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[Abstract] Cell death is a fundamental physiological process in living organisms , ranging from embryonic de-
velopment, organ maintenance, and aging to immune responses and autoimmune coordination; it involves various
forms of death which include both accidental cell death(ACD) and regulated cell death (RCD). An increasing num-
ber of new non—apoptotic forms of cell death have been identified and named variants of RCD, heralding the continu-
ous expansion of this field and the emergence of new mechanisms to coordinate multiple cell death pathways. We ex-
plored more about the complexities of cellular regulatory pathways that culminated in different forms of cell death,
summarized an updated classification of cell death subroutines, elaborated on the mechanisms of action and applica-
tions, and highlighted common and unique pathways and their effects on surrounding cells and the whole organism.
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WATREE B S S AMIFE T X B Z P45 i 4 AL T
G ALK LT FRSHEF RPN B A H
WAERYIR R AR £k, JATIIE T H AT 2
RCD ZE I E LT, AR R T2 L A W IR AE
PEOA T BRAET AR T ORI AL T IR
FET WPIRAA AL T A RO E AR ISR T A
TN PR, R IE T AN R ZE B A9 RCD fEJEAE |
A S A BEIRI A5 FH B BV AT 5

1 AT

YA T (apoptosis ) J&—FITE S AT 2 A7 AE
F) 52 P B A AR T ML, At 25 = 4R R o0
AP IE] L, BB Ry e M — A2 P ) R AE T2 AL
FERFOER IR - A AR 15 EAARRR R D5/ O 2
WeHs AN A [ A DT G LB AR I SR |
F14) 208 L 5 240 L 25 050 A AR I s A ek A o P A Y A
Wi 4 20 B A 1 B R/ N AR LR e, B I A e 4 P
PR/ IMACTR I, BELUT LR A 4%, i — 20 BHE T 20
A& W P9 25 e i ) D T DX, DT 3k £ 5 | A 8
3

JHT SR E ABVHTA RCD J7 202 — |, JEACHRAE
A 2R C(eytochrome C, eyt—C) NZ R A H 9
B, Z BT T8 B 4k L9 -2 (B cell lympho-
ma-2, BCL-2) 55 LA B AR i T4 1R A R R A&
ik 75 11 (caspase, CASP) Jii ol & 1 40 CASP-8,
CASP-9, CASP-10 Jz CASP % i % 4 4 CASP-3 .,
CASP-6,CASP-7 [ V- A7 il 17 , e & 53 CASP-6 T
IAZIBE A i P 22 2 1 IR LA S PR 2H DNA 4y
il A% /AR ZE AT AHILEE T 1, ZeRLAA eyt—C BRI
S TR CASP AT PR 2R A% : NFEIRFR AIME
IRAS NIRRT — M i A S 2 B 2 R T4 5 |
B RCD, B4 A #E ) BRI  DNA #5475 AR K K+
3 Wh PN BT I 7 83 R 4R (reactive oxygen species,
ROS) #4855 5 B4 My AR S S IR Bl R Ay , R AU
2R B A b 5 38 375 P (mitochondrial outer membrane
permeabilization, MOMP) 34 il , 5 2 cyt—C #E A Z| Y
N 5 IEEAT, J& T BCL-2 FIEMAE N T8 A,
W BAX .BAK Fl PUMA , 2 i# T eyt—C [n] fE 3% i B¢
L, IR T &R I H, MOMP I8 BB I L E 1=
AN B — AN eyt—=C L PR T ER RS I 1
dATP il pro—CASP-9 4 Wi 1) KA & 5 W) . AL 25
TR T/ IMA LG CASP-9, 1] 4 2 1 i CASP-3 il
CASP-7, I B H A TR AT # D . 1% FE— B

WG AN T R B B )R — 2, CASP-3 il CASP-7
1 oAl LR A T2 71 (R CASP-2,CASP-6,CASP-8
F1CASP-10) 24 B EATX LG L X I — A
PAT AR HER R TR AR RS A 5, RIS
PERAR , A T AR T AL P8 ToBE TS A, T g
R HE A F 2 K (tumor necrosis factor receptor, TN-
FR) . Fas BoAAK (fas ligand, FasL) Fl TNF A0 ¢ 8 12155
FHAR(TNF-related apoptosis—inducing ligand, TRAIL )
2K DR4 F1 DRS #% JA 31 o %30T 32 (R B L i
WS e AR P SRR 5, SF Rl A i
(4 TRADD H1FADD) 51 2 4 T-#2 454 pro-CASP-8
1 pro—CASP-10 F3TE  JE AT 1B S E S H AW,
{145 pro—CASP-8 Fll pro-CASP-10 i i [ fit: {b 24 fi%
BB | focJ 8 VR HIAL0% ) CASP-3  CASP-6 Al
CASP-7 AP TN,

