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Abstract Esophageal cancer is a unique malignant disease in China. A fundamental difference exists between the Chinese population
and the western population on esophageal cancer in terms of epidemiology, histogenesis, and carcinogenic risk factors. Therefore, ap-
plying the western academic achievements to Chinese is difficult. Thus, Chinese scientists have the responsibility to conquer esopha-
geal cancer in China. This article reviews the progress of esophageal cancer focused on the molecular mechanism for interactions of ge-
netic and environmental risk factors and human esophageal multistage carcinogenesis.

Keywords: esophageal squamous cell carcinoma, high susceptibility gene, precision medicine, evionment, genetic factor, interaction

Fll

BRI P ERF OO, ERATNERE e PR R R R DR E R
fiE A R A SO SE R N B AE DT 5 Y 5 Aeik BWAT I S AR 2 i A AR FIBE TR | I35 B4 Ml Js
EZ AR RS, PRSI &8 2 (e R IR AR 22 500 4% ) A 5
RIS RCR , BOT BB R R ER 2 KA R RERR (KL MR 5 40%) o BRI

EEBRML: OBMNKREE—HEERTHAREBEESTMEEE (M T 450052) ;@ £ EZERET AL ; @)% BAMIE E R SR}
*ARBZEFHRHLE 863 T H (45 :5Q2015AA0202183) , X BAMFEEZRS, ] FEBKSEXMBE R (45:U1301227) B E
BIEEE . X%  Idwang2007 @126.com



516 & b 16 AR 2016 4% 43 A% 1240 Chin J Clin Oncol 2016. Vol. 43. No. 12

WWw.cjco.cn

2950 e g RS E T, L B RATE R E, Y
T7 I Z KA 5 1005, 10 5 AT R 5% 2247
) EANEE WAL LR FEOR A REBRR
B2, 45 W5 IR 41 i 982 (esophageal squamous cell carci-
noma, ESCC, &) FR 8 9 ) & H B 412 5/
97% , M B WIEAR] 2%, 1EH 2 PIEHTHR AL (5
JEG 240 B ok BEHG A AN MRS AR | TR R ) — RN R
593 1) 22 o B I AR i A P L ESCC 584
U R TP A8 IR T Bar-
rett’s B (R SRR b BRI IR B K i A0 i 1
BB I R ZVR A b 80% , B
20%. P47 NRFEH A2 R O RO M B4 R —
Barrett’s £ 8 — AN PRI A= — FLIR E e ' 3)
[ ESCC & A 1Y F 2 fa i R =2 4 A R ik = (R )
R YA R A TR ) FU A e #5825 M vy
T5 NBE 2GR R Z R NE A S it e R,

R B ALAEREEER

Y Barrett's B E VY7 ABF E B EEEITHRE, 5
AR, ] Barrett's B R/ UL, 98 N ESCC AU 44
m(ER D,

FEMEAHE RS2, T E ESCC & & X LF B2
BTV IAT, AR iR . JR A R B E AY
FE MR . P R FE AR IR IR 7 W R
ME) AR AT DSR2 80 AR T, v [l 2R3 4
BRI R AR, T E R EE A
5438 1N Sem PN AR B BRIEIA S B4 B S AR
BAE A B MR, Ok — 2D AR A AR A 43R 3 AR
RLED, T A A e, B S E 1~ 5 em;
7Y GCA, B B AT 1em BRI T 2 em; I
ALBE T, BEE AT T 2~5em”, R,
HEALL TR 3 (597%) , 1 B/ L (<2%) , A
OGP o 3 I 5 P4 5 AR R A TR IE S —
AN Z Ak

Table 1 Characterization of esophageal cancer by Chinese and western populations

Item Chinese

Western

Histological type
Tumor site Middle >70%

Family history +++

Characterized by basal cell hyperplasia and dysplasia, lamina propria

Chronic esophagitis

papillae up-growth and inflammatory cell infiltration

Histogenesis

Squamous cell carcinoma >95%

Esophageal squamous epithelia

Adenocarcinoma >80%

Lower >80%

+

Reflux esophagitis followed by Bar-
rett's esophagus

Not from esophageal epithelia, but

from metaplasia tissue

Dramatic geographic distribution ++++, ratio for the high- and low-incidence areas: 500:1 +, rare
Obesity 4+
Low socioeconomic status ++++

TR 7 8 & — B R AR A F, A5
P BA Dy 2 20 A 4F B Vi B8 i o K X 12 TT AR,
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Table 2 High-risk SNP loci and related genes for esophageal squamous cell carcinoma and gastric cardia adenocarcinoma in Chinese Han population

SNP Locus Chromosome Located genes OR (95%Cl) P Refarence
rs2274223* 10923 PLCE1 1.43 (1.37-1.49) 7.45E-56 12
rs13042395* 20p13 C200rf54 0.86 (0.82-0.91) 1.21E-11 12
rs10931936 2933 CASP8/ALS2CR12/TRAK2 1.27 (1.17-1.38) 4.74E-09 13
rs13016963 2933 CASP8/ALS2CR12/TRAK2 1.29 (1.19-1.40) 7.63E-10 13
rs9288318 2933 CASP8/ALS2CR12/TRAK2 1.28 (1.18-1.39) 1.35E-09 13
rs10201587 2933 CASP8/ALS2CR12/TRAK2 1.29 (1.19-1.40) 8.71E-10 13
rs7578456 2933 CASP8/ALS2CR12/TRAK2 1.27 (1.17-1.38) 1.60E-08 13
rs7447927 5q031.2 TMEM173 0.85 (0.82-0.88) 7.72E-20 14
rs1642764 17p13.1 ATP1B2/TP53 0.88 (0.85-0.91) 3.10E-13 14
rs35597309 6p21.32 HLA class Il genes 1.19(1.12-1.27) 1.18E-07 14
rs10074991* 5p13.1 PRKAA1 0.80 (0.77-0.83) 7.36E-12 15
rs2294693" 6p21.1 UNC5CL 1.18 (1.12-1.26) 2.50E-08 15
rs4072037" 1922 MUC1 0.76 (0.69-0.84) 6.59E-08 15

*Associated both with ESCC and GCA; *associated with GCA; “associated both with GCA and gastric cancer
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Figure 1 p53-Rb pathway in esophageal mul-

tistage carcinogenesis
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Figure 2 Alterations of 65 tumor related proteins in esophageal multistage carcinogenesis
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