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Abstract

Liver cirrhosis is a common chronic disease in my country, and patients with liver cirrhosis are
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often associated with portal hypertension, the main manifestation of which is gastroesophageal
varices (GOV), which seriously threatens the health of patients. Elevated expressions of vascular
endothelial growth factor (VEGF), interleukin-6 (interleukin 6) and homocysteine (HCY) are
closely related to the formation and severity of GOV in patients with liver cirrhosis. The new index
has certain value for prognosis and disease assessment. This article reviews the mechanism of ac-
tion of VEGF, IL-6 and HCY in liver cirrhosis complicated with gastroesophageal varices, clinical
evaluation and future diagnosis and treatment prospects.

Keywords

Liver Cirrhosis, Gastroesophageal Varicose, Vascular Endothelial Growth Factor

Copyright © 2022 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY 4.0).
http://creativecommons.org/licenses/by/4.0/

1. 5|8

JHAEAY A & P8 1t JFEos o F 22 DU IR Ri@ MR A . BV/INIET R, JHE PR 470 I3 384 B A R i P B
B, AREEIATE R RS IRREAR,  RAREEIA AT & ik v B A0 D B 7™ BB 00 9 RRAE 1] 135 Ik oo F I 5 R 3L
JIREKS 1T = B SCHERAFT T oA g i DL BN S G 2R 9 B8 18 Ik 1 7K (gastroesophageal varices, GOV),
H I RE RN & B &k #h 7K H 1. (esophagogastric variceal bleeding, EGVB). EGVB FlIfi R4F s /2 R A
KB MX I B I, PG I R R () 2R PR T, 2 s DLV A R TURE 2 —, R A e AR A A 7™
BT —. B8 HA2x ikt sk BT & ) F 207, InRHEE BB /E S Bilikihsk
PHZWT IR, RA B Gk & e B & SAAE RS B 5P Il 5K I E VT Al i F kil 2 H fi fa R (2] (3]
[4], HBE SN —MERNEOR SRR, AEFRE IR, #5085 TTENZ, FibHE IS RIERAME
FRAR KA B2 W AL B 2 BAEAE GOV A i I XU R 0 A — € I IRAN A . L8 N R AR K R
(vascular endothelial growth factor, VEGF)s & & 2 /™ WAL ) B AT i B2 4 e M AR AR I A P g 4 A K g R
T, BRI SAE S AR FSE-6 (interleukin 6) /2 2 P4 7= A48 1 — Mo LA 7, FE AL
il S AW RN 22 Bl 2 B, A5 41 S WLAA (1) 22 b 2 8 2 g B R B R A AR . [ 2B R D R
(homocysteine, HCY )& K TR & EAMR M — M-SR, & HCY MUAE = Z3 RO M KA
RN ASCHE VEGF. IL-6. HCY fEHEAG B B # ikt ok s 0/ I . I PRIT AL SRt Rk 7
) AT 250 .
2. VEGF, IL-6. HCY HIEREFAS
2.1. VEGF R9ERERFE

