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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. BRBEMESRBRERPHXHR

JE I B B AR A I — R E, T BUG T M K S R A W B I Ik
VALK 5 B0 B 3% M T R i AR TR R DR 78 ARk RO AR 2R L P AR Lo v PR 5 3R IR A6 I+ D e
o E e T RN SR A R KL [2].

R B 2R L R B TR B AR b s KSR R B 3%, TR 1 e R B 5 3% 42 51 R R B S KT
B i AU — PR S R e, LR 0 B R 25 T N TR S RN RS, I L IAIRD I 4
PRS0 [ B 2 ) A ) S LR 5 o TR B AT 40 T A SO0 R A B AL TR, 3 B YR I B A A
e R B 2 U (A PR I [2] [3] . iR 8% 3= 43 ib i 22 mT R 5 BUBR B 22080 R I JBR 5 F 8 B VAR IUBE 28 BAE
PR IURERE R, (HIX S LA H L, B 0L 00t I8 5 2R A e o ) s O 5 R ML (4] R
FRMRE A 2 B PR3 R PP S5 A DG AR 1 5078 1 B AT JK [3] [5] 181 e Jol i R MURE A1 FFE S AR i 2L 21
A B UL B B R ARDT, IR IR R A T EEREAR[6] o 1B BRART R B Z A T S S A 2> DA
T R 7 2H ZFOR B i UL e 2 0 B DU () 453 = [ 7] [8] [9]

TEJE 5 F AP T BRI B F MRE RIS LN, AR 2 230 3 o A 28 2 3 0 B VLRI O oo g o
NIRRT S B0 B 2T 505 2 AT ia W 5 0 AR R B A 5 S0 B JUL AR 267 A e st/ 0 A
BRI . RS B AN RS R A N, B 4l T DO o 4 SR EERR AR AN A I L B
ARG SRR K, AT S RIS e S 3R B, DAZERE I U o R0 @ H V5 B 50% A1) P U5 14 fik
By HENTTER K, 7R 1ER KR 0 5 R 5 IR A EaRA i B 31 S AR 5 B SO B SR B AR o TR 5 SR KB
JFF IR B 25 R R PR AIK, S84 S v e B &= UE2].

TR J5 5 M v R 3 2 TE 5 B5UBR B R AL B O T, VP 2R AR AR TR 5 U 4 R i) R 2= )
AT BUBR & B 4R S RT3 A Wi 2, Bl R AR AE TG AN g B 2 AR BT I 1L R [10] 03X SEAH ] 1) [
AR RS WAES G, AT RS EE B R AP, B S5 S 315 R BN 4 B e R B 2R ML
A v 1 5 2R MURE B 24 T BN AL 23 0 IR B 2 e, 5 550 26 R A B /o AR T O T A i i, e
T B MBI R R [2] [9]

2. ERRE R MAERAR S R K H0E B

1+ 1 & B IMRE AR 5 B ARG S S B 2 HE R . RSO N 321K, G BRI
PRMIBIBR 52 P = e 37 3R f] 224451

NO 1EASMAE 543 TE ML P WU EF KA F [11] 0 DS 5k A0 B UL It 58 18 Il i e By A5 5
VR [12]o e B 5 3% ML R a3 1 My 4 PR 2 JUL 24 0 480 26 W 10 BRI [13] o i B Aot AR S 2, (it
JI I 4 PR B LT A SR IO A0, AT B AR IR /K[ 7] [8] [14]5 BEAh, RS 2 AR & A7 1B 5 3R 2 AR
BNET, BERRL eNOS JE IR R 5B LR R IR & B —AALE(NO). 721 NO F#1K 1 B4l
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BRIk, BN IS IR R 7B R R B A R . BN R A RN TS R
LN L 4R A8, (2Rt 78 &0 S 7] [11] o Joe i RARBTAMAEA BT R 1) &8 B (A . g 074128
AR R3], 1T HAE M PR RE R .

PR R B ZARPU PRSI S A SR D e JF 40 35 e B 3R A R I R7 5K o TR B RARPT T BON e 4 fia o
PN B R — S AL S A T (eNOS) W BR AUk 2, AT ek 58 6 40 I8 i/ s ik ok 0 BRAR AN i 2% S i B4 L
LA 100 WIS N BN R S R AT S A S, R IR B Z K IR, NO 7 510 1M 3 &7 5K RN 3
TP 98 35 14D PR 5 2% i 36 01 B LI B 3 B ik th 2 /b, AT 5 50 LT 6 267 W O R U 2 [ 7]
[14] [15].

