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NECA 5’-N-ethylcarboxamidoadenosine

ALRs AIM2-like receptors

NOD Nucleotide-binding oligomerization domain
LRR Leucin Rich Repeats
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SMOC Supramolecular organizing center
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DD Death domain

KD Kinase domain

Ub Ubiquitin

TRAF6 TNF receptor-associated factor 6
TAK1 TGF-p activated kinase 1

TAB2 TGFp-activated kinase 1 binding protein
IKK IkB kinase

NEMO NF-«B essential modulator

AP-1 Activator protein-1

CREB cAMP response element-binding protein
ISGs IFN stimulated genes

DAGs Diacylglycerols

ROS Reactive oxygen species

MIP-2a Macrophage inflammatory protein 2 alpha
PBMNC Peripheral blood mononuclear cells
SFA Saturated fatty acid

HFD High fat diet

FetA Fetuin A

PKC Protein kinase C

IRS-1 Insulin receptor substrate-1

IRS-2 Insulin receptor substrate-2
Abbreviation Full form

A Adsorption

D Distribution

M Metabolized

E Excreted

FDA Food and Drug Administration

B Biological source

N Natural product

NB Natural product “Botanical”

ND Derived natural product

S Synthetic molecule

A% Vaccine

CML Chronic myelogenous leukemia
CDKs Cyclin-dependent kinases

GSK-3p3 Glycogen synthase kinase-3[3

AD Alzheimer’s disease

6BIO 6-bromoindirubin-3’-oxime

7BIO 7-bromoindirubin-3’- oxime

FLT3 FMS-like tyrosine kinase-3

AML Acute myeloid leukemia

STAT3 Signal transducer and activator of transcription 3
PDAC Pancreatic ductal adenocarcinoma
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HUVECs Human umbilical vein endothelial cells

BAT Brown adipose tissue

UCP-1 Uncoupling protein-1

I3M Indirubin-3'-monoxime

VSMCs Vascular smooth muscle cells

Tq Thymoquinone

LC Lung cancer

oS Osteosarcoma

NO Nitric oxide

PGE, Prostaglandin E,

NHEJ Non-homologous end joining

MIC Minimum inhibitory concentration

NO Nitric oxide

ALI Acute lung injury

EHC Enterohepatic circulation

NP Nanoparticles

Abbreviation Full form

CHO Chinese hamster ovary

KRP Kreb’s Ringer Phosphate

LDH Lactate dehydrogenase

GAPDH Glyceraldehyde-3-phosphate dehydrogenase
ELISA Enzyme-linked immunosorbent assay
ChIP Chromatin immunoprecipitation

SPR Surface plasmon resonance

KD Equilibrium dissociation constant

FACS Fluorescence-activated cell sorting

QSAR Quantitative structure activity relationship
ADMET Absorption, Distribution, Metabolism, Excretion and Toxicity
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