39

papers

39

all docs

218677

1,960 26
citations h-index
39 39
docs citations times ranked

302126
39

g-index

3212

citing authors



10

12

14

16

18

m

ARTICLE IF CITATIONS

Mitochondrial oxidative stress contributes to the pathological aggregation and accumulation of tau

oligomers in Alzheimerd€™s disease. Human Molecular Genetics, 2022, 31, 2498-2507.

Age-dependent accumulation of dicarbonyls and advanced glycation endproducts (AGEs) associates

with mitochondrial stress. Free Radical Biology and Medicine, 2021, 164, 429-438. 2.9 33

Gain of PITRM1 peptidase in cortical neurons affords protection of mitochondrial and synaptic
function in an advanced age mouse model of Alzheimerd€™s disease. Aging Cell, 2021, 20, e13368.

PINK1 Activation Attenuates Impaired Neuronal-Like Differentiation and Synaptogenesis and
Mitochondrial Dysfunction in Alzheimerd€™s Disease Trans-Mitochondrial Cybrid Cells. Journal of 2.6 11
Alzheimer's Disease, 2021, 81, 1749-1761.

High Dietary Advanced Glycation End Products Impair Mitochondrial and Cognitive Function. Journal
of Alzheimer's Disease, 2020, 76, 165-178.

Anxiety and task performance changes in an aging mouse model. Biochemical and Biophysical Research

Communications, 2019, 514, 246-251. 2.1 17

Astrocytes Attenuate Mitochondrial Dysfunctions in Human Dopaminergic Neurons Derived from
iPSC. Stem Cell Reports, 2018, 10, 366-374.

RAGE mediates Al2 accumulation in a mouse model of Alzheimerd€™s disease via modulation of i2- and

3-secretase activity. Human Molecular Genetics, 2018, 27, 1002-1014. 2.9 62

Overexpression of endophilin A1 exacerbates synaptic alterations in a mouse model of Alzheimera€™s
disease. Nature Communications, 2018, 9, 2968.

Mitochondrial permeability transition pore: a potential drug target for neurodegeneration. Drug 6.4 -
Discovery Today, 2018, 23, 1983-1989. .

Identification and Characterization of Amyloid-i2 Accumulation in Synaptic Mitochondria. Methods in
Molecular Biology, 2018, 1779, 415-433.

Entorhinal Cortex dysfunction can be rescued by inhibition of microglial RAGE in an Alzheimera€™s

disease mouse model. Scientific Reports, 2017, 7, 42370. 3.3 64

Mitochondrial Dysfunction Triggers Synaptic Deficits via Activation of p38 MAP Kinase Signaling in
Differentiated Alzheimera€™s Disease Trans-Mitochondrial Cybrid Cells. Journal of Alzheimer's Disease,
2017, 59, 223-239.

PINK1 signalling rescues amyloid pathology and mitochondrial dysfunction in Alzheimerd€™s disease. 76 211
Brain, 2017, 140, 3233-3251. :

Increased Electron Paramagnetic Resonance Signal Correlates with Mitochondrial Dysfunction and
Oxidative Stress in an Alzheimerd€™s disease Mouse Brain. Journal of Alzheimer's Disease, 2016, 51, 571-580.

Development and Dynamic Regulation of Mitochondrial Network in Human Midbrain Dopaminergic 4s 30
Neurons Differentiated from iPSCs. Stem Cell Reports, 2016, 7, 678-692. ’

F1FO ATP Synthasea€“Cyclophilin D Interaction Contributes to Diabetes-Induced Synaptic Dysfunction

and Cognitive Decline. Diabetes, 2016, 65, 3482-3494.

Mfn2 is Required for Mitochondrial Development and Synapse Formation in Human Induced

Pluripotent Stem Cells/hiPSC Derived Cortical Neurons. Scientific Reports, 2016, 6, 31462. 83 [



20

22

24

26

28

30

32

34

36

SHIRLEY YAN

ARTICLE IF CITATIONS
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