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INTRODUCTION

RESULTS

Glutathione S-transferases (GSTs) include a family of enzymes that utilizes glutathione (GSH) in enzymatic reactions that involves
transformation of several compounds including therapeutic drug molecules and carcinogens. Human cytosolic GSTs are classified into seven
different classes, namely alpha, zeta, theta, mu, pi, sigma, and omega. GST are globular proteins contain N-terminal mixed helical and beta- A
strand domain and all-helical C-terminal domain. Hydrophobic H (substrates or ligand binding site) and hydrophilic G (GSH binding site)
forms the active site of GST enzyme. GSTs influence cellular survival, by repressing apoptosis signal-regulating kinase 1 (ASK1) thus
affecting the activation of p38 mitogen-activated protein kinase (MAPK) and c-Jun N-terminal kinase (JNK) in response to various intra and
extracellular stresses. Molecules inhibiting GST activity received attention as an adjuvant therapy to toxic electrophilic molecules to avoid
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usage of higher doses and toxicity by these agents. The objective of this study is to explore binding patterns of array of substrates and Curcumln
inhibitors for predominantly expressed seven isoforms of GST (Alphal or Al, Alpha2 or A2, Pil or P1, Mul or M1, Mu2 or M2, Mu$5 or M5
and Thetal or T1).
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Figure 1: Schematic work-flow for the proposed study

DISCUSSION & CONCLUSION
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Figure 2: Estimated binding free energy of (a) Inhibitors and (b) Substrates with GST isofroms + Hypothetical binding site of Substrates/Inhibitors => H-Site

Table 1: Common interacting residues of substrates and inhibitors towards GSTs
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