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Abstract

Hyperinsulinemia and insulin resistance are the main metabolic features of type 2 diabetes and
obesity, which can be caused by genetic and lifestyle factors. The two may play an important role
in the occurrence and development of some cancers. This article reviews the relationship between
hyperinsulinemia and insulin resistance, some of the pathways involved, and the effects of the two
on other cancers, so as to provide a basis for the development of new remission-seeking drugs.
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1. SERBRNESRKRSRBNOXEA

JE B SRR B A A — R R, T DA TR AT MR K OGRS B WA I o HE IR R
R T BT B 2R MR T i 70 GV A B OR A A PR A A 2L Fh AR DL o v Ml 3R I R L ) Jl
O E T AR RO B I IR KT [A] [2]

T R B FR AR A2 TR B AR b i KT BRI 3R, IV P ) R AR B IR B 3R 2 51 AR B SR ARt
i By AL — PR R A AP, R I BRI 25 T RSB B B NAT (0 S, X e UL PRI i A %
BEZ 20 1 B BRI B A S RIS o R RIS AR F AL R AL BE, 3 B YR R 5 2 A A
e R & 3R MUAE AR P0G 2] [3] o MR 5 28 70 Wbt 22 W] RE 5 BBUBR % 2 R AN AR 1B 5 3R RV U 25 A 10
IR IBREAR (KL DL AN WL, S D L AR R TR 5 2 AR S P e B B R MLAE [4] 0 e fBl
B MAE AL 2 FRUH PRI AL PS5 A DA QU 2593 (1 25 22 AT IR [3] [S]o b i R 2 28 I AT IEAE . i 4L 20
AR BEAILAR BB 5 DT, XS R B 2 A L BALAR[6] . RS BRARPUZ IR 32 3 O IR S 2 i A
L2 g 1 2H 4R % UL o o A s S U N R 45 [7] [8] [9] -

FE R By FARDT 3 B B B R MURE T 00T, BRI R 4 23 100 ad FE AR 2R S S A LA PR A v ) ez
RGO, AT BUBR ) 3R R SRR TIE L S 20 AR S 2 3 S50 A JUL A0 6 SR D2 AR e
HE N L. RS g AR RN, B A T LR o A0 BB BRI AR R R L B
PERE AR, AT SURISE DB & 2R, DAYESFIE R URE . T 5 T B 509% LA 1 Py s fok
By AN TR, 2Tk e 5 3R 5 T A L 2RaA (R i 3R S ARG & T 0B B SR PR . e b SR AR
JPRIE B B 2T R R AR, 8 B 1 v B B 3R ML AE[2] o

T 8 JE AV i R B 2 MIAE - BUBR S SR ARGTII NG DL R, VR AR AR5 77 sUNE A R A R 2 T
REFBUR D B AN SR ARG N 3R i 2, B R AR AR TE A 9 By R ARBT I IG 0  [10] 0 3K A [ F) EA]
RARE R F AL, PR BUTAERR S RIEDT,  BEJR T B 2075 BR A PRI 4 B R 5 2 UE
I VR I & 3R MU e 25 B A SRR S SR AR, B0 0 Ak L el D AT A A A A, R
S B0 MUPEAE K9 5 [2] [9].

2. R SR MAEMER SR K HER%

1 R B R MLRE AR B ZARGUITIY KIS 58 S 2 HE 2. RSO N 321K, G EP R
PRI 52 14 =R 307 U fg 2224401

NO 1ERSMAAE T 70 FAE ML E - IR AT SR AE A [11]. M8 sk A SR S it R B R
V5P [12] o rei JBR 2 2% 0L R0 I 7 4 P 2 JUL 24 0] 81 267 W3 () BRI [13] o R By S ot FF AR S A, (i
JIE 77 240 LA B JULET A S5 DR 6 W AT B AR AR AT [7] [8] [14]5 LAk, BRI SRAE & A R i 3R S A4 A I
AR, BEIR I eNOS JHIL BRI B A5 TR M LREIR & M A E(NO). 741 NO (K 1 B4
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BRI ST, PR A R A sy R T B R A A S CRE . B R AR RGN T RS
LA AR A s, (233 1 1 0B B [ 7] [11] 0 i R ARBTAMAE ARG BR 1K 88 B (A B S g D ZEL 2R
A L) P g R, i BLYE A N R R RE SR R

IV B WP PR N R A B T B I L R B = A R &7 5K . RS RARHT S 80N B 4t i
PR A — S AL A T (eNOS) B R b 52D, AT Yk 55 "B 40 1L/ 115 /N sh Bk 5K 7 BRI R B 5 2575 5 10 B 4 il
SHEE 100 WA AR b R 1A AR R, R MR R AT, NO 53 (1 I A &7 sk A3
o e A 38 5 P R B 2K Ik B LI R B R s 2k, T S B B LG R A R R AN R [7]
[14] [15]-

