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Abstract

Cell death mechanisms play crucial roles in the occurrence, development, and treatment of tumors.
This article reviews different types of cell death and their mechanisms in tumorigenesis, with a
particular focus on necroptosis, ferroptosis, pyroptosis, and apoptosis, highlighting key regulatory
mechanisms. It also attempts to discuss how to develop treatments targeting these cell death path-
ways, aiming to provide insights for the development of new drugs based on cell death for cancer
patients.

SRR

SCEG| M MRk, XAk, AHIRAE TR P BT SRR D). IRIRES 23k, 2024, 14(7): 96-101.
DOI: 10.12677/acm.2024.1471987


https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2024.1471987
https://doi.org/10.12677/acm.2024.1471987
https://www.hanspub.org/

Keywords

Cell Death, Tumors, Review

Copyright © 2024 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY 4.0).
http://creativecommons.org/licenses/by/4.0/

1. 518

A PR A — b DA R 20 0 S T A DA DR AR RO . AE R AR S I A R R R, HE S
Wt 5 2 DAL 2 1 B HAt 0 T A D SRR ) S 25 AR o IR ARG AT R AR AR TR . 25 SR BRI
228 T7 AL RGE RS A8 /155 2 A7 R B 25 I AR R (1] AN Enih b, A 2 st T
MNESREERKE . FFIERAL S TS E SRR LN B[S RAT BT fe 51
AR T R 1 R R e 2] -

KIPLIR, AR 115 5 8 R 22 290 A SO A% 0o oI ke FEREAEVR YT I SE B, 7 AR
MOy —MEZERGT TB, R e e . AUml. RNA G R 1l
DUBe 3% SN S O A T R HE T . RTINS BRI, SRS VR N IR P i 24 1 i e 2R R R
i, X TCEEXHREAETR T (I RCRAN S A A AR T U [3]. AR TR AR AE T IR AR AR IR TR AT
PR 77 B BRI 0, I HLAT X 2 Fu@ A2 MK AT 1A S RO R a7 Hh RO 2L . %
T 20w N SRR R AL T AR AR PTME, ATERA M T AR MR TR O T S B4R AR T )
FERIE B E L, BEMOYIRIT iR B AL

AFSERRVEARINT 7 RSEE T AR TS BRIETS . SRSET DR XU AT TS A AL T 5 s o B
PIEHLE], R, RANIRD T IX LA SR T AR R P 51 R B 2 R o Ak, ANERIRIE A A B0t
KLY AE Ty AT IR TP R T8, LD SRS BT Fe R A B S5 5 a7 .

2. BT TIRE R HENE

FEAUBRAE L OB SRR, IR A Uy S5 PR E B, BI4U LI - (apoptosis)
540 3RFE (necrosis) .

2.1. AR

YURPE T ORBLT 1972 45, Rde MRS A T A RRIET R, @ b g AR
FI /N YL OSSR DNA [IRRAR[4]. AR AR TR, AR A AR Ah e 2 P AR /N A e
TR T /NAR (4]0 JRIT2 /NP B 0% ot J FB1 ) 400 M (a5 s 20 ) 5 ok o A A 2 32 1) 2 Bl -5 S kAR R 4% [
TR S, AR TG A Bel-2 5% IR B I (caspases) 5 [5]. 1 4H ML R E I8 kA=
TE RV BARZ 3 2 N AR, FRAE B I IRARAR 10 2URIBE K 4N ARAE 2 . 4 P N 254 it 1) &
B, 5l 2T V6]

2.2. AT

YR IASE R REAE AL S Z AG A AR AL, B Py — R sh g si T e . SR, a4
FIBE S R R, 2 A AR VR AR P TR QL PR BN AE AT IR AT 7730, IR BRI & e
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HERAR,

R4k

IRZIFE o IX LEAH I AE T RARPEAR N “ SR AR T A BB T B “ SRR IIIRAE” [7] [8]. it
PRFEMEI T (necroptosis) « 40 ffl £ T (pyroptosis) « PARP-1 % #fi 1) 2 Jid 5E T (parthanatos) . 2k 51~ (ferroptosis) .
HiBE T (cuproptosis) FI XA AL T (disulfidptosis) &5 . 1X L4252 AN A L5 5 s, ARG EARTRE 1
YUART AR ER TR Sy, H I R FEARS T 4 B8 T AL ) AR AN mT sk ) P A B RS caspase 3 R
caspase 7. ANFEIAIBEAET HEATESZ B IEN, BB 5] K ANFEI AP i E R N . T8 T /AMAK
B 20 B N P B R T A, A T A e e R AR AR R IO UTBRRAS, M RZEME A T A g i £ T 2
FEIBAT A 55 23 T4 2 (damage associated molecular pattern, DAMP)FIZH i P 1~ (42 4 R [5] [8]-