RIK VEGF J& ML/MOEYEA KR, R —Fh e ZRARBEE A, SA MR, HiElcsm VEGF
F i EEALHE VEGF-A. VEGF-B. VEGF-C. VEGF-D. VEGF-E (% # % VEGF). VEGF-F (% VEGF).
PIGF (placenta growth factor, PIGF), ‘B T7E ML A itk CLE TR b # b A 0 AR 00 R B OB, &% TR+ 1)
J B RIS wo AE T it s 85 g v 0 LA R 9 OB IF) B FR A 450, 1245 M08 8 T VEGF HI4HHHESE,
G 2R G I R AEE R [5]. VEGF 2484 =384 VEGFR-1. VEGFR-2 #il VEGFR-3, VEGFR-1
M VEGFR-2 5248 3 ZAE I8 A 4l b3k, AR 4l B A R, 1 VEGFR-3 322275 A Btk 2 41
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il F3IK[6]. VEGF-A XN A m BERe e ik, (R Fi T A 20, 1R Kotk L (2R b i 3
TR HEAE R RIER . VEGF-A 8 S0 VE-45K 35 B A E R Aa e YRR, AT 380 2 o 40w 174
VEGFR2 15 545 S I HEBAT N . VEGF-A 175 5 AH BRI SO A M 40 B 22 S 4, AT e gk
AL E ARG B AR R Rk, IR B O S R 250 AE B RT LA VEGF-A L A BRI AE S8 (1 4R
YIia97 (7). VEGF-B fEHLR N Ai15r iz, MIERAE. MIGKE Bz, Racrma—
EVEM . VEGF-C RIETZREE, GO, Mg, BRI LS. RS, S5MRKkE.
SR EE T . VEGF-D Al VEGF-C fE45 8 A S ERM:, =22 b W e g sl e, tmr L
TS TR B A 2B AR B PR 4 B4 A% o VEGF-E J2& Orf 55 (1095 995 254 A 1) 2 1 3R 10 D) B HE , B AT 20N
TWREEIIA 2% )5 . VEGF-F 7E450) BRI, BARRR C i XK, @i A X InT AgE & &= o
TREAEDEEAEH « PIGF 7E AMMAR AL i K @R A Rty 4 Wi AE KK 7, /& VEGF F&RY, 18
OIE IFHZ HUR IR S H S I AETE

2.2. IL-6 B9 E AR

TL-6 2 2 0 [R] -~ 0 2% v 1) B B Bl 0, 78 S0Pk 28R s B2 HP Ak - Fp o BBASE , E DY A o0 B A 0 PRI 49 0K 45
N IL-6 ZH AT 7 S Y ORMEE b, 1L-6 O MBI G /R 1 p21 5 p15.3 X3, 1L-6 &2 Fhif
KAV Z ThRE IR 7, FEAERIEVER, CHCIE I 7E 5 655 T 40 F 78 I A4 22 40 iR i A= i
FEF L E REAEA, 1L-6 iR 72N 2 BT g 5 HBV BYAH K8, 1L-6 EE@IL %0 H
SRR R LR G5 FiEE . H AT IL-6 PIARIG IR R 2 T IRAE R B BRI . R &5
[9],

2.3. HCY RYEFAR

HCY 72 i 75 2 B IR B R 5 B e P R BRI IR AL SO, AR AR S-IRHF AR, & — M EEIR S
ATP Zi & MM &Y. & HCY MURE RIS K GAE AE A A A% T R0 F) ML A B 27 B Ak ) 71 LA e
RFea Wi, "TRES HCY 1E8— R s MR, IS 254 AR R, TGN 1 7% s 1k
SAATRENE, 5 HCY BA FERRE MPTRM R R G R DIRUNRE T, IXEEHTRAGT R G RA A D E A
R E A %, BT A K[10].

3. VEGF. IL-6. HCY ZEFFEH R AEB2kthaha/EAHEI

JREREAK, FR) 5 S R A S P i DR 5 RS A M A5 £, A R AR AR IR TR, A A i P A AN AR A )
KA, VEGF. IL-6. HCY S&2- R0 M PR3 #E A FRIALH] ooy — 5@ IR o = 200 R U PR 8 AT 1
BRIV R A SRR, BT R R M (hepatic stellate cell, HSC)fZ T AT 58 P BZ 4l id(Liver sinusoidal en-
dothelial cell, LSEC)FIT4H 2 8], 4 FF 4%, HSC Wi 76 40 i A1 A A=K K7 4 R 40 ik,
UM, PR REE AR A BT, A A G sz ik — AR A R IR, N T e B 4 I REL
fENIE B RS WREIVE Y 5K, SBUTENKE S, &8 B &K o2 K S Heods = 20 d
BRI R[]