CAMP-PKA {5 5 388 I 0 JH-4H A UL ks S5 A QU R R 5 o0 B . TR NARERR MR AP RS
TEMERG ., WER LA TN 40MERT G & RIS A B2 2 a5 5 50F bk 22 it
AR . DURFAR MR B BE LA ], cAMP-PKA 155 40 il P b SR S S R P VR, o —Fh
HA B P R B RORL . il dn, A R RS VIS D T (NAFLD) B B b, R iy £ K (Liraglutide) i i
CAMP-PKA-STAT3 5 5@ 4T M2 EWEAN R AL, MR JORE N % [16] -

M cAMP KIS, cAMP KM PKA #iGik, EH PKA B SR 0 hE i R 1L B B
BEE(GPK), 87 FLU0E, 4k i {5 b e R AL N (GP) B B R AL T WS, VAL T GP JIORE S5 (0 B e, A s b
LB T, VR PKA R R B (GS) B R Ak, S ILRE A R, Ak, VR PKA & ]
DA% £ BRG0P B RR AL T ABes , VALY 1P 5% 8 LY BERRIG (PP) 45 & - FL B R b 1T 2%
T A4 CAMP KT BT, cAMP M5 PKA SEPE TR, 008 i 2 A R B 41 & A (1P) iR 1L
R, 3 S R O B RR R (PP) SIS AL - 5 A PP B AR 1 GPK T GP 2o Ak, , AT PR FLE 1,
5300 R B AR DA, T4k PP IR GS ZBEERAL, 25 S GS TG 3 w5y, M AR ERE BR (1945 B[ 11] [17] [18].

GLP-1 (figm M WE Z AL IK-1) 7 T I R 0 5 2 80, 0 e % 2 0k 4 203 ) 26 W Ak S b A
FH o 380 s 7 4L 2R B8 A BEREEURT GLUTL (& ik a8 1)/GLUT4A (&M s 1)3RiA[18]
[19]. 7EEH&WIH, GLP-1 FMHE A B A PRI . E—2emt iy, NE#UVE4f+ GLP-1 (1)
R RS N B E & B GLUTA A~ 311 GLP-1 LI il 36 s 5L 1) GLUT4 /K-FA1 GLUT4 &K
SR 5 W) A 467 BB E X[ 18] [20] [21].cAMP FiIl PKA £y GLP-1 FifEfE 5, fEiX —id i & #% 1 /EH . GLP-1
0 PGCla BN A /KT, FHEHRISON & BE WUV 20 B o iU BRI 9 22 1 1 (SIRTL) [18]

JE 5 A — M2 AR A IR (RTK), RS R GRS . 2N RS RS T 5RBRZHMEE
IR 7 H B St R R, B0 BB RRAANEI[11]. PIBK-PKB {5 S8 B 1) — N HEAY)
S A 28 4 52 280 R 5 2 S ) T PR BRI S A A1) R E AR R, S A3 MAPK
TR PR O R R T R S SR B AT X O S BRI R AL SR S A A ) BB RO AN R EE S )
ISR : (1) B AR e LA 3- g (PIBK)- & H Bl B/AKT(PI3K-PKB/AKL) i 14 #1(2) MAPK i 4% .
PI3K-PKB/AKt i 4% = B A7 S B A . MAPK 342 32 B4 1) 40 ffa AF KRNG5 [ 11] [22]

il 5 SRR B AR A KR T 1 (IGFL)iE T PIBK-PKB/AKt 15 516 S RIEHE F-E M . MR R IES
BB R FR A K F(IGF-1)RIAI N 15 it 5 26 MURE PT REE 5k 5 22 32 R A 3 10 A KR 3k FH Bld i 3%
3 IGF-1 %2R (5 546 S B T SR AE K [17] [23]. MRS Z B IGFL S AR M1 S5 PISK IBLE, #ix
2 S5 PKB/AKL i MEII SR, PKB/AKL 25 R IGFL fE AT YIMUIGSE . A7 3G AT A i A A o
A Jii[25]. Howard %5 NS T A4k i fik 5 3 A2, /N BROSOVLGE M (C2C12) Flid &= ik B 3= — i i &
16 /NI, R B A S 55 AR 0k B 5 K b LA A A ) St AKT Rl ERK {5 59k 55 (8] [24] .

PKB/AKt [T 48 B 3 b R A kB 3 (GSKI) AL AT Wk &8 01 (FOXO01), XPifhiE
P 4153 o R AL A A 1) . 3R IA PISK-PKB/AKt L1 GSK3 FIFESE IR /N BB B JRRE , 7F HLE A 5= Y FGF23
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R AL . thAh, PKBAIAKE2 FlIfiLiE FIRE B R i B 3 (SGK3), PISK 17— AN Ni#HE S ooy, AT B
1% 235 5 A NaPilla. K, PKBAIAKE2 F1 SGK3 iR/ B S A i FRAE[14] [25]

