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Advances in the study of esophageal

adenocarcinoma cell lines, model develpoment and 3D culture technology
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Abstract; Esophageal adenocarcinoma is a uncommon malignant tumor. The deterioration and metastasis of esopha-
geal adenocarcinoma bring some difficulties and challenges to the treatment of tumor. In recent years, some progress
has been made in the study of esophageal adenocarcinoma cell lines. However, there are still many unknown molec-
ular mechanisms in tumor cells, and the differences between esophageal adenocarcinoma cells still need to be fur-
ther explored. The establishment and development of esophageal adenocarcinoma cell model can be used to study
the properties and characteristics of tumor cells, and various tumor cell models provide research tools for the mecha-
nism of esophageal adenocarcinoma pathogenesis, which is conducive to understanding the abnormal expression of
genes in tumor cells and the influence factors of microsignaling molecules on tumor proliferation. The 3D-culture of
organoid can provide an ideal platform for the study of the heterogeneous properties and microscopic level expression
of tumor cells, and provide favorable conditions for the advancement of the study of the properties of tumor cells.
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Table 1 Characteristics of esophageal adenocarcinoma

cell lines
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Table 2 Resistance characteristics of esophageal gland
cancer cells
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OE33 Cis R [l k4L Radiation [20]

3.1 feyrhuEaRsy

OE19-ERBB F1 OE33-ERBB & £ 4 Jlit ¥ 4 iy
F AR 20k i 22 2R SR BT R0 2 BR S AR P
JiJEE 44 il N ERBB3 £ (5 3R ik, TGFB1 5 ERBB3
TR B MK, FALE Trastuzumab 35 3% B9 EAC 41
P 2 A 2 bm 7R W 2R 36, 38 [) 5 0 A AR ) 2R
ik o AFETE Trastuzumab 15 35 B 88 40 it , &5 S
EMT. 5 ERBB Il il 5 5% 5% 1) EAC 2 Jfd 2% 53 W
TGFB ZARFL A, I T8 EMT 09 K& 4=, 5l Z 2k
FBT MAZ AR BAHTRE SR B 2 618 EMT 43ic,
U 96 240 B 53 A 55 25 | T A7 AE 10 2 2R BT 0 22 K PR
Bt e TGFB 51 5 5 4 1 35 7 04 Jie 988 240 Jfd £ 3k
ik bR ARIC R 0 B A A R B # R, OE19 8§ 33
Y B 2 38 2 4T TGFB 17 5 38 #%, X Trastuzumab
F1 Pertuzumab 7= A= 4T 25 PE, NI F5 3 1 52 40 Bl 1)
Ti) S 4 5 75 | ELBELT TGFB 15 5 1% 4 ] $2 15 o
LB ER Y
3.2 MR

FLO-1R .SKGT-4R OE33R & & 4 il 43 % U7
JE AR B MR AN R A 4 e R AR
WA B 9 (CDKO) 78 40 i N % S K SF-_E I 45
7 A S D P N 0 W ol = I ) OB o o
BAY 1143572 =45 50 CDKO 1351, %o £ 5 i d
R B S ERT . /B CDKO # il () e #
Ax] 7£ FLO-1 F1 SKGT4 4fijffd ()3 Fe ik 25455 CDK9
00 A S S B e, CDKO #Ihi R 2582 5 OE33R &



X FE S

B IR 20 I 2R BRI 3D BE 3R A o 0k 1413

R IR X S B M 0 BURAE B, BAY 1143572 L
CDKO S i Atk 3 s ok

OE33 Cis R BRI o7 = e btk . 8
SR RSOV SR Bh A EAE , OE33 Cis R 45
IR K- S AE . OE33 Cis R 41 fi ALDH1 TS
PERG I B AR A KT B 155 Wt {5 5 FISE [ BEA:
WA R I, Cisplatin HUE S B0 M= i R+
IL-7 S8R 7KSF 380, HAE SR W T, 3Rk
T 24 1 ) B PR OAC S 1) 43 F- FN e B AR Ak Sy
XTI SBT3 ) UL AR, I8 Hh T e 200 e oy DIt
GELTETIOREVAE Y AR

4 BERERMBEEER

B R S AR AR R 43 A SR RS AR AR | R
TRAGRRIA PDX AR (£ 3)
4.1 BFEAIptEEs

A R DR RS AR R R B4 A AR AR
oA 2 U A S B /N Y R A
B0 ek A A PR B T T AR TR RS AR AR R i
% O B %) IS 07 e 9RE 1 400 A 3 A 0 A R RIS
e AL A R B R S T . PR TSI A 2 MR AR
SMERE TR, 78 AR 0 J A7 B A A B A A 5 TP AR 2D g
20N R —Fh e AR A
4.2 KT HE#ER

BRI KT A AR B i AN L RS A
A NOD-SCID /N NI @B AR . 2 TR td
BRI BB S5O eI 440 i 1) 55 5 1 | S F 5 B 48 AR
YL T AR 2R A 1 TR BRI RE X il s 20 ity
AT Z)Z RN B T AR AT B ot &
A T 9o 200 B P 33 B A AR BT

OE33 4iiJifd £ F NOD-SCID /N F Al , &
BRI AL TCFR 1 INK {5 51 5% 3 B 3%, i

AL LU IR AL TUN FI SMAD 78 A A% 5 D3 o | %
HR SR e EAC 2 B 23k, 38 5 B Al AR R v
SMAD4 1y 4t 57 75 2, 25 9 41 ) 5 Rk Bk FLO-1 Y
EsoAdl FF [ TGFB B¢ INK 155 /845, 7T LA 2% AT
/IS B e A L A B VT B A0 B A 1 S e
AR, BT TGFR Al INK {5538 % T GBS 1697
EAC AYSRIE > HXE T i (36 7 0 98 PR R 4R
BT ARRIEE,

4.3 PDX t&#!

MR PDX FEALE MR 1 & I 41 41
o B R IR A I, B2 FhoE NOD-SCID /N FRURZ T 1
TR EE AR PDX AR BT DL T I PR A 55 A
WS A BT T A IR A M ) A B B
FEmi, AT AR AR, T 058 0 248 i
YA B ORI T BE W R AT 2 AR IR T
Ifr9E 40 6 DA P SRR R AR EBLIT) fiegeg 20 A7 A
YA AT 225, PDX B [ e 200 it o ) 5 TR o
P, A R SR T AT TS A R

A IR 4 I 32 R AE NOD-SCID /) B e at
PDX A58 F IR e 20 i 7 3k, A R
45 W EAEDE PDX BRSNS R A K A
ey o it — P aE g AR K, BN IS, PDX AR AL 1B R
Hh %% 5% (9 FR 220835, SE1 J&— AP BA S0 SHH $it
& | LDE225 J&—Fh4M i Hh( Hedgehog ) 155 38 #% Y
i K SMO #il 77) . LDE225 % 5 Kz 5ol fi ] SE1
() Hh J W P PDX #5580 i By fifi AT ] — G
7 AR IER A K HAE RN M PDX B AL g A 2
M, £, HhF5E 2N T T EAC-PDX BRIy
BRI R, B2 A5 5 38 B 0T B3 5 Hh AR i
ORI g AR

MR AN PDX AL R B il 4 A 25 Y Y
PRA AT S TR T IR I E LR, . PDX AR A]

®3 RERERMBEMER

Table 3 Xenograft models of esophageal adenocarcinoma
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