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Fig. 1. Major insulin responses found in various cell and tissues that are mediated through the binding of

insulin to its receptor.
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Fig. 2. Effect of phlorizin on metabolic clearance rate of glucose in glucose-insulin clamped diabetic rats.
N-C, normal control ; N-P, normal treated with phlorizin ; D-C, diabetic control + D-P diabetes treated
with phiorizin ; H(N-C), hyperglycemic(300mg/dl) clamped normal control. Each value is mean+ S.E.
#p <005, vs normal control ; # p<0.05, vs diabetic control.
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Fig. 3. Effect of acipimox on metabolic clearance rate of glucose in glucose-insulin clamped diabetic rats.
N-C, normal control : N-A, normal treated with acipimox ; D-C, diabetic control + D-A diabetes treated
with acipimox s H(N-C), hyperglycemic(300mg/dl) clamped normal control. Each value is meanzt S.E.
*p (005, vs normal control ; # p<0.05, vs diabetic control.
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Fig. 4. A ! Insulin binding at varying concentrations of insulin to crude plasma membrane from hindlimb muscles
in STZ-induced mild and severe diabetic rats. B : Scatchard plot analysis. Bars indicate S.D., ® ,
control rats ; O , mild diabetic rats : [], severe diabetic rats, Ke : high binding affinity constant

in X10°/'mol, Ro : concetration of insulin receptor in fmol/100 g protein.
* p{0.01 mild vs control, * * p{0.001 mild vs control, severe vs mild, # p < 0.05 severe vs mild.
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Fig. 5. A model of insulin signal transmission.
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Fig. 8. Sequence of events involved in insulin stimulation of glucose transport in muscle and adipose cells.

Table 1. Human glucose transporters

Expression
Protein  Amino Choromosomal in tissues insulin
(Kd) acids localization and cells Function stimulation
Facilitative
GLUT—1 55 492  1p35—p31.3 Brain, Basal glucose transport +
erythrocyte
GLUT-2 58 524  3q26.1—q26.3  Liver, B-cell Low-affinity glucose -
transport
GLUT-3 54 496 12pl133 Brain, Basal glucose ?
fibroblast transport
GLUT—4 55 509 17pl13 Fat, skeleatal Insulin-stimulated +++
muscle, heart glucose transport
GLUT-5 50 501  1p32—p22 Small intestine Intestinal absorption( 7 ) ?
Concentrative
Na*-dependent
SGLT-1 75 664  22ql1—>qter Intestine, Intestinal absorption, -
kindney renal reabsorption
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