3. IPATHIRE S B LR
3.1 FEMAT

IFCHEPE T AU IRGRAS R BT 51 R I —FliRs e A A0 T, i R 5 2 e 2 R 1 TG B e
Z[9]. SRFEMEVE T AT Be R AEAE AN BRI T 52 2IAMHI B D0, DRI AT Be A A AL A2 ke 4 it ) 1 ) — o
o SARFETARIKZ, SIEHRT R — MR RRE@s, HAh Ak 1/ DAMP SABORIILAT K %
JiE RG] EEAEMIAET[10]0 SFEPEPE T — A RE, 78 T AL s R S B S AR R, e
R AENLE AT LS — MNP A E Y, BRI TR Necl, SRSEILE RHIHI[11] [12]. SRFEHER T8
FEA IR Toll FEZARE T T -4 (TRIF)E 5 UD0E B, 751500 4 5 A9 B Lo I 5 e R e
PN o B I R RSB 1 (TNF)-RIPKL {5 5 ZRIBCH B 75 3 2ORE SOBE[13] 0 BRI T AR AL I
TR LAH TNF A5 S0k AL S 530, (40N TR0 -5 1t () caspase 8, TIHRFEIEN] T £ caspase 8 &
TR AE[11] BRI T2 5 AR Z Fh RGP A ¢, BIEME RGN, LIS, 2O EBRRSE[12] [14]
[15]. SRAEMEFR T HIAZ O IRIENLHIE T RIPKURIPK3 E AWM DL KL MLKL FIBERRIGIIFE . 244101
2 AN FRIEE G, SR AR R B 1 (RIPKL) AN SZ 400 BV & 1808 3 (RIPKI) AT LA HL.45 &
TERE A, RIPKURIPK3 E MRS 51 % RIPK3 FIEE, 0L i b — R 42 b a] 22 24 555
L ABER(MLKL) & . MLKL FBEER & IR TR P GBS, B 33T MLKL iy 5%
AORER AL, DT R {58 0 L B P s 2 5 B R B 7t B, e 28 B IEE AR S RE[16] [17]

ERLEE SR BRI R T A 301 700 0Tt 2 R A% T RIPKA, RIPK3 Al MLKL =M £, 5 2% 2 52 50 (GSK)
SEFAH 2 A RIPKL #0571, 6145 GSK2882481 (GSK481) [18].GSK2982772 (GSK772) [19].GSK547 [14],
TEB 25 W 9% « 28 R4 G128 AN 2 B 98 58 22 e R B 8E N 1 AN [ B 19 990 s PR s H: HUAS A 280t g o

3.2. ApREET

VR R A 38 SN IR — B 4, A A T2 S o) 8 L A3 w40 400 R 95 AR A 95 4 - 453X (pathogen
associated molecular pattern, PAMP)F1 DAMP B4t %) JE 4 di g A2 v A B 9 LPS 148 B e pLiI [20]. 5
WICHER T AL, AT SR A R 7RG S i Fe . & U T2 IR 12 caspase 1 A, ARG SLEET:
& 1% HH caspase 4.5 Fl 11 4 3:[21] [22] [23]. P 2@ # 2 B0 4l A £ T 1 208, 25 1 gasdermin D (GSDMD).
FEFEREVEYT AU, MR TR RO E AR, — TR R KA 4, 55—y A BT
TV RS e 26 K B IR A 55 [ 23] o AT B2 AR T 70 (1 A0 T AR B, 2 BLAL T PR A
BYB, XEes B TR B PR A BT R BUIGIR AR r F, BEA TR E AR 2RI S DL R T
Hil R BIEIR . oA Ay B A 552 NLRP3 il caspasel.

33. &L
PIET ST AIEVEE T AR, EARE— RIME S HIEFE I, T2 A XS A
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WAL T AR . BRI T — AN OCHRRAIE & 40 M P Ui B R B T I S A R o X OE A B T 4 R AR
WS, WPERGEN. e EARERIASIIR RIS, TENRE FEARNRR, Bk
BRAETC RN R . RS T AR R R B N 72 A K& IR B P S A ) (reactive oxygen species, ROS),
JeF R FRIE [ 2L (s OH) A S AL E(H20,) » ROS 3 BT S I 41 A i b (1 ANt N g i e, 5 80T it 4
b, IR e BEPERITI AR, 19040 M X A S RS I 5 4 P P S S P AT IR [24] it
HMBRFET IR K A0 A T A R e i) A o I TR (R B A Bl 25 e H ko U6 ) (glutathione peroxidase,
GPX4) Rl % Ji5 2470 S Ak 7l 2 3 e 364k &7 (hydroxyl-alkylated compounds)ZE kA8 T S 25 5 8 f 1 4
ER .. MBS T RN, PIENRSENDIREZRNE], 384l E AL RO USRS . 7EZk At
W, ZRRARTIRER 2 BIHIE . BT I BRI ROS 177 A2 5 BB R IS B R R Bk 22 B P IR e 2k, 3t
— IR A B ) E A SLROIRES o £5 b, BRIE T DGR IE R B TR S WA B L SR R 1 DA A IR
JR I AR R A X FRAE ELAE T, 5545 S BAE T2 [25] o BRAE T0 147005 25 8 AR v g 4170 1) 1R 2 22,
AT e BN M 32 2 IO IRAT YRR IR R, TERRYE YT 7 T, A0S AR B, SRt 2
— PR 2R I S (1 WK [26] [27] . AFR S8 40 B 0 2k B8 T 4 M S8 T A BUBME AR E IR K22 o ol 9Ri8:
PR B 20 M bk 980 4 kL 2 5 K MRl 2 3R 0L LR AS [ R U, 0 A . R R e R RS AL /N BRL 2 tH Ak A T B
(28], SRS, 7Rk, EXTEIETEIT 51 T ARG, SR, SR04 Ei—P
TER A AR B S AR, B RS 00/ N TR, B T REAE BRI RS . FEHE
PR AR AT AR RO R VAT HR O BR I T PRI A I A8+ A

