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Research Background
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PLAGL1 interacts with GPX4 to conquer vulnerability to sorafenib induced ferroptosis through a
PVT1/miR-195-5p axis-dependent manner in hepatocellular carcinoma

Z+i&: Journal of Experimental & Clinical Cancer Research
IF:12.8
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Muscle-derived small extracellular vesicles induce liver fibrosis during overtraining

Zx7&5: Cell Metabolism
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Hepatic NMNAT1 is required to defend against alcohol-associated fatty liver disease

Zx7E : Science Advances
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Lysosomal-associated protein transmembrane 5 ameliorates non-alcoholic steatohepatitis by
promoting the degradation of CDC42 in mice

Z+7& :Nature Communications {E M & AdV-mLAPTM5
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Stress triggers irritable bowel syndrome with diarrhea through a spermidine-mediated decline
in type | interferon

Zx7E : Cell Metabolism
IF:30.9
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A microbial amino-acid-conjugated bile acid, tryptophan-cholic acid, improves glucose homeostasis
via the orphan receptor MRGPRE

& Cell

IF:42.5 B | M

BRBMIERAFE=ER

AR S AdV-creflLV-ShAldoa

AT % AdV-creiEi (F=:30uL/ R HE
791.0X 10°PFU/mL) ;LV-ShAldoalRfir3E5¢/)\
REMEER,

5 2.5
el Es— Snpzparoms s : 2,0
tj_*::m = -ﬁﬁmﬂ S T I
Ao i a 1.0
T e e [y [e) ﬂ
Eﬂﬁ-
: 2oollti LA LI T
SIS F
Qv

iy 2z 7

Gingerenone A Attenuates Ulcerative Colitis via Targeting IL-17RA to Inhibit Inflammation and Restore
Intestinal Barrier Function

Z+7& :Advanced

Science A B
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NR3C1/Glucocorticoid receptor activation promotes pancreatic 3-cell autophagy overload in
response to glucolipotoxicity

ZxE:Autophagy
IF:14.3
ERRABERERAF

fEFF= &R AAVS-Insulin2 (BRARYS R BTHF)
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A B

c “
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AAV-infusion

Pancreatic PGTT IPGTT PGTT
AAY infusion T IMTT PITT
Insulin levels

Pancreatic acinar cells-derived sphingosine-1-phosphate contributes to fibrosis of chronic
pancreatitis via inducing autophagy and activation of pancreatic stellate cells

Z+7&:Gastroenterology
IF:25.9
BRSO ERREASE
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NR3C1/Glucocorticoid receptor activation promotes pancreatic 3-cell autophagy overload in
response to glucolipotoxicity

Zri&:Diabetes
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(-)-epigallocatechin 3-gallate protects pancreatic -cell against excessive autophagy-induced
injury through promoting FTO degradation

Z+7E : Autophagy
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Loss of CLDN5 in podocytes deregulates WIF1 to activate WNT signaling and contributes to
kidney disease
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PARylation promotes acute kidney injury via RACK1 dimerization-mediated HIF-1a degradation
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Targeting Neuraminidase 4 Attenuates Kidney Fibrosis in Mice
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LncRNA evf-2 Exacerbates Podocyte Injury in Diabetic Nephropathy by Inducing Cell Cycle

Re-entry and Inflammation Through Distinct Mechanisms Triggered by hnRNPU
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Supplementary Figure. 51
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