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Abstract
Insulin resistance (IR) is the main mechanism of type 2 diabetes mellitus (T2DM), and even plays
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an important role in the whole occurrence and subsequent development of cognitive impairment.
This article elaborates on the mechanism of insulin resistance in inducing type 2 diabetes, which
leads to cognitive impairment of diabetes, and puts forward the prevention and treatment me-
thods to provide reference, so as to lay new ideas and foundation for the development of drugs
needed for cognitive impairment of type 2 diabetes.
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1. 51§

2 BUBE R i (type 2 diabetes mellitus, T2DM):E NFCEERI N, 0% R B35 25001 90% LA F[1],
T2DM [f) 5 ZE U 5 R 52 R 5 R AR HT(IR) AR & Z (INS) AT B = o 7EXF 40 % DL I NBEREAT R U7 R
B, FHEC B AHMI D) REREAT, JE RS IR AR B 25 TR N R PR B R R R, SRR
)N Bt 5 R AR 00 R 2 R DI () SR L BR PR, g 3 o 00+ [ R 078 DR R e Bt T Rb R [2] . K
G 2 471 B i 5 2R AR T BE B (1 B S BT 2 —[3] K S v R A A5 P M B R U PR, R
JER FHHL, FEMACZHMENSR, RAFHCl, EA, RS FREE SAMEE L1 InsR 856580 T
TR R AT AN AR B ThRE, UL, InsR RIAIR/DHE 5l LI B 2 (5 S AL IBRERT, RAES RHHL
[4]. AWK T2DM B KNS (CH R AR TLEETE T2DM BN 1.2~1.5 . IR [ ‘38 Cl K
A, AHEREEEREIT T B, AT LU K T2DM B KL CLIKARG[5]. (R, 7 @ iZiem it s B AL 2,
B A IR FTRECAA I CI KA TTiEZ —

2. RBREDEMZRETHER

B B B ELOA O A S R T R RS S AT A, R HE R AR SRIDURIM 1) 6 A 2R [6] . R FR
Ry B AL, IR A T AL 5 L U B (BBB) MM N XM REE[7], B R 24K
IR AR TR, R S AR R X, B B2 /= PRER S W AR il AR R 4 Bk
BERAE SR N T RN AT, M Bk, I eS SMABITIERREE. IR ATAEFE BBB
FIBIOR, SO SEEYE, XA 4 BN LA D RERRRS , S EUR A T 28 1L 2 D\ K0 D R PR A R R BEa 8]«
DRI, MR J RO R i R 28 DR E 2, L1 D RE ) 2R TR T R S BRI (10 A B L2 A RN 3h 3 22 05 T iR 3

3. 2FRBRWNTESBRR B RRM AR EER

HATHTFE MR R W] T2DM AHSG I CI o R & AR ITT 0 45 SR A2 4 S M Mol by SRR P UL R AR A 3L
MR TS, AR R, 4B P B FARDTE S /K1 R iy 2 I 8 L P B 2l & 3R 24, AT
B BBB X ik & 2K (i@ Mk i 520 BBB HIDhAE. IXFNEZENE A T REIE R B, BOVEW e R
RN B 2R KPR B, I B By ER A A AR R AN 2 S BT R PR [9] o IR WV 22 ML) 2 B 22 IR AT
PERGAZ, LA S 5 B AE R I 22 e A e S5 PE A 2R AT VRS, T2DM SRR )BT 5 S FpiX
—Hi, BRI T2DM feidt CURE A R R, tieki B (- TR, tau BERRAL AR 22 AP 40NN A2 LK a-
Rtz H B9 [10] [11].
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4. T2DM B Cl HXBREE
41 MRRRERE

BHEIEERY, M5 IR LT AB A tau & A AEVIRR ED AR, R PRI AR T BE R RS 1)
FUAA bR S, 2 o I 4 I A A AN S DXL B B AR R [12] o 5 IR TR R BRAR EE, i
R RSP A B T A 18 0 M B e R R I A 3 384 N [13] 0 Li 5 NAIE 0 RS 1 A 38 A2 324,
FFiE I ROCK-PTEN-AKt-eNOS i #4515 1 Ififisi BF B (1) 58 3 PE AT Th [ 14]

4.2. EBEEMER Tau EBRE

TERFEER A pA2 F tau B 1R OO E MR O i B R A= b B [15] - tau B PO 35 B R R0 BR% 11
PR T DA e S 1 (10 07 A DC[16]. Mini 88 NEAT T —IBh S, X T KM g & 2 R i) 7
BRIk U, R B 2RI FE AR I P e S 58 B-UE M FF B A AR AL tau R /KT 3 N, X mT R R
Jit 5 AR B IR RIF BRI & AEAR SRR A [17]. tau B8 A BERR AL SR B AT fg (L T2DM Shor T AD ff
S AR [18] . Cesar 55 N &L 5 2 v] LR IS FEAIK A p42/40 [ RE J1RAHT AD i B A= B o (AU,
TATTE I T 45 S 1 R R T e AR B AR — B, R o LUdEd bt AD R AR 2 TRHIESR
WA VRERE SI[19]. LA SCERTT AR HE, 24 T2DM B A AR & 3, 06 P B 19 25 2 A4 K T
[ 5 A5 T A% S REAK, SRR I, FIA p42/40 FBERLIL tau B K FHE, AT E
) BB AG B K A

