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Abstract: Renal cell carcinoma (RCC) is one of the most common urological malignancies. Ferroptosis

is a novel form of apoptosis associated with iron dependence and is regulated by a variety of cellular

metabolisms, including redox homeostasis, iron uptake,

mitochondrial activity and metabolism of amino

acids, lipids and sugars. Ferroptosis is closely related to the development of kidney cancer, and iron

death—related genes can lead to the oxidation of unsaturated fatty acids in cell membranes, which in

turn causes apoptosis, and some iron death genes can be used as potential biomarkers for the early

diagnosis of kidney cancer. In this paper, we review the mechanism of ferroptosis in RCC and the

biological markers related to early diagnosis.
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FIH B JR A A A S A AR R, BRAE TR
HIE MM X2 B, a5 L, BRIET
FERI NG B E S, BRI, LRk
DB, R S A AR A T A O ] ) i A

KT HICT- LRI BT R BT, V5 29 A A OC 5L A
FUE 538 i AT UJE 1 st s, ik — 20 w5 WL 31 ]
F0 5T 4 A RN 2 o Ak g 20 LA R 35 YD T 2% 95 200 P
XPERAET 15 T 0 A e BE U, 2D IESE T Bk
BT 155 A DIE g — Rl B e P i vl g . i T
BRACT a2 — B A A I 075 = 1 B B A R =2 1 240 i
SET, DA o e At i AT e B A S SR 2 Y RSB T
Pt & 2 4R A, TR A e A A EL A N T
R 10 3B A R 5 1 ROS fafir o BRILZ A8, B4
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W& 40 (clear cell renal cell carcinoma,
ccRCC) 4l X 75 2 15 e 1 IbE 220 2 9 T FE A e 32 B
BENE, A B A = R 2 A BEH K (glutathione,
GSH) & WU ab s B9y o PLA I & GSH/4& e H
it E /Pl (glutathione peroxidase, GPX) 4%
oK Wi 1k B ot ok A A A B AE T o WF SRR ST, 4 i
ccRCC ' GSH 4 B AT 5 5 8k 58 T - 10 il fif o4 114 28
K, X TREAE T A SR TR

1 MtEER-GSH-GPX4 5%

BRAE T et )iz MRl B AL To IR X2
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GPXAHhmf Tt ) iz

IR~ G SH—G PX AR AR BRIET HY T2k
7 BilsEad ALY (phospholipid hydroperoxides,

PLOOHs) 2—MEAHMHAEXNER, f25
PR —GSH-GPX4BRIET 148 . PLOOHSs B9 5 A
U5 BEIE R Z AR YIER, FElE PLOOHS
B AR 22 A AR R0 7 R 1 5 G RIG Ak . oA B =X
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A 0 M R — 15— I8 hn 4 g 8 44 4 1 (recombinant
arachidonate— 15—lipoxygenase, ALOX15) ik &
ey A I A AR Y, d T R AR AR R A )
BB RIS, MHIERY], GPX4 AT LU i FE AR
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2 BRI RN OT R
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Lu % P9 #fF 52 3F 52 T KRUPPEL ¥ A 1 2
(Kruppel—like factor 2, KLF2) fE#lii] ccRCC %%
BhrEEEHN., RS RE R, BREAMHEE
ccRCC i fp e g bR 2] KLEF2 () F i 5 B34 fils
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' 9 A L ) RS R 2% . RS AR N KLLF 2 38 A] ik 2
N e A AR T B R - A i, T GPXd4 ik 3k )
Wik T XSS, BRI, Luf iR 4 Rk
BT —FOH B BRIE T A DG By e B iR AR, AT DL
ccRCC MR ZZMHFFs , XA T BEHLHA ccRCC MR
7 — B A

