FHFEKRE 123(2), 93~99, 2014.

<$¥&E [ %&HR update] >
ArEREE A > X P

S P = G U
SO SRR R BRI RHA S - RATIRE:

Insulin Resistance in Endocrine Disease

Takafumi Senmaru

Department of Endocrinology and Metabolism,
Kyoto Prefectural University of Medicine Graduate School of Medical Science

A ¥ A PRI A 7 R v 7 fEGERE R EOREEE I BT 2 REE R & R L
TWa, HIREEE, BIEB X OCEoMEEE, MR R CoNGWEEIZ LIZLIZA ¥ A ) Y
PrERT 22 EDHY, TOBH - EINCBWTEELRBERBETH L. 1 v A1) VRPN
FRICBITB2ARMEA > 20) T 2I8BMETE2R L TEBY, MR - SEmcBIr 54 > 21) Ul
B L DHERGARGG A, B L OWFiEA S oM S B4 > 2 ARG 2SE RN TH L. K
FHARRIC B D BEPOAA L 7 )V T — AWEEAR 4 (GLUT4) OFMIERN 2 S HEE~OFAT (translocation)
L THDID, WHWREIZBIT A A v A IPTHEREE L, 1 A v 7 mEE s
Y87 D) PIRALESE, BTMIMETEA >~ A AREOREE, 7)) a7 Y EROET, I 3Ry
THEBEREE 7 KA & L THEZ HNTW A, BRROBFIZBW TANTIEEEF T4 v A1) »
PIEOFHL AR S N D, FRNVEVREIZ LD A 2 A0 VRPUEEREEE O 5 T F OffHO
7o O W 7 B EREWI DT H 5.

F—T—F D HHGAR, A YR VT FIVRE, Zva—AEkfk 4 (GLUT4).

Abstract

Insulin resistance is closely associated with the pathophysiology of metabolic disorders such as
diabetes and metabolic syndrome. Furthermore, insulin resistance appears to be a clinically important
manifestation of various endocrine diseases including thyroid disorder, adrenal and adrenal-related
disorder, and gonadal disorder. Insulin resistance indicates the presence of an impaired peripheral tissue
response to endogenously secreted insulin. It is typically caused by decreased insulin-stimulated glucose
uptake in the adipose tissue and in the skeletal muscle, and increased glucose output from the liver
(hepatic insulin resistance). In the peripheral tissue, insulin increases glucose uptake by promoting the
translocation of glucose transporter 4(GLUT4), from intracellular vesicles to the plasma membrane. The
major mechanisms involved in insulin resistance in the endocrine disease include impaired
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phosphorylation of insulin signaling proteins, reduced transcapillary insulin delivery, decreased glycogen
synthesis and impaired mitochondrial oxidative metabolism. All patients with common endocrine disease
should be performed an evaluation of insulin resistance. Further studies are needed to clarify the
underlying pathophysiology of the clinically meaningful relationship between endocrine disease and

insulin resistance.
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