3.4. TR

B TR T LU BB BRAE T2 A, IR PR AESRIE I T HoAh e R IR AN I A AR T 7 2 AT TR
BRAET . Tsvetkov &5 N1 IR3RH T MK A AE T, 4 Hodn 2 N RAET2[29]. B B T3k 3Rl
BER] 5] RARMSET:, ZILRAH T LR AR, BN T AU T BRFET IR BEE 5 1 (0 400 ) 751 1 3
i1, (HRESEALEA 1 (FDX)FE AT IR S 5[29]. o &A% R MM 55 e TR = R IR NG IR
wOGE, @I EAEENESES, B RE AR R S BT BT R
HEAET FDX1, FDX1 #IFIH & vl ReA o T8 #05, BIangoRid i . sl if—ost iRy, £l
FH 5 5 A 7 A 1) HR e AT TR 3t A LA SR g, T DT Jo Y R R SR TS B IR b R BRASE 2R v ) 4 A A
TR 295 [30]

R AE T 2 H I VE 20 IR 1R 208 280 [ BN 1 S 403 1) — b A i 4 M A8 1 7 2031 o 1 i 2L P 48 R 4
T2 77 NBEANSZ 8 R0 T #0408 T P 254 (e, AR TGt m B B A0 T 4T PR 1 (1 DG R R A 1k
R, T A A 700 (81 o — P e A0 5 SR R — LT e % B SR (R X P BAE T BRI, X AR M A8 1 77 308
R RIRAET. . 5 AN EIE T HLRIANE, RERAET 51308 H 40 22 (actin cytoskeleton) i %, 1E
R Z N, SLCTALL w35 (R 401 4 ) NADPH 23t F638, MRS iR Ea, M
R A RO, KR AR B i e 3 BUVLEN B A R A R TR ) S B S R 4 i 4
W, THRIHAZTE R4 SIS & E W 2% 5 R A SE T2 [32] . X — KA iR ST A ek 1 e 7k It
XA T ST R E, o GLUT #fIF s 2& — AN A i ssak .

4. ZRRATE T 5 MEATTIRURI I

AR ZE AL MR IR YT R AR A . B X R AT AL RN BR AR LR R A S A
Wrsfig, IR TR B AE AT A2 AE
SRR AT A BIR YT AW . S A1V A BRI R MR VR I U LR . #E
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AR, R4k

AT RO R 20 AR E R R T PR AR B R A AR Sl BRI S AR T SRR YT R
i R A 7 AU A R T B R S P G BN, R L AN R A SR A T BE
JYITik . XS RNG ST SRS I I SO T ARSI T MO AR, R R T B O MR R R G
JriEFE . HRAEMR AR, RS R BRI ST TR, AR 20 RE 05 R L A HL R AT
AR R AL -

BEXZ L T AR I 25 WTF A Oy 1 TSR A R . R SR S iR AR, AT LGRS R A B
BEANGHNAET I, B SRR AT B RCR . AR Ta T ROR A  HCR AL S IR T R SR, BRIV [RJ
i 2 ity T BORIEIRIGS T ROR . Blan, AbyT AN Beia 7 (R G N2 AT LAEE 3-$4f Frk Je 240 6 ) 5 3 A
POE o R GRS U AR YT ROR » LA 3 RIAS R B4 17 25 W) B e R 1 4 7R A B 3R iy O b
5. g5

&%W‘A%%@fmﬁﬁ TR 22 PRI ST A e AR s R 160 207 A M B PR AR5 LR A
SEMEAIIGTT T 5o I T WEARMAENE B 200, W LG 7 R s IR R %
RETEINATT RS .

LR LRIk, BEAE N AR A T AL PR N BR AR A MR A 2 AN R e, R e T A A AR
R . B R ia T SRS AL IR YT T S 95 i IR R T IR BCR AL (R AR A RS20 T S 2 1T
RETE

SE
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