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Orail: A New Therapeutic Target for the Acute Kidney Injury-to-Chronic Kidney Disease Transition.
Nephron, 2022, 146, 264-267.

Regeneration and replacement of endothelial cells and renal vascular repair. , 2022, , 129-144. 1

Macrophage dynamics in Ridney repair: elucidation of a COX-2a€“dependent MafB pathway to affect
macrophage differentiation. Kidney International, 2022, 101, 15-18.

Serum IL-17 levels are higher in critically ill patients with AKI and associated with worse outcomes. 5.8 4
Critical Care, 2022, 26, 107. )

Oxidative Stress and Inflammation Contribute to Kidney Injury Risk During Prolonged Passive Extreme
Heat Exposure. FASEB Journal, 2022, 36, .

Kidney injury risk during prolonged exposure to current and projected wet bulb temperatures
occurring during extreme heat events in healthy young men. Journal of Applied Physiology, 2022, 133, 2.5 6
27-40.

Crystals or His(stones): Rethinking AKI in Tumor Lysis Syndrome. Journal of the American Society of
Nephrology: JASN, 2022, 33, 1055-1057.

T helper 17 cells in the pathophysiology of acute and chronic kidney disease. Kidney Research and

Clinical Practice, 2021, 40, 12-28. 22 12

Contribution of Th17 cells to tissue injury in hypertension. Current Opinion in Nephrology and
Hypertension, 2021, 30, 151-158.

Pathogenesis of Acute Kidney Injury. , 2021, , 1-38. 0

Mutation of RORI3T reveals a role for Th17 cells in both injury and recovery from renal
ischemia-reperfusion injury. American Journal of Physiology - Renal Physiology, 2020, 319, F796-F808.

The case for capillary rarefaction in the AKI to CKD progression: insights from multiple injury models.

American Journal of Physiology - Renal Physiology, 2019, 317, F1253-F1254. 27 7

Role of Renal Hypoxia in the Progression From Acute Kidney Injury to Chronic Kidney Disease. Seminars
in Nephrology, 2019, 39, 567-580.

Calcium channel Orail promotes lymphocyte IL-17 expression and progressive kidney injury. Journal of
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Exogenous Gene Transmission of Isocitrate Dehydrogenase 2 Mimics Ischemic Preconditioning
Protection. Journal of the American Society of Nephrology: JASN, 2018, 29, 1154-1164.

Th17 cells contribute to pulmonary fibrosis and inflammation during chronic kidney disease
progression after acute ischemia. American Journal of Physiology - Regulatory Integrative and 1.8 22
Comparative Physiology, 2018, 314, R265-R273.

Hydrodynamic Isotonic Fluid Delivery Ameliorates Moderate-to-Severe Ischemia-Reperfusion Injury in
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IL-17 mediates neutrophil infiltration and renal fibrosis following recovery from ischemia
reperfusion: compensatory role of natural killer cells in athymic rats. American Journal of 2.7 68
Physiology - Renal Physiology, 2017, 312, F385-F397.
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Human adipose stromal cell therapy improves survival and reduces renal inflammation and capillary

rarefaction in acute Ridney injury. Journal of Cellular and Molecular Medicine, 2017, 21, 1420-1430.

Endothelial colony-forming cells ameliorate endothelial dysfunction via secreted factors following
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Surprising Enhancement of Fibrosis by Tubule-Specific Deletion of the TGF-2 Receptor: A New Twist on
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Vitamin D deficiency contributes to vascular damage in sustained ischemic acute kidney injury. 17 39
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Th-17 cell activation in response to high salt following acute Ridney injury is associated with
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Effect of Renal Shock Wave Lithotripsy on the Development of Metabolic Syndrome in a Juvenile Swine
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Renal Endothelial Dysfunction in Acute Kidney Ischemia Reperfusion Injury. Cardiovascular &
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Circulating and tissue resident endothelial progenitor cells. Journal of Cellular Physiology, 2013,
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Getting the &€celnsided€:Scoop on EphrinB2 Signaling in Pericytes and the Effect on Peritubular Capillary
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Chromosome substitution modulates resistance to ischemia reperfusion injury in Brown Norway

rats. Kidney International, 2013, 83, 242-250. 52 21

Distinct effects on long-term function of injured and contralateral Ridneys following unilateral
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Persistent oxidative stress following renal ischemia-reperfusion injury increases ANG Il hemodynamic
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Activated Pericytes and the Inhibition of Renal Vascular Stability: Obstacles for Kidney Repair. Journal
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Low Proliferative Potential and Impaired Angiogenesis of Cultured Rat Kidney Endothelial Cells.

Microcirculation, 2012, 19, 598-609. 1.8 18



38

40

42

44

46

48

50

52

54

ARTICLE IF CITATIONS

Pathophysiology of Acute Kidney Injury. , 2012, 2, 1303-1353.

A GAP in our knowledge of vascular signaling in acute kidney injury. Kidney International, 2011, 80, 5.9 o
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Impaired endothelial proliferation and mesenchymal transition contribute to vascular rarefaction
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Increased ANG Il sensitivity following recovery from acute kidney injury: role of oxidant stress in
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Renal ischemia reperfusion inhibits VEGF expression and induces ADAMTS-1, a novel VEGF inhibitor.
American Journal of Physiology - Renal Physiology, 2008, 294, F928-F936.
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Transforming growth factor-2 in acute renal failure: receptor expression, effects on Froliferation,
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