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Abstract

Insulin resistance (IR) is a characteristic of type 2 diabetes mellitus (T2DM) and one of the main
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pathogenesis of chronic diabetes complications. It is important to accurately identify IR levels be-
fore the onset of complications. The mechanism of IR is not yet clear, but lipid overload and in-
flammation are the two main ideas. Triglyceride-glucose index (TyG) is an economical and effec-
tive new index to evaluate IR. In recent years, the index has been proved to be useful in evaluating
many common clinical diseases, such as T2DM, diabetic nephropathy, metabolic syndrome and athe-
rosclerosis. This paper mainly reviews the studies on TyG index and IR in Type 2 diabetes-related
cognitive impairment (TDACD), with a view to providing a new basis for the progression of cogni-
tive impairment and the prevention and treatment of complications, as well as new ideas for early
clinical identification and intervention.
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1. 5|15

B PR IpE RN RN D) e P 2 £ A thE ST IS PR « 2021 4F [El Bk R X B (IDF) $fs o, A3k
5.37 ALHAE N EARERG, BT, R S NI 1.4 12, fERE PRI EFE T, 2 BUBE R (Type
2 diabetes mellitus, T2DM) (5 90%LA F-[1]. T2DM & —Ff DA LA« JiR & Z KB (Insulin resistance, IR) A%
By 320 WA 2RO RAE AR B BB A TR 2 AT 34 B 26 7™ 02 DL KBS PR3 F80 2R I R S A
NREHTFTIESE T2DM AISE A RITh BEREAG A A2 O XURG[2] - IR J& T2DM g B AR BEEL A, 2 T2DM &
FONFI D REREAT A A B B BRI [3]. ZIWF RN, Hh = Fes &0 (TyG)fa £ rT 1E v iTAs IR (48 Hr,
AICHE TYG 18305 IR K 2 BURE R AH G D) BelE G (TDACD) Z (R )k R AE— R G LR IR

2. TYyGH#EH5 IR

RS E - IR A ISR ISRV IR FEhriE, HEH A & 524 BRI E7E IR IR
FRREREA R . FadSE S B HHI(HOMA-IR)FE B I IR LR 2, (BAE) 2Bl ik 2 7 WLk 2
JE I 5 KSR E RO R AE . Ik, TyG $REUE N —Flilid S50 = 80T H R iR, CRONHNY
IR HIHHE R . TyG 80 i 2 M M5 H I =B (TG) A2 I b (FPG) L I 2 & Fabw . tHE AR N: TyG
88 = In [(ZEHM=E(TG, mg/dL) x ZEIMHEFBG, mg/dL))/2. TyG fa¥is T 2008 “EH | 135
IR o [T A5 N [ATHE — I5UHE T (i HE N AR IR (TR 72 b i e J, E 938 BN TyG #5254 HOMA-IR 45
Henl DU PR ) IR (BUEME 84.0%, 5 45.0%) . AR HLE v AOAE B AR RS SRR 1) T Ty G 483K
7E IR JHE 32 fH ] . 2010 4E, Guerrero-Romero Z5[5]%} 99 44 32 i & HEATREMTEIAF 7T, ¥ TyG 83k
SRR - B IR oG 347 e, KB TyG F8HUR PP IR MR E TR, #8105 5 K Ui
7 THT LA 45 i A RBUBR 1 (96.5%) FIRE 7 14 (85.0%) » AR H Er LK ZE[6]7E 2019 “E[IHFFL, TyG FE4(HT LAEAR
e I R I B AR IS SRR IR, P AL, 1 H TyG 4850 23R A AMK . ATAT = 1)
Fri. HAT, TyG #5307E 2 Rhosom A2 Wb C R BT BRI . BRAERF 70 R I TyG F5307T R
SR EEENET] ARTAE TN B TR [8] . I P D\ ) BE B A [ O] 55 15 B R A= B DI AH O o LB S5 A
Mg 532 IR MBI fERE &R, A G XM RS HI TyG 83t 5 IR MOGHRBAAIES —

DOI: 10.12677/acm.2023.131063 416 I P I 25338 2


https://doi.org/10.12677/acm.2023.131063
http://creativecommons.org/licenses/by/4.0/

X, XI5

SEMEER
3. IR 5 TDACD

IR AR I 28 (0 1L 70 WA R el 2 B 2E g 2 g R AR P R A, B M 20
By ZORYERF 1L AR BEAE 0 — FioRES o 2L 3 B LR e B 345 5 18 B 32 B BUR L I . TDACD 3 3 i 3
iR 09 B0 2 PR AN BE T R B 2R T O, O A 22 A BN ZE R AR AL A 0 o 38 T 2 1] ] P9 A1 A 53
Wk, AN IR 7£ TDACD (kA K il AR, HALHI T BE 5 LUK B 30 K

3.1. BRFEHEEKBEF(Insulin-Like Growth Factor-1, IGF-1)3&#

F o IGF ZZAR(IGF-IR) |z 43 A T K v (JE A2 HP AR 28 R G g S R K 12 i), 3643 IGF-IR I8 AR 7E
P UM IR R, IR R RN EFMEM I, ES5MAES1IEE. 7E IR fFENE
BT, IR A T TR KT PR R B 2 T 51 kD e R I, o R 2 IUAE TR IGF-1 (& K

