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Abstract

Colorectal cancer is a cancer with a high incidence of new cases and deaths in the world, and its
pathogenesis needs to be further studied. Vascular endothelial cell growth factor can promote the
formation of new blood vessels and play an important role in the process of tumor proliferation,
invasion and migration. Adipokines include leptin, adiponectin, retinin and cytokines, and these
adipokines are closely related to the occurrence and development of colorectal cancer. This paper
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reviews the relationship between the occurrence and development of colorectal cancer and vas-
cular endothelial cell growth factor and adipokine as well as the relationship between vascular
endothelial cell growth factor and adipokine, hoping to provide a positive theoretical basis for the
prevention and treatment of colorectal cancer.
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1. 5|8

45 B39 (carcinoma of colon and rectum) & — Bt 718 1 WRREAE, A& H8 KRG b B 78 0 15 it A%
L2 M EUE R FAEH T RAERBRMEMNRE . &5 R MR ARALE],  JAT S0 5T R RS R 3R
BFEFERE . MEn Bk IERESE . MESRPBORPUE 2, SRR EGR, HoH R B RT3 E At 57
Hear ], e RGURERE P OUR T BRa[1]. BRI A el A5 2500 B v6 45 B Wi & FRA 1T s () = KBk R

M P A K R F(vascular endothelial growth factor, VEGF){E & A KAME B L 3 £ 0 E
ERMERI2] [3] [4] [5]. NRWI R T (adipokines) 2 /I 17 20 i 73 WA FO 40 M R -, 04598 3K (leptin, LP). JIEHEE
(adiponectin, ADPN). [/l 2 (omentin). ZHfi[A ¥ (cytokine, CK)%Z . X4 i K15 i 1) & AE B D AH %

2. MEAREKEFSSERRE

VEGF & 3 2 IR F% & R B B (receptor tyrosine kinase, RTK) & 5 B A I & A4 iR, TERIR 28 it
B B EEAE . AN mRIE VEGF W4 B e B IR 8 L 5w, AAAKE6].

VEGF /b PR 2 R B BRI 1vE 1, HR] T 2 B0 5 5 00 1 AU, 32 17 5 10 e 200 M 1 A A7 A
Ji[7]. VEGF FEGFEN KT, KBRS 2, SEKRSFZ VEGF-A, TR 4 & VEGF Hi2
f& VEGF-A. VEGF MR} 2K (VEGFR)SS & Ja 4 fe KA Y7 Dt VEGFR ZKIGRtHs 5 #, Hrp
VEGFR-2 &5 VEGF & M5 4 BUfE FH 1) = Z 524k . VEGFR-2 & — M iRE N, FESMIEME N K
HHAE E, HMRAN XIS AR S . K2 AN AR T =R IA VEGF, mlRes EREEE 5
B S A R R A 0% AR VEGF RIAH S 1. VEGF AMYAE LSS 20 WA R H 4304 1)
J5 AEH T R 40, TR S B A e B AR (7]

VEGF-VEGF-2 & il % 4= s ML 40 R : VEGF 5 VEGFR-2 45 & )5, VEGFR-2 324k ~ k1L, MHNE
PR Rk FEBERR L, HEMyG L5 EEE C (phospholipase C, PLC), 5|#ZEE H¥#4MAE C (Protein Kinase C, PKC)
AR, 72 A = W B ULEE (inositol triphosphate, IP3), 31 53 40 i P9 45 &5 1. H b PKC tHAETE 1k PKC-RAF-
MEK-MAPK &%, WK, VEGF %45 Bl A7 fsgn £ 2@ AKT /31015 5l 8].

EH T L6 200 A D] 7 e 1L A i B A EE A P, R S H 40 VEGF/VEGFR 15 58 2%
HIZ5%) TR B HT(bevacizumab), KIFEPUIMEERAEH, BrvG .