CAMP-PKA {5 5 J8 % of JFF- 4 B A JULAH b S AR TR T 200 B . B ARZE R IR AP I RS,
TEMA RS WERSALRIEERIREN . 4EMR I G & BRI A B2 2 il (8 550 B ik B2 i
AT, CARFARBR AN B B LA B, cAMP-PKA {55 54 i P B SR AR R S s R B, X2 — i
P N B R . o, AE R RS 1 G D7 (NAFLD) #2 8 h, R Rz 8 JIK (Liraglutide) 38 i
CAMP-PKA-STAT3 15 Z @ B 117 M2 BRI A, AT Jek2 48 JiE N[ 16]

LN cCAMP JKFHE N, cAMP {RH) PKA %1k, SEHT PKA 1 e BRLHE 5 AR 10 Bl
Fif(GPK), A JLI80E, Ak 0E S5 o IR AL B (GP) B MR RR AL TV, VALK GP JRITSOE S (10 B e, AE e bd
1R 5T, TEAGE) PKA R R A B (GS) B RR 1L, HPHILRE &R thAh, 1L PKA &
DA Bk £ 1 i BR B ) 2 1 (1P) B RRAG T HBE WS AL I 1P STk R VB R Wl (PP) 45 & A LB R AT 2%
W AU CAMP 7K FEARET, cAMP 4K PKA W& L T FE, SR & BB RR B 30 25 A (IP) BE R 1L
R, 5 U R B B RR B (PP) B s 1L o AL PP SR BRAC th GPK AN GP MR AL, AT PRIV 1%
S EOHE SR B AR (4 5 Ak PP OGRS GS LR AL, 25 5L GS vl M3 w1, AT (i 3E 4 iR ¥ R [11] [17] [18] 6

GLP-1 (Jigaa M0 2% IK-1) L T (R e i 2 80, 6 ke iy 2 0k A 23 110 ] 26 03 Ak 3 W R 5 4
F, FERGI0AG 7 20 A6 AT BT IO GLUTL (&M sris 8 1)/GLUTA (Hi&MiFia i 1)RIA[18]
[19]. 7EEH&WLH, GLP-1 FIWHEJE & BN A BRI . fE—2emtyid, ANEsUVEd R+ GLP-1 (1)
AT FES UM IR B 2 B GLUTA /S0, GLP-1 Uil 3w i) GLUT4 /KA1 GLUT4 K
SR 5 E) 1 40 B $5 X[ 18] [20] [21].cAMP A1 PKA YE GLP-1 Filf5 5, EiX —id Ferh & 4% 1 /EH] . GLP-1
N PGCla MMt Z B /KT, FF RN B i UUVLE 48 b i) D BRI 5 2 1 1 (SIRTL) [18].

JR R 2R S A — M AR BR A IR B (RTK), HBRSRG WS 2 MRS RD T 5 R RZANE &
WA T H B S Mm R R, SEC R A BRAE/[11]. PI3K-PKB 5 5@ — N EEEY)
AR A R 4 T 52 380 i 5 3R U 1 R A B AR I i A [11] o BRRBR 2 R R B, RS 3 A 31 MAPK
T PR O R R P R T BB B B AR IX ST SRR R AL S A S RN RO AN R E SR
BC s M. : (1) Bl e BE LB 3- ¥l (PIBK)- 25 H B B/AKT(PI3K-PKB/AKL) i 12 F1(2) MAPK & 4% .
PI3K-PKB/AKt i % 3= T 47 542 T BRAC T . MAPK 342 5 b i 40 il A= K A8 B [11] [22] .

il 55 SRR 5 AR A K R T 1 (IGFL)iE i PIBK-PKB/AKt 15 516 S R IEHE FRVEM . mER R ILES
U S R FE R F(IGF-1)FRIARI I . w51 95 2 I o] RE3E i 9 5 3R 2 AR N 5 1 A KA A FH Bl 38
PR IGF-1 2 AKM5 545 S HAE AT Z IR AR K [17] [23]. MRS ER IGFL 24K M S5 PISK 0%, &
& 55 PKB/AKt JEPEII SR, PKB/AKE AR5 2= IGFL 7E RS Yo . A7 3% A4 A i/ A i e s
M J5i[25]. Howard %5 NS 1A 7b i 8 B 2 MEARE AL, K/ SRSl iR (C2C12) it B ik B = — 2 8
16 /BT, I 2 R 1 I R B 2 R UL A R 1 S AKT A ERK {55055 (8] [24]

PKB/AKt () T I 4 o 0 35 08 R A B 3 (GSKI) AR St Al 1 k& [ 01 (FOXO01), XPifhiE
1 o A R A 4 4T o - 36 TA PISK-PKB/AK FT P GSKS3 [ 3 R /)N B8 A B JRORE I HLEVH BB i) FGF23
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R . Ah, PKBAIAKE2 FILTE FURE 57 i W I 3 (SGK3), PI3K 15— Ni#FE 5 o, A1 5wk
FREh 45 8 4 NaPilla. [Kth, PKBS/AK2 Fil SGK3 Bt /N B A HAT i IR IE[14] [25].