3.1. VEGF B4R R E BRIk P E/ERANE

FERTREAL B A AL RE T, P ALAUBEAT PEGRA, AF AR TR, TSR s n, AT ik 2 e 052
PRGN, FE I T LYK, NS T Ik AR S K IF ACRE  n 18 8 M i 5 th K e K
B ML12], SR I VEGF W] A [ TE BRI 3R A2 i, VEGF P IR IRk R G020 An [ 1k
AR S . VEGF FEMS IR Rt e th A WA ], AEZEBESRE S, HAmE. B4 A HSC
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BRI VEGF 4E%F LSEC I 0RFE, MIXAN B KRG 1T AUt VEGF fEAEBR 264 NP4 4efui. 18
eroe AR, LSEC Stidid BN M A L HLH & 2E 2 0131, MTRIS A IS4 (2 58 . e ke 1,
TEANS P 975 (1) 3 A 3 P S G B A« HSC B4R (v 4k, B3k LSEC fRES{E HSC fR+¥F
ik, BAEFHIE HSC #—32 04k, 704y LSEC v LARH IE 4T 4EA0 i fg , £E bk #2rh, VEGF %f HSC
(R R0 T Lot B4 LSEC B AE K IR F bl SR4EHF LSEC 04K, VEGF /K V75 vl LA ST
I A R AEGE HSC 1 B A R A 4E0/F [ 14]. VEGF i iF W4 i th A (537 4F F[15], VEGFR-1 £
LSEC 1] LA DAL A8 PRARF 14 7 OB SO SRS S e AR K R 1 I80% LSEC 5% 40l 1L-6, MM LSEC Hill¥BuUH-4H
MIg%E, HEAR VEGFR-1 BB Jei2: 75 LSEC 458, HIXFRHLEI AT LACRA FFAT o /I BRUTT 8 Mok e i S 6
BB FE[16] K DLEIEHT VEGF 324k 2 F v FEHUiAXT VEGF 3 R #0 ) a] LASRD #5011k S5 4L/
B P RS B M S A AR, B RS TSR, SR EME A A R, $E78 VEGF FE T bk = e
TR IR G S A (T O R B, T4 VEGF/VEGF 524k 2 {55 18 2% T DS 28 2 1 i
W, HEWTAT LUOE R BT VEGE 15 1 v] LA F-Pu i i AL pya 7, ZEIR AR 11 ks i A B/ i & ik it
ik B BRIT P AAAETEAE B, Calderone V Z5[17) R ILFREAL K [Tk B & it FE o, P 20 2 e 22
P£ VEGF 1AL A i nT DU 4 i 5T 2 SR IR Rt o 454 25 15 CPEB1 Al CPEB4 SK1#% VEGF 1)
ek, H/NRHFEF Y CPEBI 8¢ CPEB4 #§ 51 J5, VEGF ik W] B H o3 30 ifn 35 AR st/ b DA BRI
TR 77, 986 A S i i T R R R P R A o 38 R A I (9 B A R R R R DN R
73 HTE I8 AR AR It T 2R 4k, VEGF vl i BHET VEGF/VEGFR-Sre-ERK /S & 4401 VEGF
5T LA 2R A, X e 0 1) 00 A A ) g 0 A A BB = A i AR B BT 4R 18]

