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Insulin resistance (IR) is a chronic inflammatory process, and the mechanism of IR is closely related to
inflammation. Inflammatory factors can participate in the insulin signaling pathway to interfere with its signal
transduction, and can also interact with the oxidative stress process to aggravate IR. Inflammation is also a bridge
that connecting obesity and IR. Adipose tissue inflammatory cytokines and adipocytokines may affect the process
of insulin action by regulating the inflammatory response, and some studies have shown that anti-inflammatory
treatment can improve IR. Elucidating the relationship between chronic inflammation and the mechanism of
IR is help to develop new ideas for studying IR and its closely related diseases like type 2 diabetes and metabolic
syndrome, and provide more theoretical and practical basis for new drug research and development.
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Ji % 2 T (insulin resistance, IR)JEH5 M
A FE LR BN N5 DR AR ) X i &R R
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FHRIPE IR (type 2 diabetes mellitus, T2DM),
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IR S A] 176 W A R LB 3 -8 it (phosphatidylinositol
3-kinases, PI3K)FI N i iR i S0 B B 1 (pyruvate
dehydrogenase kinase isozyme 1, PDK1), %35
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IkBJ# 3B (I kappa B kinase P, IKK-B)/#MH
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1.2 JNK i 2§

c-Jun 2 JE K Ui ¥ (c-Jun N-terminal kinase,
JNK) J& 22 24 )5 5 A 35 1 BB (mitogen activated-
protein kinase, MAPK)%%EE"JJ&E , B LH
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M % 2 FR W5 R - 1B (protein-tyrosine phosphatase
1B, PTP-1B), il TG fb 5 B & R Z A MIRSs
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SR JEIFIE B A, AR H s,
AH W5 95%, ARG T4 (reactive oxygen
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UL | T A R AE S BRI . YRz
F AN FE R S LR BR AR T, ROSK & =48
AU E AR ) Sht S AL BT AL 32 81, ROSK
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FRTHFZE AR 0 OS2 48 E S 7 Y — A
ZH R A, B RE S PR A P SRE 15 5 ik
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PN E g 1 2 20k VR 1 22 R AR I B 1
(VaspinL9J) & i K BLIWIR I A T2 —, J& T#
R E H S . BTN A Vaspin i) DL 0
B 1 R AR, I B R PR SR
Vaspin 5IRFA K LG H 2 E/0, w12 maF 5
5 R Iﬂl?%Vaspin7J(¥E/‘Jﬂf%, VLR g D 41
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R — R E B AP R 25 (non-steroidal anti-
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3 3 00 T NF - B A 1 5 2% R R e AR T
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RUE B A2 500 RIE BT TNE-a fll
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2 B BT 2R 3K 1 2 FLBE AT BE 4 32 3 (Galectin3, Gal3)
K RIRFEAR . Gal3xf ez Al A L, &9
Gal3 ] g A2 4 i FH i 5 2% AUV =2 ] 7 — 1> AT 428 i)
I 2R o WF 5T &l 0t Gal3 e 2k Fak 19 Th g A SL 08
UEW] T Gal3 4t 3 4 WE I 32 PO IR, R B
R IR AR 1Y Gal 335 A B /s BRIR BTG, HL ik % )
Gal3[/Nor P R Cpd47 ELEAE I T4, »]
U Gal3 %o 4] 26 Wi 6 iz (/R L IR SE Gal3 A] B
il , AR IR IR AR AR

PLRIGITREA M B IRE AR L 28
INAT, JRZ, IRYTIRE 15 HE 22 i DL IR T A e IR S
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