1 KA W FL K I Regorafenib (Fiihs 35 JE ) R i #1155 73 Wb Al H 43 W VEGF {5 5 18 2% ¥ 5% S 4001 Jib 3g
(9] XoFPMgg i, | A AR A DR S2 A B R 0 T R S AE R T AR 45 BV A R R AR B i A
524y VEGF/VEGFR 15 5Bk G815 SRR A9, AHELTT =, BT i A b (0 53 A R s
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5 IE %32 FGG-R F1 PDGF-R WM §E R A=A [10] [11]. M5 EH T A B4 My, BH S 4 i
6 A MR 1 LA 2R i, T EUMR RV IR o AR, 44 A FE T e R 24 AR 4 3 T B A 7E VEGFR)RY,
JIeJea 4 L 140 I A% R ) AN B0 PR R 12]

T BT AR LGS B s 4 i VEGF B BRR BRI 1 A0 AF 5 =2, Y58 1 240 i 1) 4 2 BURR Ak
VEGFR-1 B0 FRAR T 45 B Vi 40 i h B PR A B 1 VS B (pAKT)HI7KF; VEGF [k 2% R0 M P 2R
PG B (AKT) 2 T35 1%, 0 HIXFPi& 25 VEGFR IAE I JE 5%, (H 2 BEA % S BR i R B 400 1) 77 B ¥ R [ 71

TESS B s G ARG ST H R BT VEGF BIIRTT 290 M AR B TUARCR, @ — P09t VEGF BIpLl,
RN e 240 PR B A S T U 2 R v e R A B A AR AR

3. BBEF
3.1. BEEES4ZEWE

N R IR AEFR 2 ob FEH, gafith 167 NMRAFERRA RN K N 16kda FIFEREA[13]. HRME
BIHRE LW BN RERIHAE, (RS AR A, I aFE P E R0, TR E

R IR T i 5 45 B SR AR OC o SRk IRy 38 23 R gk I A8 (10 2B, B v 8 00 )
1228 TR 14]. FERIERMPUATEA . SEH 7 HRIE[15] [16]

WREWRZHRGES ST JAK2 (RS2 B ER 20 5 5 1 ) B R 1007 T Mo 4 S5 A S i B TR
JAK2 Wiis e, £2/Ms 5B RS WM%, 955 STAT3, MAPK, PI3K, ERK1/2, AMPK 25{5 5@ #[17]
[18], ‘EAfTAT DL R 2k, ten BRS S0 . Sriscs, ek piRas . (i s A sorn 28 5
LFEEERI[19], (k4 e T SO % .

DRI G988 2R I 98 2R S A mT LA S 25050 b, DA 137 28 24 DA S BB TR TS

3.2. BBEXE

JEER 2 —Fh S5 IR B U LR, B H AdipoQ FERI gAY, 1%/ 30 KDa & AR, K
244 NEIERR . REBREZ QRIS ke S RIS 5T, XA 11 78 g I 40 L 2 A P S5 SR G 30 42 0
PERPERI20]. BRZIRERR 2 SEMIER ARG, SURZERE20], RIRECR K545 B 70 A
Ry PRRRNEIBRER KT AT RE -5 TG A RAJBAE R R A A 5R[21] . RARERER /KT AT BE il il & s AR R i
R FAEBE R TE[22] . IXFRET, IR PRIGTT I AT DU R 52 i R 5 3R /T 45 B NI R
URAh, RIS AR RO 2 R VRO OC, W UMDy 4 B R 1 R 4 AR bs 54201

AT TR B EI0E 3R AN RENS (e 3t 20 I Jo 391 2 A Ak S ) R 5~ p 21/p 27 28, F0AR| 4 IR JA S g ik
AT AT A1 61 s 4 DL PO 06 B, 3 RS0 e 4P 7 9 5 485 L s 4 L9 T2 23] [24]

PR L e 7K1 4 R 30 45 L e R i DA S U A AR AR A T

3.3. MEHR-1 54EBE

PR R -1 AL AR T 22 R IR —Ff el 313 ANEIEERAL AR A5 Ay —Fh Py il A 53
T4 B AR, AR SR HE LASE AN B 0 R T SORFEAE FI18] EIEH A AR, WIBEER-1 84 I35 AL
e, AHFEAE B VRN B2 AR, JF HRIEER-1 AP SRR 2 TR 518 T AL th 5 i e 45 L M s 114
WU 2R 2 — o /KT IR ER -1 00 45 B e T A0 ML B A A0 10 0, (bR T fE A, 3R -1 I A
VEFIMLHE AT RS 30 AKt I8 %A 5<[25]

