KR 22 2% 55 2024 4F 10 A% 39 B4 58] ] Precis Med, October 2024, Vol.39, No.5 . 383 .
doi;10.13362/j.jpmed.202405002 X EHRS :2096-529X(2024)05-0383-06

LT G Bk AE T AR S5 3k DA A gt i IR A DR R U
IR DY 155 18 K% HC 7 R A

B HE TAFE
(1 W KEHREB N AR B AR T8 266003 2 BT IR BB I AL FD

(FEE] B# %3 T 408 250 T4 3¢ 19 35 i 22 3 iR 5 & B 9% (pancreatic ductal adenocarcinomas,

PDAC) B & FilJ5 KB VEA 0 S L (. ik MV AE S PR IR (TCGAD 045 T 5 M 3% 5k 25 4 80305 T R
Jik 5 780 2 0 3 SR B0 PR i R I PDAC % IE 8 T AR 41 201 % S 4 ) 85006 Al PDAC (B BV A 230 (OS) %5 11 R %

B, I GeneCards R 22 4K HUAH M Bk AE T2 AR DG BRI B0 kL, s R 3R P17 1 PDAC 2047 5 0F & J0 IR 41 28 6] 22 55 % 38
HH (DEGs) . FIH B E Cox BIH 47 # LASSO [8119 43 #7144 £ PDAC 835 TG KUK 7 43450 7 3 5 32 XU R 37 43
BRLKE TCGA 4 5 o PDAC 5 61 73 by i ERUS P AL, 4 i) Kaplan-Meier 42 /20 AT i £k, LS PR 4L /i % OS. il
i CCK-8 52 56 G 158 B1 300 52 30 3 — 20 36 91 32 AUy 31 43 455 TR oy 4 Jif 2k 4 12 OC §i 56 R 5 PDAC 4 i 2k 26 1 [|] 1 ¢
%, R NI HE T H SLC6A14 .DKKI1 .KRT19 ., AURKA .EMP1 . ANXA2 .LGALS3 7/\ﬂﬂﬂ@%§a§5t$ﬁa§g
R4 B PDAC H 32 TS KU BT 43455 Y 5 Kaplan-Meier 42 47 43 87 il 26 25 o AKX 2H 58 22 A0 OS 8 3 KT = XUG 4
(P<C0.05), CCK-8 a4 Bon ,PDAC 4ifji & o AsPC-1 J BxPC-3 4l fi AURKA R P15 3~5 %ﬂ’ﬁéﬁﬂ@ﬁ
TR AR F B M IR (1 =4.57~12.84, P<C0.05) ; 8 BRI 5250 45 2R /R , AsPC-1 J BxPC-3 4l i) AUR-
KA B4 40 s b AURKA . SLC7AL1.GPX4 & FIAH X 28 ik &2 3 W2 I8 T B P Xt B4 (¢ =4.22~11.79, P<C0.05),
it AURKA E /N A G (2 ik PDAC 4 M 86 T- 19 & 24 530 PDAC 1 & 28 R, 52 F A 2k B T A 56
FE R KU PE A AL PDAC BB BTG PP A5 B EE S L.

(XM 9, PR PIE T SR 3R 35 MR 0T s TS 5 THEAE W 2 s B0 I, 1AL 2%

[(FESZES] R735.9 [mktrERm] A

Establishment of a prognostic risk scoring model for patients with pancreatic ductal adenocarcinoma

based on cell ferroptosis-related genes and its application value QING Gong. JING Xue, JIANG Yueping
(Department of Gastroenterology, The Affiliated Hospital of Qingdao University. Qingdao 266003, China)

[ABSTRACT] Objective To establish a prognostic risk scoring model for patients with pancreatic ductal adenocarcinoma
(PDAC) based on cell ferroptosis-related genes, and to investigate its application value. ~ Methods The Cancer Genome Atlas
(TCGA) database, Gene Expression Omnibus database, and Genotype-Tissue Expression database were used to obtain the tran-
scriptome sequencing data of PDAC tissue and normal pancreatic tissues and the clinical data of PDAC patients including overall
survival (OS), and the GeneCards database was used to obtain the data on cell ferroptosis-related genes. R software was used to
identify the differentially expressed genes (DEGs) between PDAC tissue and normal pancreatic tissue. The univariate Cox regres-
sion analysis and LASSO regression were used to establish a prognostic risk scoring model for PDAC patients, and based on this
risk scoring model, the PDAC cases in TCGA database were divided into low- and high-risk groups. The Kaplan-Meier survival
curves were plotted to compare OS between the two groups. CCK-8 assay and Western blotting were used to further validate the as-
sociation between the key genes of cell ferroptosis in the risk scoring model and cell ferroptosis in PDAC.  Results A prognostic
risk scoring model for PDAC patients was successfully established based on seven cell ferroptosis-related genes, i.e., SLC6AI4,
DKKI1., KRT19, AURKA, EMP1, ANXA2, and LGALS3, and the Kaplan-Meier survival curve showed that the low-risk group
had a significantly longer OS than the high-risk group (P<C0.05). CCK-8 showed that compared with the negative control group,
the AURKA knockdown group of AsPC-1 and BxPC-3 PDAC cell lines had a significantly lower viability on days 3—5 (¢t =4.57—
12.84,P<C0.05), and Western blotting showed that compared with the negative control group, the AURKA knockdown group of
AsPC-1 and BxPC-3 cells had significantly lower relative protein expression levels of AURKA, SLC7A11, and GPX4 (¢t =4.22—
11.79,P<C0.05).  Conclusion Downregulation of the AURKA gene may lead to the development and progression of PDAC by
promoting ferroptosis in PDAC cells, and the risk scoring model based on cell ferroptosis-related genes has a significant reference
value for the prognostic assessment of PDAC patients.
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