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Abstract: Fructose 1, 6-bisphosptase (FBPase), a second rate-limiting enzyme in gluconeogenesis, has an
important role in the control of gluconeogenesis, which involves in energy metabolism and glucose homeostasis.
Inhibitors of FBPase exhibit an anti-diabetic activity. Some of FBPase inhibitors have entered the stage of
clinical trials, which indicates that FBPase is a promising therapeutic target for the discovery and development of
hypoglycemic drugs. In addition, recent studies have shown that FBPase can be used to treat other diseases
such as the initiation and development of tumors in several cancer types. Here, we provide a review of the
biological characteristics of FBPase and contributions of FBPase on gluconeogenesis and insulin secretion, the
research and development of FBPase inhibitors and the regulatory role of FBPase in other diseases.
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Figure 1 Homotetramer of FBPase. 1: Substrate binding site;
2: AMP dlosteric site; 3. Subunit inter plane binding site
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Figure2 The pathway of gluconeogenesis'®®. There are three
irreversible steps in the gluconeogenic pathway: (O conversion of
pyruvate to PEP via oxaloacetate, catalyzed by PC and PCK; @
dephosphorylation of fructose 1, 6-bisphosphate by FBP;, &
dephosphorylation of glucose 6-phosphate by G6PC. G6PC:
Glucose-6-phosphatase; FBP: Fructose-1, 6-bisphosptase; PCK:
Phosphoenolpyruvate carboxykinase; PC: Pyruvic carboxylase;
PK: Phosphoenolpyruvate kinase; LDH: Lactate dehydrogenase;
PDH: Pyruvate dehydrogenase
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TE KL R RAS KA 2. FBPL B 7 MMNE TR,
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(histone deacetylase, HDAC) i FBP1 51
H3K27Ac /K°F, i FBP1 [1%ik. @ FBPL{k%Kik
55 bR A OB AR S AR OG . BUAE A KB 2 Fe
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58 FBPL 2 {2 k1 715 55 75 FF 4 Ffw e A 45 P g 120,
SEiMERE I FBPL 3Rk, 2443, HA
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