R IGF-1 5 IGF-IR 45, @ MBuE s 5% S@, 24 oA GE[10]. BRI K
DU/ IGF-1 & T2DM PIREZTE K, R/ BRUFFIE IGF-1 BRI R 4 IR MY, AMJEPESS T I L RE S
IR, #/R IGF-1 5 IR fAfE—EMRKR, HKRE IR A HBLIGF-1 #iPt. % 5iEi2. INmIhfest)
FR, 8 Z A KBRS B R K T (GH-IGRYR A it 2 M Be 2 Al (¢ R 5t % W) B m /K- F
IGF-1 FIZEF N LR, idiZRe /I A1) — UK BB IS0 5 R 5 3l A8 SUBUE IGF-IR E#HZ T
FEAUf R AE S AREIER, 5358, p-Akt 556 FEB LSS CAL XAZ o0t IR 2 &4
AR WSE IGF-1 /K- FEURE G E A DRt i« G5 N kN T RE[12] -

32. f-EMHERAYNRE Tau EHREBERIL

B 7R % B (Allzheimer’s disease, AD) 973 BEAFAE 2 Il A 22 4 34 (Senile plaques, SPs) il #ifi 28 41 4 4 25
(Neurofibrillary tangles, NFTs)[ 5. AB J& SPs MR Z 5. 5 AD B R ERRFIEARRL, B JR s 2
K R AEAE AB VTR Tau 2 5 7 MR 10 [13]. AB HIIEM FEER A RTIR(APPY KRN oK, EEFUIRAS T
MBI RTA R (1 (s APP), 1M S B EBAZLE IR I, B 2 /KT S8 B 4 Wb Bys M 1 o,
APP 73RN B N S 2 AB UTAR[14]. JIR S R FFERF(IDE) 2 AB B F 2[5 ffll, B R Z AB 5 IDE 4
AISES ISR, IDE SRR ERSS, S AB BRI TR, BE—P e AB Ui, Ho SF[15]7ER:
AD FhYE AR FE I, mIR KBS 2 IR RS AT DL PKB/AKt %12 FEAIK IDE fiE M. AB UL
HEERMERITHE T E R T, SEOAM IR

Tau &5 F2 KM WIRGE AR, AR ARFISNE 2 R ph g Ao, H 32T
e SMEEASS, S 54FMRMERS. ARESAHZMBIIEE. PIXMHEREN IR A 520
PIBK/AKt {5 5, PISK i% 1t R8T GSK-34 G, Tau & A FERERRIL[16]. S BEER 1LY Tau
EANBIE R RAR, BETHANE A4S (NFT), SECh 240 25 /4507 BT R b hs, B 25 40 i
To[17]. MR, Tau £ AR 4EFHA SN ThAE R E A [18].

33 |HNRMRMN

EANFOR TR A R PUR AR T, SEOE R A 2L (ROS)NIE LR H12E(RNS) ™ £ 1L 2 BH
Brimlob, FEARGIG. EEBEKT, U408 ROS Z 540, i B i 2k (14 S NiR 24 ) At
7= ARG BR R AT . BRI R R, ROS /EN 2, HUAMBIfRE AR, HEM e piA L RE
JIBF, e RAEEA SR N . AR O R A IR R AR I B AR ZEN L 2 —[19]. ROS
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& T2DM B A AL R RAT 4, ROS I AR 11 5 (U (23t 8 BT 52 OB SR MR B I 5445
BB p A0, iR AR A A R L iR AT . AT AP A L& 1R . NADPH ZULRE . iRt
ENEEEBARAE SRR 7. T2DM i3 B SR SR, STAALRE B, IR AT S AL
. DNA M FFUAAL[20], MIMTFHEBR R R15 58S, SE AR TIRE

4. TyG $&#5 TDACD

TyG faEUE MAE 5 AR LR G HabR, 16 T2DM H WAL SR FI IR B 1A 0% . Ml EAsE
IR ROS KBRS p G B EME T . DLUH I = e (TG) M m ks s i Ag A S 250, it T3 api it
WSS R 2R E R E R S AR ThAE[21]. TG Thm S8 & Me R (FFAs) T i[22], #ENAEE
LA R TG FFUTR, K IR NHFAE AR X0l BN FRAs Bt L R MR EME R E, §
FONEIhRERAG[23]0 HhAL, MEMARU ZREL ol SRR ARG . B, EEZMNEh. W, Ffix
W KR JZ S O S L AEURR, PR IR AR X EL T e S BOA N RE J190R « iR [24], TyG 48
Bt 5N 95 (CSVD) B R A=A 9%, 11 CSVD A& MU M\ ARG (VC) B A, R IR
M MR R 1) EER N . 51K TyG $8304iAH L, & TyG #a %04l VCI LUl 5 &, MoCA V743 1K
5 45iF

il PR A2 A BRI A A A R o BB PRI IE AN RN DD RERSERS IR AL 20 2%, Hoh IR 2
HEAEM . AR, TyG 52 TURITRIRAIC. HAT, IAKIBEST T RN B Vhsk = A BUI6 )T 7%
Rl TyG $651F 9 IR I ACER bR, L BEINRVEAN 2 M o NAE DRIP4 k2 s R B LA IR J
Wil R AH IR ROIE IR 0 A AR, DARMR IR IR, 428 TDACD IR AE . TyG FRECE MG SRR
PRI P 2 W S aa T R i — PR R
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