3. RS R MAEFR 5 RITH AR RN

P R e — PRV RE R SR B AE, E TR, WiE, DA AN R IS TR CE AN R -
AINUALS RET & 5 R I HL[26] [27] [28]. F8 1R i R0 LA MO 460 67 8 A RSO AR S A 386 im Ay = 22
FHIE, 5 2 BOBEIRIEANIE], RGPS R, BRBFEACEE. EWBUE. AETEDIFScE. LA A g
17 AL PR SR I J 200 B - IS 7 40 L K1 T 5 i S0 J A O P A I 35 L R R B A I [26] [29]

EVFZmAEt, BRRZHRLERE, BREZE A UREG EERF 2 ZHER) R R 24 B
AR I o e A PR B B A A RS (SR IA B I O] Bk B R T v IR B 2R AR AP AT P At g PR
ARKARFS[30] [31]. VP2 R TAEMME BT AR, &5 30K 5 25 B e A e 2 TR A e B oK
B, R R A T P XRG4 ] 26 AR I 20 3 P9 (ALC) 7K T 386 i 98 o, RIS 38 A5 0 PR 5 )t 0 2
BB o R 5 ARG 1o JBR 5 3R MAE 5 R e A6 T 3R 9 b0 &2 IEAH G . [31] [32] [33] [34]

VP2 WU/ R AE AR SR b TR 1 e 40 i R JBR 5 352 A . A S P48 1 0 T B I 88 e )
INBRPRT IR B B BB TR, B S MR A SR I R 5 2 32 A, DA AE P 8 20R S P R A/ BRBEZRY 6 K % RNA
(ShRNA)JTER g i 3 5244, (R w8 3R MUE B G0, A RE AL S E1 /N Rk P Jirv e 11 A8 R0 5 sk 2D
[30]. FH UG FE 5 2% P LA B2 FH T e 4 i v ik P ik 2 2 52 A, e 4 TR v PR e D B B 3 2 Ak 2 ek
S e R I N L [30]

4. XTERBRMAEMR SR TMOLGWETT

I 2R YT AT DA A U0 B 2R IO RO D N AR JR By 3R TR R . FIRL IR H AT R IRST 2
RUBE PRI — 26259, BT (EARRE 00 ERE R 8 B R AR, I R KRR, BRI R K.
& BB CAMP-PKA-STAT3 {5 5@ B85 Kupffer 400 1) M2 REE0E, IR T w8 U0 1Y fG 6 s i [4)
[16].Huang PR EEZH A B T MN6 15— Fia 28 ik £ 14 TGRS Biah il 7RI & 75 3 AL FE(DIO) /N LA C2C12
U IEAE T MNG6 X B LB B ARG, R TGRS #ashi vl LB cAMPIPKA 845 M5 %
JULER J5R &% 280 IX 3678 1 TGRS Wl 7UAE Yo 1 1 B JUL 71 267 0 6 AR JR % 2 S0t g T PRI 4 FH » £5 MING
FCRRTT 2 BUBE PRI T AN 25 [16] . B BT SR B, FEAR AR IR T 1 5 AT B B UILE , GLP-1
JHL PKAICAMP B BLHVTER AT &R A 1 (SIRTL), BEiMiE GLUTA ML S 245 5 1R 454 56 6 47 H
[18].

0 2 2T 5 2 A A, DT FE BL 2 LAME S5 RN, cAMP K2 R AR DU 1L,
JUFAE 20 s 4 cAMP /KP4 M 5 x 107 mol/L = 7+%1 10°® mo/L /K F[11]. AR 740 MLk py 43l 0 55 43
DR 45 4 S AR, ISR T SR G e A P o0 P R 00 B ) L7 T 1) K i A 326 e 2245 5 LA
A4 B pERR A [35]

Jo 5 2P IR Y7 AT BB AR M RE 7 3 2 QiR T OB it 7y, TR 2 IWEAT, e i A
REE I AR R (78 7T T G i, W FE A1 3RABAE A R I R AN 7 B i, 348 2 0BT [26]
Tt 2t R AR At v ok & 2 0L (5 2 2 P e o B, e ST sxe i 5 R KL I 2 iR 9T 2 A 2R 4% 4] [36] -
5 B&

1 R B 2R IMLAE B R B B AT 2 R PO A IR 4 2 EEAQUHRRALE , T b % A0 A 3 05 a8 R 3R R B
AR R IR R A R R RE R R B E R AR o v R B B RE A2 H R B AR S v KT
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iy, PEURSFEIDT, BB AR 2R I S SRS . RS B IR DL R AU A A, N
PSR B 2R A PR v R & 2R UAE AR PRI 0 o v R B 3R IMIOE AR B B AR BT EE K I B S NO.
CAMP-PKA 1 PI3K-PKB (Akt)3 o i B b 3% IILAE A & 2R AR PUCJRE [ 2 i ZAR B R i 32 32 R L 3%

ji’

N T e B o 2R IR (V)RR R N A 4R B P PEAR DRSS o Boxt v B & 3R URE A & 3R HEHT,  29903A

F7 ARy R S5 T S0 AL AURH R 5 R KA RS IR AR R B 3R 7oK A, WET0RT R G2l 25 00
VAT JRERE S o th A R
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