2.2 KDM5C A B 5 K&  Zheng % i i 5% &
B, KDM5C HA MY ROSTEHIET-HAEH . Bt
3 g IS MRS 3 R AT Bk A &= (zerr—butyl
hydroperoxide, TBHP) AbFEA[] 1 ccRCC 4il Jiid 5
K CBAATR R 22 5% . N B4 RCCA 4ii i R R B
i L Al ccRCC 40 it 3 58 & A 06 M b ™, A
TBHPIATIR, 5RCC4—HS514A AL, RCC4—
KDMSCHAIAET B B2, (HIHERERZE, ROSTE
S 4 AL AE T AT DL 3E 5 8k A6 T4 3R Ferrostatin—1
(Ferr—1) #0&E A7 L8 (deferoxamine, DFO)
Wi, [AARER AN TR Z—-VAD-FMK (Z—
VAD) sRIRSEHEM TR R FEI R —1s (Nec—1s)
WEE I, 5 RCC4—HS14A 4L, RCC4—
KDMS5C 41 i Erastin 755 (14 ig B ik 404k 3 i 52 B
o BFESSIE R, ccRCC H 3 KDM5C By k=
A 3 53 M) ST R T A R A TR AR S TR Y A
23 MITDIABE 5 K%  ccRCCREFFM EEH
ZURHL2E Y, XPERIE T8 . Zhang S5 RY I 5T R
A, MITD1 (microtubule interacting and transport
domain containing 1) #HMLL#T TAZ-SLC7A11
WARE SERAETS, W ccRCC K AIER . Zhang
AR RIFSE B R Y MIT D1 ] LA 2 98 45 2k 78 720k
BUAE ccRCC WIS FEMIT Ko BE ), dEMZm s o bF
FRW, MITDI & RBH B E WAEFREM, kI
S 50300 3 0 UL R A R D HK 2 40 i &2 v MITD 1
FIEME B EIAE AT, %k 7 MITD1AE ccRCCHr
Bk . AN, BFSEIA K BLAE MITDI i fik b 34
Jii, ccRCC 40 iy AR, 1 5 FHIE B A2 04 il
Ak, W iE— A RAE T MITD1 8= "l L g TAZ/
SLC7A11 #4888 ccRCC IIET, Ik, MITD1
A BRI ccRCC W15 A= Pbm 25 ) g3 BRBE T (1
S REEA LY

24 HO-1ABEREE  PIErt ekl
FRG BT i3 E AL W B RO FRE R 4R s TR K, A
I RE R T RE I 2 ccRCC J7 I 7 H B K Y 1 v
Jio AMLr EMAEE 1 (heme oxygenase 1, HO—1)
ST Iz A A T K R R S Y R AR 2 1 T )
JT, CRUE TR SRR BRI

Han Z¥ AT 5 B, HO— 1 AT L 1 83 i 3 4
B FR BER B E A S AR B RE R K1 ccRCC
BRFET . HO— 11638 430 B 3d 2 35 B ROS 7T L&
FEGAPEA, (4306 RS, HO—1 4423 Fenton
BRI R, B REROS i3 37805 2 ye T Uk
R, Fang S HWF IS IE R, 78 B8 205 5 100 F
B, HO—1 L, M er 2 i pefs, (2
W Fe MR, HFSRPIT, RAFELhE
Wy, HETBFSE R R, REBREZEIE T ccRCC
Y NRF2/HO— 14, Jf HHO—13d i RR 5L
WALRL N B At T NRF2 / SLC7A1L %l il i 2k
FETAEA, WAMB T SLCTALLA FIAMEIET-HY
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25 ISCA2A R 5 |&  Yang FMHF3 R,
ISCA2 (iron—sulfur cluster assembly 2) AJ L@t
il ccRC C 4175 T I F AU E S -2 (hypoxia
inducible factor—1, HIF—2a) HIF—2a iS850
T-&E . ccRCCZIH W EEIE A, 8% i VHL
MRS L, I+ FHEAE BT HF HIF- 1o fil
HIF—20 B9 3006 o B 55 38 3 T — 200 356 -4 100 341 550 14
e IR, 4R T — R A B HIF —20 8 /N
T, FHAERGEWETS, BSRLT HIF- 1o, Xt
LA il Il ks R A ek 2 (ISCA2) MIIEEN
SHAE, ISCA2 BH ke i 5 2l Hsi i HIF —2a
B0 O 38 2k R 0 B A B ) HIF— Lo BHF o [) B X6F
ccRCCYI A FIE R B EHAT T ISCA2 Y, 4R
N, IR B HE A ISCA2 Yo o 3 B3R B R 18 1 i
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G R, M2 T, SKZ2EMMLL, ccRCC
HAUP Y ISCA2 YL B AL, X T RE 2 i T80
AL v 0 R A R SE RS M O R B, AR
B e, BABARKF ISCA2 B pVHL B 248 i %)
ISCA2 15 S B BRAE T- BRI ISCA2 i Rk
AT B 1k ISCA2 #fi F 28 BLER FE 12355 5 57 erastin if5 &
AT, EAR ISCA2 M HI7E pVHL Bk f&E 4 i vh iy &
ESEPE AT RE R AR B, HEH AT 2 (iron—
responsive element binding protein 2, IRP2) B #%
WSS VHLERA TAELR, XAieRY] pVHLTE
JH T IRP2 MR AR S T IR ZEAE ™, Bkl L
45 ISCA2IRYT ceRCC FLHAD HIF 3R 3 F14%k 58
T BRI (145 RO A2 MR AR A T BB 55 IE

