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Target ID Pathway/Function Description References
GLUT1 Glycolysis, glucose transport Glucose transporter 2
Glutamine, glutamate metabolism - cystine . .
xCT Aision (or C3) smithess Cystine-glutamate antiporter encoded by SLC7A11 gene 3
MCT1 Lactate metabolism Monocarboxylate transporter encoded by SLC16A1 gene 4-6
GAPDH Glycolysis Glycolytic enzyme 7
LDHA Glycolysis, NAD/NADH balance Glycolytic enzyme, catalyses pyruvate-lactate conversion 8-13
GLS Glutamine metabolism Amldohydrolase enzyme, cata?lyzes 14-18
glutamine-glutamate conversion
CPT1 Long-chain fatty acid Mitochondrial enzyme, catalyzes transfer of an acyl group 19
transport/oxidation of a long chain fatty acyl-CoA from coenzyme A to L-carnitine
PDK1 Pyruvate metabolism/oxidation Protein kinase that regulates pyruvate dehydrogenase (PDH) activity 20
MGLL Fatty acid synthesis Monoacylglycerol Ilpgse, cataly?e hydrolysis of monoacilglycerides into 21
glycerol and long-chain fatty acids
HIF1 Regulates the hypoxic response Hypoxia-inducible transcription factor 22
mTOR Regulates cell proliferation, transcription, Kinase encoded by MTOR gene 2324

translation, and autophagy
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— Yuting Sun, PhD

Senior Research Scientist, MD Anderson Cancer Center
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Table 2(3. #HEZHEREBDEBENIRY—TY FEUTHRSNTWVWSDSZ RO RUFPSIINOBO—ETI, = O RUZHIS
DE(d. HEEEREDMORIERSY—Ty EERUT, WENHFUVRIRESY -5y hTd., SO RUTFHUIINTBEZT Ty
b & UTEaBEDF & A ENERRIBRD AT —Z (CEE LU TLVRWEDD, TNSEFAITIRT -5y b ERDTF v 2 A=W IZBE
A EIEA G I

Target ID Pathway/Function Description Diseases References
CypD Mitochondrial function/health Peptidyl prolyl isomerase F, associates with the inner Alzheimer's, Parkinson's, 26-28
mitochondrial membrane during the mitochondrial membrane amyotrophic lateral
permeability transition (mPTP formation) sclerosis (ALS)
PINK1 PlInk1/Parkin pathway, mitophagy Mitochondria-specific kinase PTEN Induced Kinase 1 Parkinson's 29
LRRK2 Cytoplasmic GTPase and kinase activites Member of the leucine-rich repeat kinase family Parkinson's 30-32
Drp-1 Mitophagy GTPase that regulates mitochondrial fission Parkinson's 33-34
DJ-1 Cellular oxidative stress response Redox-sensitive chaperone/sensor for oxidative stress, Parkinson's 35
encoded by PARK7 gene
ABAD Oxidation of isoleucine, branched-chain fatty acids, Mitochondrial enzyme encoded by the HSD17B10 gene Alzheimer's 36-39
xenobiotics, sex hormones, and neuroactive steroids
MPC Pyruvate oxidation Mitochondrial pyruvate carrier Neurodegeneation due to 40
excitotoxic injury
SOD1 Antioxidant enzyme, detoxification of ROS in cells Superoxide dysmutase isoform present in the Amyotrophic lateral 41-42
cytoplasm and mitochondrial intermembrane space, sclerosis (ALS)
encoded by SOD1

Table 2. ##FZEMRBORELGNHHT -5 S

= RO RUTZDEILE D EEREH . RO S HESHIEZHIEHIT D

“BEEICHIEY, BB/ \A R )— Ty FERBEED BRI N B E Tl EZERNT EHTEBDH @ View eSeminar
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—Anne N. Murphy

— Anne N. Murphy, PhD — Ajit S. Divakaruni, PhD
Professor of Pharmacology, Asst. Professor of Molecular and Medical Pharmacology,

University of California, San Diego University of California, Los Angeles
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Table 3(3. AEE - ¥EAKK - EIRERR (CEIE I DAFMPRBOBENRY -5 hELT. INFTITHAR=NTEZY >IN
DBD—ETY,

TargetID  Pathway/Function Description References
PPARa Controls expression of (hepatic) genes involved in fatty acid uptake and intracellular Ligand activated nuclear receptor/transcription factor 43
transport, fatty acid oxidation, lipogenesis, ketogenesis, and lipoprotein/cholesterol
metabolism (in adipocytes)
PPARy Regulation of ADD, function, insulin sensitivity, lipogenesis, lipid storage, Ligand activated nuclear receptor/transcription factor 44
and glucose metabolism
AMPK AMPK activation results in stimulation of hepatic / skeletal fatty acid ADP-activated protein kinase, a key enzyme in cellular 45
oxidation, ketogenesis, and glucose uptake, inhibition of FA synthesis, lipogenesis, energy homeostasis
and modulation of insulin secretion
GLUT4 Glycolysis/glucose oxidation Insulin-regulated glucose transporter 46, 47
CPT1 Long chain fatty acid transport/oxidation Mitochondrial enzyme, catalyzes transfer of an acyl group of a 45
long chain fatty acyl-CoA from coenzyme A to L-carnitine
MPC Pyruvate oxidation Mitochondrial pyruvate carrier, therapeutic target for modulating 48
energy balance and the metabolic profile
UCPs ETC/OXPHOS Family of mitochondrial proteins present mainly in brown adipose 49

tissue, uncouples ETC from OXPHOS

Table 3. ¥#&fKIR. EIRERR. TOMDERIVIAINEREBDTZHDEELGNAHY -5y S

DA (CHITD = b RUTBEMEDIEE : DL —>-77> AT 222 RE
miR-208D1%E|

VIR L DEIEDFNEA T = X LN HEFE T T o BRI IEDREDFINE 7% B E DI,
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— Margriet Ouwens Ph.D.
German Diabetes Center,

DDZ Institute for Clinical Biochemistry and Pathobiochemistry, Disseldorf
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