3. SRR MAEFR S R FEAERI RN

PR R U — PRV AR SR B A, B TR, WE, DURA RN RIS FRCE IR AN R)
ARV TR 2 B R B HL[26] [27] [28]. B3 B8 2 HE BT LART W36 26 4 A Bl RO S 26 18 oy = 22
FRE, 5 2 ZUBEIRIE AT, SREMM e, BRESZKFE. IEWEK. ANERI I SoE . WLPI4HH A s
U7 L2 1A R SRR I J 4 6 - 34 g U7 440 P R T L5 e ST R DR P AR 3R L R R HE A FH [26] [29]

VLR, BRERZAERE, BEHRZE A TR EEE 20 2ER) RS R 2k B
WAL EE LI, e 0 B S AR A IR (1 A B I RT D B R T v I R ILE (1 S P A P R B
ARKARIA[30] [31]. FZ R TG BT TR, @R F K5 245 B R R 2 AR B R
B, BRI 0 T ) IR I 5 o 2 W R I £ 2 11 (ALC) 7K G i 38 0m, RIS 6 A6 0 PR 1)/ e W 4%
FIXFPOCIR o R & 2 HRPUAN 150 [ 5 3R ML 5 e s S8 T 3R 9 hn &2 TEAH G . [31] [32] [33] [34].

VP2 FU/INH DO AE AR RSB b TR 7 i ya 40 (0 JBR B 3R S A o A S M P 0 T B I 8 v )
/INBRPRI TR 5 B A0 H, R e e 1k ZE R I i 5 RS2 A, DA A R 8 208 S PR AL/ BRUB Y o FH 5 R R RNA
(ShRNA)JTER B 5 2 4A, 1EWA mi R B R IMUE IGO0 T, A AR S 21 /N R4k Py Jit a1 AR KR i 2 st 2D
[30]. FH UG 1 5 2% P LA B FH 3 v 40 L v s D Mk 3 2 52 A, e A R v PR e ) B B 3R 52 A 2 i
Jeer i FR 0 1% I EEL[30]

4. RTERSRMAEFBR SR TMOLYETT

I 256 T AT DA A S0 I R A BRI AR R R T SR . RIRLE K H TR 2
RUREPRIF (10— 26 259, BT (AR Rk R A0 PR R AR F AR, SRR R R PR, IR R R B %. F
Fr & kBT cCAMP-PKA-STAT3 {5 5@ B 117 Kupffer 4011 M2 REEOE , IR 1w le A i G 16 S [4)
[16].Huang PR EEZH 5 B T MN6 14— 2 1k £ 1% TGRS Bah il £ & 75 3 I HE(D10) /)N BRI C2C12
Y IEAS T MNG S BE LR S =PRI, A TGRS #sh7 T LLE cAMP/PKA & 1% 00 1 %
JULER J5R 8% 2K IX 3875 1 TGRS Wl 77UE Vo1 1 B JUL 1 260 00 K R J &% 2 Suse v 5 1o PR P f8F MING
FRVRTT 2 BUORE R I & AN Z[16] . A W IR BH , TEARA R IR 75 5 (1 R & 2 APt i B8 WUV, GLP-1
T PKA/CAMP &2 IS UTER T 2 E 1 (SIRTL), #EMiilit GLUTA FIE B A5 518 42 10 5 4 45 b B X
[18].

ki 2L 2R3 2 0k 7 260 B e BE AR ), R A LB ML AME 5 BRI, cAMP 7KSF23 R AR s Az Ak,
JUTAE 20 s § cAMP 7KF22 )\ 5 x 1078 mol/L |- F+31 107 mo/L 7K~F[11]. JIg /I 40 B ik A 43 1 1 55 73 b
DR R 4 B AR, I S TR F- I 4 o 350 G e A P 43« PN 2 0 R I 97 2 A ] R 32 () A 2245 5 LA
W4 B B AS[35].

Ji 5 F AP IR YT R R R W ot 2 S 2R T M OGR4, TR B 2 WA, TR A
REIE IS bRk E IR T 10 5 W i, Wi T AT TR AR AE R R I IR I AR 7 i T, 348 2 BB 7 [26].
Tt RT AR At o ok 5 2R ML PR 37 B 2 P 0 D B, e ST it i ok % SR AP 28 9T ZI A 258 22 4] [36]

5. B&

v R £ 2R M R i B R ARTU S 2 2R PR AT PR ) 2 EEARAARRAIE , T e A% A A 3 07 3 QA R 3R 2 B
AR R I R A R R R R AT RS e AR o R B IRE R TR B AR A v KT
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REE, SEUESRIRDT, BB ES RN . BRI SMEAIT A ELE, SN
R R I 2 A R v T ) 2R IORE AR T 1 0 o v R I R I R R R AT R IE B AL HE NO.
CAMP-PKA Fl1 PI3K-PKB (Akt)%% . 1 i & 2= I E AR 5 28 HEPUR e oA (1 52 ) 3 EARILE R 5 2 2 ki &

ﬁ’

N 5 T e B B 2R AR AR AR IR (e B M AR A I B o X vt JBR 2 2 IAE A JBR 5 AR PT, 29006

7 A L B A A5 T 5 A ORI SR KA RS R I AR R B 3R /5 oK A, W FORT R G2 it 2 non
TR TR ot LA
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