2.6 CSPPIAR 5 B O M 95 B A OC 2R
[ (centrosome and spindle pole associated protein 1,

CSPP1) E—Fh A MBAEZSAEN, FEAHERA
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SIS M 20 M B AR A AU BIR B RAEH . 5
W], CSPPLTEME KA T RMEM . Wang %R
FERY, WA AYEEES PR T CSPPL AN
i $65 i 119 2F S AN FUfS A0 TMEE B9 52 . D BE & 42 3 W
CSPP1Z 5ERIET ARG AR iR AR . JE IR 58748 43 B
PPk B, CSPPLY TPS3BH UMK, [F
i TP53 A SRAAEMER T A5G, ILHEN CSPP1
e SERIET A 56 . CSPP1{HZAF 5T & Xk AE T Al
TME IREERBITE, LAR S S8 TE R 259036 97 Fl e
PERGA pBHIBT (immune checkpoint blockade, 1CB)
BITABR T AW 5 B2, )5 e 0F 54T =5 2 il
SR AT I o

27 FDFTIA R 5 B e B ik e k&
% B 1 (recombinant farnesyl diphosphate
farnesyltransferase 1, FDFT1) f&—F & A5 it
B2, Huang™ 3l i 4 W15 B 2% 20 B4l 4 il 52 3o ik
92, FDET1af Rk n il 4 5 AKT {55 38 i 12
Pptro Rk, W FDFTL L2540 786—0 41
M3 5E . TR AR ZE . DI IR A BESR R, 6 A i [
HIE 3% (the cancer genome atlas, TCGA) ¥¥isE
FW, @ FDFT1# k5 KIRC & 54 19 15 A
Ko DARTIIBEFE Y T FDE T 14 ) &3 30 361 w51
Ji i 240 LY B, B e I 9 R R T R B i e AR
FH R o A0 FDF T1 R8P RZ2PERY . Hm)ih
YL, XAMAES FDFT 1id #3540 ] KIRC Bk ik
B B USROG, miknE, MRS RRE A o R
FDF T 17 I & AE 2o 7 v ) HAR S5 7 AL ) B A 3
i AKT @I e, AR — 2R

3 BEERE

BRIET S — P 5 Bk 2R B im0k SR G Y 40
MPE T e, S5 MAY R, SRR Ak
JEE VMG o BRAE T ad A WT DL i 22 b 25 W 3k 1
BRAE T AR B R A e A R R R GBI, AR R
AT 5 A AT RE 07 2 L1 R Y BELDBTY P E R A L 0, T
1 5 S A R AE T AR R B AT AT, %k
B EH BRI A — E MR S E L BER BT IR
A BRIET A MK 22 1) S 1) 2 A TR A v
KB, WONIRIT X LE B IR TR A . B ob,
BRICT AR N — M Sr i AR sE T 0750, e LA S L
b2 Y AR B AL T — AL AR AT, X Wk
H BRI 7 SRR AL TR RENE, A B T D
SE P I TE 25 PR, SR, BRIE TSR B S AT AL T
A BL, 2 AT AR AT . R IR ARG — L8

BACT- RN N o B2 Wi A e in 6, B
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