Non-Coding RNA CD27-AS1-208 Facilitates Melanoma Progression by Activating STAT3 Pathway.

Frontiers in Oncology, 2021, 11, 818178. 2.8 3

Metastatic Melanoma Cells Rely on Sestrin2 to Acquire Anoikis Resistance via Detoxifying
Intracellular ROS. Journal of Investigative Dermatology, 2020, 140, 666-675.e2.

A20 regulates the therapeutic effect of anti-PD-1 immunotherapy in melanoma. , 2020, 8, e001866. 13

ATP-Citrate Lyase Epigenetically Potentiates Oxidative Phosphorylation to Promote Melanoma Growth
and Adaptive Resistance to MAPK Inhibition. Clinical Cancer Research, 2020, 26, 2725-2739.

Impact of Interferon-alphalb (IFN-+1b) on Antitumor Immune Response: An Interpretation of the

Promising Therapeutic Effect of IFN-alphalb on Melanoma. Medical Science Monitor, 2020, 26, €922790. 11 >

Role of the aryl hydrocarbon receptor signaling pathway in promoting mitochondrial biogenesis
against oxidative damage in human melanocytes. Journal of Dermatological Science, 2019, 96, 33-41.

Oxidative Stressa€“Induced HMGB1 Release fromAMelanocytes: A Paracrine Mechanism Underlying the

Cutaneous Inflammation inAVitiligo. Journal of Investigative Dermatology, 2019, 139, 2174-2184.e4. 0.7 64

SIRT3-Dependent Mitochondrial Dynamics Remodeling Contributes to Oxidative Stress-Induced
Melanocyte Degeneration in Vitiligo. Theranostics, 2019, 9, 1614-1633.

Downregulated TRPV1 Expression Contributes to Melanoma Growth via the Calcineurin-ATF3-p53

Pathway. Journal of Investigative Dermatology, 2018, 138, 2205-2215. 0.7 34

Aberrant SIRT6 expression contributes to melanoma growth: Role of the autophagy paradox and
IGF-AKT signaling. Autophagy, 2018, 14, 518-533.

Identification of the Risk HLA-A Alleles and Autoantiﬁen in Han Chinese Vitiligo Patients and the
Association of CD8+T Cell Reactivity with Disease Characteristics. Medical Science Monitor, 2018, 24, 1.1 6
6489-6497.

Simvastatin Protects Human Melanocytes from H202-Induced Oxidative Stress byAActivating Nrf2.

Journal of Investigative Dermatology, 2017, 137, 1286-1296.

A similar local immune and oxidative stress phenotype in vitiligo and halo nevus. Journal of 19 36
Dermatological Science, 2017, 87, 50-59. ’
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Oxidative stress drives CD8 + T-cell skin trafficking in patients with vitiligo through CXCL16

upregulation by activating the unfolded protein response in Reratinocytes. Journal of Allergy and
Clinical Immunology, 2017, 140, 177-189.e9.

Down-regulated miR-23a Contributes to the Metastasis of Cutaneous Melanoma by Promoting 10.0 81
Autophagy. Theranostics, 2017, 7, 2231-2249. :

Xeroderma Pigmentosum Group A Promotes Autophagy to Facilitate Cisplatin Resistance in Melanoma

Cells through the Activation of PARP1. Journal of Investigative Dermatology, 2016, 136, 1219-1228.

Oxidative Stress-Induced Chemokine Production Mediates CD8+ T Cell Skin Trafficking in Vitiligo. 0.8 19
Journal of Investigative Dermatology Symposium Proceedings, 2015, 17, 32-33. )