4.3. BERERERM(MMPs)

B ) B 1 B (MMPs) A& — SRR ) 8 FOK R, =4 A0S I, ATRE S Alh BBB, 2 I
PEAH, 15 3R ES E R K BE4H[20] . Coucha S5 N4R 2, B IR/ B A XUGTE L) MMP-9 BEAIEEHR, 2%
BRI AL o 5 e 1) e B 2, AT R i DA SR e 1) A A [21] o

4.4, FBZHIE

PR 9 REAE 38 2 55 AR PR AR b 2 A DGR E T, TEDARNRE ) BRI R 55 ) LA BIURZS vh th R #E
RHEVER] . Schubert %5 N7E—T3K [ Beaver Dam PV 72 1) KA 1] BAZ A 7 v (L3 2285 44 A N)
UERA, B A 22 AT R B AG I,  h J AI 7 AT VA PRI N BB o -1 (R R A B ER S
KIGZAGE) 5 A RS IAR DG, X RPFMRUIRIAMAAES S T INVRIEAE[22]. —DUR G B iR, 5
Bl PRI R A LG, AD FIUHE R B3 1 ISE C- M B 1 (CRP) T &i[23]. 75— J7THI, Wennberg 25 A 7E
M B2 BT 22 W AGTIE 78 B WL 5% 21 9 R A8 i R 7K 5 B A B e U N z VE 43 2 [RIR DR Bk . SR
B 1L-6 1 IL-10 /KPS 40 1) MCHZ W2 AH OG[24] o A BRI A7 8 185 i 1) 283 B J) Bl A IR i) S 3 3R
P TE ARG , SCRERE AL 2838 AN A S S 5 AR R W PR A BN T RE T B 2 AT 1) 9% R [25] . £k
PRI N FP AR R 2 2 48 i 1 4875 (reactive oxygen species, ROS) A i) 32 Bk, iX 15 B A1 % % 3
AP . TERR A, KB AN AN G D7 IR B IR A 2o ki dA, 72 A2 K& ROS, T did i 4k
SRSETE B i S A = P R AR B R A5 R R T e, BRI S A B AL B AN 2 I O S A i S5 e
£ O /N G P T O V== o = = A 7/ B R RS 7 = NP el =1 e/ T = NS 1 B2 Syl /7S e 13
(malondialdehyde, MDA) $ 8 A /> TR A 2CHE, PRI T EEE A IEIE e, #0i THE ok B =5 5%
5, HEZglRMEITcIRe B AR TI[26]. AT XRFIX—M AL, Fazakerley SF[27]14 /N BTG 740 i b 2 pr
RSy BT AL, UE B B A S A P T v 2 XS 401 55 JR 5 2 8 19 70 1 267 W % 2 11 4 7Y (glucose transport
4, GLUTA) 5 i 13 55 5 21T o 5 HH 0300 5 I SR O MR TR I R A 17 22 15 1 4 B PR 5 3 At
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B B P ), BRI S rh AN UK B T, SRR R R, S5 IR BRER AL I
B B RS2 AN, RS LTI B 10 B (protein kinase B, AKYPKB)E 5 il B i GLUT4 & i)
AW L7 VANE L VR il 1/ BBV O s F A AN P L) R N R R LR o ] ]

5. %2 T2DM g% Cl

Yt 3% D3 1] LUA s T2DM /N BUAR FE N A D R Reenty , FOPLHI AT B 5 40 NLRP3 J& Pk FEAK 28
i N K [29] . VRS YT 30 Ik 1 715 R = I 2R AR K (GLP)-1 (5 S48 2 IR 7E3R YT T2DM A3 MCI i
H A BT T AU AR[30]. DS FIENT T2DM AKIThRERRRS BE B iR 1R, HAHLHI T AE 5 2 4 51 L
A 1 & 2R AR (1DE) 7K1 BL B A Bt W 4y B A4 22 1 (APPY AT - FE 22 (AB) IR A 5% . EIR A IRER
W, DRHIE T RE 2 oA 7 K ERIPE R AL, T LA T2DM AR Th R B iS4 8T 1 V6 7 SR [31] -

Zx b, T2DM AMYAT 51 KR Co i E i, RN IS 2 S BRI R X MClo il 5 0 FR AR 2 R4t LA
RAER, REREA BT AN EAREH S, IR R 2ORE )R N . Tau 25 093 BE B IR AL TE B NFTs. e 4+4
il IDE J8/b> AB HIFEfRSE, Bl inThEe. T2DM AHE CI G ARRILGh Z KE 0k, R & 2R, 94
WRAF W EhrAE. 2288 ) O ZNURERRAIG, sl B OG5 5 Re )0, RIRAEAE TR R I
SBEIRE FAE R S RIS [32] o 1 2 WL B 22 F B T2DM AH2E CIL IR A, IR &AZ IE A Hrh
Z—o DR T T2DM A% Cl FIRERAEFEHLE], A KA BT I R 25 Bhi6
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