D] P 24 R PAY 7K T ) O I 2 ) 45 L M g S8 AN 9 DA TS A BURRAE
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3.4. MEATSEERE

AR T e 22 R B RN 5 5 2 Bl i AR R A TR RE R AR, WA
7. TR BT MR seRE 7R IR T A K E PSS, FERAE I AL
S A IR 7 3= B3 S e S RV T RS R RE I R AR R B . AR T R B EI NF-kB 4 T S REEAHEL R
NF-kB & — Rl 1, BELERAE 7 (W1 IL-6. TNF-o F1 IL-1B). AEK P 5. 4HEE A% 5525 2 Bl g
Wl . NF-kB X 5AMIG5E . MR, B E5HTA526]. NF-kB FE@EL T IL-6 (A F-6)
HHATE 5SS, 1 IL-6 54 RN RAEKEMIE27], Fik NF-kB 1545 HigfEH ><. NF-kB A ¥#i%
DU T RIRIA (9 RE 77, X ik RIS 38 T DARBH 1E 22 Ff 9 RE 20 B IR 715 (10 10 F2 (28] . NF-kB X g
MEF A PR, — 7 e o] LA s i AR, 78 AR SE R pS3 A STE Tl AR i R EE
T I R MR AR, B R R KR o DRI TRATT 5 B S ML (55 75 48 i P4 1Y) NF-kB {5
GESEATHERAING (IR CH, XBIPE MR E .

4. VEGF, EEiETFESEMRAEXRPEEIER

VEGF 7E45 B W b F B 2R AR e, REls =M E S S@ReE T Esntkd, o
& PI3K-Akt (R L VLEE 3-B- 25 (1 B)E 51848 NF-kB {55187, MAPK (22353510 5 )
BE5RA%, HEACTFITEEE T JAK2 M PISK/AKE I, X 7 4% 38 B A I & s (e gk 7 _F iz 4m
M2 281 . Ogunwobi Al Beales #1788 2 18 1 B0 28 B2 AR K K732 4 R Gook RIIBOE 56 [29] [30]. JEERER
BOE R AMP 3G EEER(AMPK) ]85 2 BRI 2A (PP2A)TE D1 2515 511 PI3K/AKt I8 2% [0 o
JRIBCER REFE DU 2R, M ARIDC R I PR B @ 35 B FH (O B — 2D B 2545 5 114291 [30] [31].

Omentin 2 57F4k Akt {5 5%, Akt TSN R —E AR S B (eNOS) 25 45 B 1w 1 kA=
T T3 B ARt 375 1k 38 oL 394 55 200 P 98 0 3% e R L BT 0 1 0 45 T e 1003 F e R v % 97 B LA P T AN,
omentin BT L Akt {5 5B AIEGE, BRI eNOS, TREESE E I I R IRHLEIZ —. Akt ST
VA M IR I A R DA S 8 9 A i [32] [33] 6

Y K T % VEGF B35 W3 1EFH o A 3-33 (IL-33) 232 A48 B 3 firkg 2 R0 il A2 B, TL-33
Al g E I A A% R T 305 NF-KB fIl MAPK {5 Sl #, (EREif A K, 3R aE[34].

ERLH A T AT LAHE D8 25 5 omentin 7] DU I 0% PIBK/AKt I ER 1 = VEGF ik /K, ISl LUl
i PI3K/AKt I8 K VEGF RIA/K >, R+ ] Lol id s NF-kB Al MAPK 545 5 18 B 57
VEGF #iX.

DK LA T R T 5 VEGF Z M AFIEE WTEIR R, 4Ll K78 VAGE BAT W EEFH, 15—l &
FEUER, R HEARYLHIIE 75 2 RN T

5. INEERE

VEGF 5l i 5l -3} 45 B e i R A R et e B . eSS E R4 i b VEGF 9% 3:HL
HRR IR, (HHT VEGF 697 BRI G B — R 4f o DRI BE— 20 4R JE 45 B e A RO H LB,
Wt VEGF {5 5% 30U, T % VEGF SRR T Z IR EAR . 0] =% 545 B e 2 18 Rk A2 Rk
RIpLE, USSR B 52 Bk At . Fer AR R A R S s VE 3 5 sl AT AT MR ST T ik, BG4S
EL R SRR BRI -

SE
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