3.2. IL-6 ZERFREIL B R B B AR Rk 3K P O 15 R AL

IL-6 FF X PR Ak 53 i 2R A7 3 — s ST SR [ 19 — TRURE IR T F 78 [ 201 R BRI 3K TL-6 AE B B &%
ik it AR B S B R FAE L, IL-6 /KPS 4 B VS B ) 2 [AEAEAR G, AT RES IL-6 43 At i 5 — %
B AHTZ1IR 2 1A B 72 AR LA &7 5K A %o IL-6 ¥ p-STAT3 B d iR m T p-STATI, KHEFH I
#IL-6 FiEAATReiEd B p-STAT3 SRAEA THIEZm . Al IL-6 H& & AR RIS H
i ot i 7 R PR R T A B ot KR, A N R SR T S — VN E A . 7E STAT3 {5 5 3g
HSC i@, WA HSC w0 7 [2 1] G 5 TL-6 (3RIE, 3498 115 5% S TR
W 3 (STAT)IBEIRIL, 1E&BHERE HSC HIE . 10 IL-6/STAT3 {55 i K& HSC A i A (1 1%
HFERIE, I SERR HSC W0 I RTm  45 re s, fEFArdifb i RIEEZER . i+ 1IL-6 IKF
N Al B R A 1) e A T R v 0 e I AT 2 234543 PRI R B TL-6 15 miR-146a 32k 2 [A] {41 Y e
PR AR R FE[22].

3.3. HCY B R A E B i hkehsk P ro{ERHLH

HCY i s 25 AL AL SEql, 28 PR R B i R S 00 S P RS oI I 3R A S vk, A
S i B A AR AEBEZE AR, LSEC W] DAk A 1 KLF2 32U E Y 5557 — AL RO U 3 B2
FR-1 WA TR U, AT LA 5K 0 A A ML R L R AR A [T K R 7, 1Mt e v
LSEC BAMAE A, KERIE, £ M/INERN 5 LA AR AR FI T A 26 3 B D RE RS G - (2 3k 1 A8 A= e A
IE W o AELEAE AL T, G 7 3 RE A A L A AT R A K B 1058 J I 52231, 2 W1 FLAE Py U 78 o A
Ik &R Ge M SCAH IR ARE A HCY ST P9 R 31 -1 g I IO, B AER T 0 SR I e 3 0 £ 1 /9 Ik P i
46, AN SR A EERIE, PRI R RN B2 (0 S N, S B 6 e i K th A 2R L ot i
M IR KM . HCY LSRG (5] i) 77 38 Ll THP-1 ERELRAH VEGF mRNA A1EE F 1
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Xk H A HCY 7F THP-1 B4 H %1155 VEGF mRNA, iFBH HCY #5MEi% S VEGF, #E—&7]
SN AT A A, B R EE M, S A R Y AR T R 24]

4. RERE

AR, AL R Qe bn kel e E ikt ok, IR LR =M A S, AR
AL N MR AL 7 B AR 57, MRHE Baveno VI4REE, XTI /MR IEH (3150 x 10°/L)F0 A 2 ) £
fH(LSM) < 20 kPa MAEVEMURIB TR B, AR ERMANBER S, WU AR P S
Wi B B, SR COITEAR I FAAME R 0, (DT WA AR, A R ok )
TeAi2 W 56 7E 1 PR SE B AR [25], R Gutth PPAil— R TG H8 broF T FF-A 14, e ik oty 5 140122 B v i
PR, ORI TREI K Hh 5K KA AE Lok W2 MU Sy, HekJg AAR Al APRI 341, /5 +2 FIB-4 I Forns
PR U ANELA BB WT A, BUBRMEAERE AT, DL DU AR 43 7 TR0 A £ 5 Pk st ke AR R e ik ot ke 7 T )
CWHER A ELAR[26], BTGB T Fa AR A R KRB SN . VEGF. IL-6. HCY H TRk &
B R K K B T R O EELE TR LA E I LRI RN T AR, B Z B RTRE PR TS . R IR L IEAR
RescEl, HAmHESEARRE T EATHIT H 1 — N ARG X LTS WA 12 Wt RE7E A [H 1)
R ESR, 178 2 O I AT IS PRI ARG — DS, (EFE 5 AR (13 25 It B AR (1) 4% 445 )
WZ, A B R .

SEEk
[11 HAEEZESHR %2, 2T m[I]. IRFRATIER 2 &, 2019, 35(11): 2408-2425.

2] "EEEZEERY 2, PREESHRE Y2, TREESHLNEG 2. AT T# ke ERE B
ik gk i ML VA FE FE ], A RER A, 2016, 55(1): 57-72.
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