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Abstract: Lung cancer is one of the most common diseases and the leading cause of cancer death worldwide. In recent
decades, the development of therapeutic drugs for lung cancer and the development of new biomarkers for the early diagno-
sis of lung cancer have made great progress. Although traditional preclinical models including in vitro cell line model have
made great contributions to the development of targeted drugs and diagnosis kits, considerable shortcomings have attracted
attentions due to uncoupled difference between preclinical and clinical results. Based on the principle of personalized medi-
cine, patient—derived tumor xenograft (PDX) models are emerging as a novel approach for drug screening and new diagnosis
agent finding. In this mini review, we summarized the establishment and characteristics of the PDX models and discuss
their application in finding targeted drugs and diagnosis for treating lung cancer.
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Note: Tumor tissue or cells collected from patients are transplanted into immunodeficient mice (P1), where tumors are passaged and amplified in

P2, and PDX models from generation 3 and beyond are commonly used to test drug efficacy and joint clinical trials.
B 1 PDXHEAL iy 4] 2
Fig. 1 The process of creating PDX models

2.3 PDXAEEIRGRENERAL A E R IR A R 40 i
ol 2 SR R A AT AR S sl SR RS A 1 T 5K
FLASR AR, K P9 A A7 81 i RB 3 P9 R VR LA A 1143
PEFR N SRS A, TR A 21 15 8 3 Pl yga 4 ] 1 3 7
FRAEALREAE ™ . HHT, 5 WA A RO R T
G T E RS R AN 9 FAAE T MR F 0L
FEAE 7 2 KA ) 7 PR fit 5 o 1t K 00 ek g /N i
Ji A A DU B 2 3 S BRI R 002 . AN TRl A
BB () FE AT B DI AN [R] , PRI I, A 7 45 o Jed S 78 1y
S AFAE AR X F PDX B 5 e oy Al 7 2
24 HENPEZEE  PDXAIH T, BESEIEE
i 24 7R R MR AR B R 2 52 PDX AR R D) R
ALFE IR o0 1 o AR RR B RN BB e 1 AR )
SRR PR R R R D A T e e
Izumchenko %5 26 1 163 4] B2 AT 22 i i 19 52 A 8
1 bR A AR AL B2 SR /DN BRUAR A, S TR D T
JibiEg 2 Y (Can & B R i M L FLARIE S5 ) B 5
DL ik 2 A0 Can R4S 9 55 ), b 578 1~ PDX A
T BTy ) e R AT 328 49% ) , () Jirb g 24 75
PR AR BB 22 45 A ], 40 28 68 22 97 s 15 88%, 1T
' A0 M9 A 25% o

3 PDXREFEMEIRTT FHINH

PDX A RGN g S F 50 S8 35 o LR W~ )
Tl R AR R, £ 25 W) E A MR RE IR 7 7 T A R
UFR B AEIRTT T2 T ROFAG J7 1, PDX BT
AT AT R AR IR TT 7 56, At n] bt o — 2L 254 A
RSO, F I T I T R B4 AT S Rl PR
AT
31 REEWMRSYRERE MR IRKEOH TS
(9 PDX ETA BY TR 50 A H T2 W7 B FG 7

- 668 -

] (1) iR e S PEAE AR . Jiang A POHIESE X
Jii 6% 48 (P40, P63 . CK5/6 ) 1 i i J (CK8/18 . TTF1,
NapsinA ) F¢ AR 2 Wibn & W 7EHE47 2058 3 ALY
PDX BRI i 5 R AF R E o PDX B AL 0] FH - fili s A
K28 LA 538 B 9T, W MAPK |, PI3K/AKT/mTOR |
STAT3 ERK %5 (8] 2) " iR n] 445 (28 &, InTe
XTF SCLC B4k 24 U AL I 7 TR 25 B B 5% v % 3R
A 3E AT EZH2-SLEN 11 52 PDX e (4T 24 24 Al
9Py BRIV A ) A e B TR I il g v, 3X
SO AN ] 845 30 B R A ) 2 B AR T R B AT
KA KA Fan, 8 KA K F 32K (epider-
mal growth factor receptor, EGFR) 7E & 17 fifi i 9 4Hl
JL B 5 AN 8 TR i % B G ELAAE ], EGFR 28748
BN I Ml i R B AR R IR P Y, Zhang %6
#EN7 T NSCLC (1) PDX ALY | UF 527 8 Je 2 45 i
EGFR & 7% (1) H 3 K I NSCLC PDX 455  rft () 45t i
JREIT A0S Z W RS 56 A 45 SR —E . 1 Sy — A
8 £ B, EGFR L858R 227F PDX A AU X 3% 445 Je il
B, EGFR H¥ A= 1 PDX AR 780 ) Xof 5 A5 8 Je ifif 24
DL WFSE 150 B, PDX ASE Y {1 4t N7 7 BF A i s = P b
R 25 R S RS IR T A5 T ELAT AN T
A

3.2 MKZEWITRL i S A B SR AT I R A
FEXT 2597 SO R A K o E P, 95
I IE BT 3% BF (National Cancer Institute, NCI) #t 5E
i FH PDX R U NCI-60 #4725 9 % 6 . PDX
BTG EA T TR0 e 1) S5 e RN A2 4k, Sl IR 24
W) ;22 () A7 R AR iR A0 A S AT o v b A T 3
7 25 W 1 25 P o Fichiner 25 @ 57 T — 4>
NSCLC PDX #5 B/ N, fifi ] 22 42 B (paclitaxel ) . 7
P At 7% (gemcitabine ) F1 45 A (carboplatin ) J& I 98 46



iR 242 2023 4F 12 H 45 13 4555 6 1)
Anti—tumor Pharmacy, December 2023, Vol. 13, No.6

RTK EGFR PGE2

i f;i}f;é;f;ﬁ@{saaemuﬂzqrzzzwfav*][l“[l pRreRRes
(/’\\\\$ L2

RIS . \> STAT3 P l
RAF l PDK1
l .STAT3 wlr
i sTaT3 ® AIT
ERK l mTOR
S - @® STAT3 T S
~ p—— NUCLEUS ~
Ve AN
{ Y ¢ o 0o o o o Ve )
\ /
N\ /
~ Z
~ =
~ — I =

% :MAPK PI3K/AKT/mTOR .ERK .STAT3 {5 5 i 25 R & 14 .
Note: Pathway signaling showing MAPK, PI3K/AKT/mTOR, ERK, STAT3.
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Fig. 2 Pathways associated with PDX models of lung cancer
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T-cell activation in the metastasis
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Note: CTLA-4: cytotoxic T-lymphocyte—associated antigen 4; Treg: regulatory T cell; ADCC: antibody—dependent cell-mediated cytotoxicity;

APC: antigen—presenting cell.

K3 CTLA-4.PD-1#1PD-L1 & i & & &
Fig. 3 CTLA-4,PD-1, and PD-L1 pathways
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