MR 22 BRI 2 W], 220 A B 1 A Bl
il A TR SRR T, O RERE S M
TR AR R AR OL T, A 255 8 E A
AT S5 IR TR HEIARSC R B , LUK A0 A7
i ] [ S 5 0 T 7K P AR S B B B9 Bl ¥
WU SRS b AR O T R ARG T AR R AR
AR HOBURL B A e 7315 DS A9, X 28 3 K
it LA LRI CASPs 5 BH3 AH EAF FTBAE T
315 (BH3—interacting domain death agonist, BID) &
LILYSNR LB N e f SR CIE ) 7= W N T3 w ok 2

[ERER I Lo s

2 B

H Wi (autophagy ) J& T A5 ELAZ A= W Fir 1 59— Fir
HEAL L ARSF TR ER L FE , WK 20 B N 1 R o FAE N
AR eh o3 A 22 2L IR 23 o A W — > 222D BRI
RCD, A4 by 36 A% OF BUPRAIROBUIR S5 ) | 3
WA (RS RT R A | R B Ry IV 4 A ) A
K020 A0 L 5 R A L g B e L T I T — AR A W
PRBYZE SR 5 K oz i BV BHA b 4 Bl g ) ) o
PEAT 06 B EE 1 FOK A o X R AR R AR AR
H IR A A 58 1, 120 R A 32 BT R R 32 i
LR AN A AN AE RS BE R RE f P15

g3 A 3 e 22 b 4 PR B IR A L AR
IR RN LIRS B Z R 5 5 B AR A R 12 Ik
EL A I 40 24> F g AH OG5 [H/2E 11 (autophagy re-
lated genes/proteins , ATG ) 8 % € J- 78 H Wi f 8l /) 2%
R o 2 SCBEAE H, e R 22 B T BRI 7L
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By PR A 22 T] 3 B B S 1 [ R B i SR
ATG REf 32 B WEARIERT 3 G- L 3h ) & i R
EHEASY 1(PI3K-mTORC1) {518 # L)} Beclin
VS AR, PI3K X T W AR ) T 1 %8 56
2L, 1M PI3K-mTORC1 {553 S 2 8 7 F Wi kA o
oI B FER LR [ WERE SRS T ATGT \ATG3
AU W7 (A DU 7S S At LA A W ATG £, {H
M T2 2K PG I 1 (ubiquitin activating enzyme 1,
Ubal) o AN, 75 R SR M R 1) K 7P L Wik AR
Hh R T 1A RN U TR Y Utk 20 28 Y R il
(Utx histone demethylase) , iF — 25§88 [a] 1 $2 JLEE 1,
4, 5- = BRI (inositol 1,4, S—triphosphate kinase,
IP3K2) i) miRNA-14  Ras ¥£ 85 F A (Ras—like protein
A, Rala) \ LA B Notch il F BR 2 14 A1 5 #M4A (macro-
globulin complement—related , Mcr) 555 5 18 j#% , i /L
T A WA R A A AT T

H WG BR TR ZE i 2 B 955 5 24
AR AR Y 43 F B Al KR4, R R T LE R
200 60 PR A 2 AN 1 B AR SE BE VR DT T, A R R
BB E A MR R , H W2 O T IR Na/
K'~ATPase [ [ B M A6 1L 20 M 5E T2 1) — 4 1 72
R, RIS T Na'/K'=ATPase I 4380045 , 7E5r
A ) L SR L A R BUASE 2 v - ot 22 D 4 1 T 5 [
I #2890 ATGT ¢S PR Bk 2% , 7T LA B 1 #1128 50 RCD
FEPEAESRAT 7 BRI 2 AP0 SR L R B 22 eSS
FH]IRAE PP O | R SR s FLHAL
PRI P OB 19 Wk P Y 2 A8 B T i e 2R 45 0
A, WoR Y AW R,

3 IRFEMERET

KA P T (necroptosis ) J& T RCD g —2&, &
I 240 M AR ARG R A e K T B RS R AN B I 4
ML IR G X TR AEAT AR AL TR 25 2 1
SRTRAP LK, SRAEPE A TN Ry Je—Fh A 32
Pl ACD AL TR 3, (HOR B 2 i) B 5E R 1, IR 4K
14 %5 e R RE 52 ) — R 5 5 iAo A UL
Tl RS 2 A

TE7r 5K b SRBEPE A T 2 AR T 2 AR AH
HAE ¥ E 1 (receptor—interacting protein ki-
nase 1, RIPK1) F1E & 35 28 V8 245 1 J0RE M 0 1
(mixed lineage kinase domain like pseudokinase,
MLKL) B 3 =0 1 58, RIPK L8 55 RAE | B
PE RV ML T R B AE T Z R 2 D R A

U0 , RIPK 138 18 /E T RIPK3 /) RIP [R] B4 AH B
FE: )7 (RIP homotypic interaction motif, RHIM ) Eay |
I G RIPK 3, Ho A1 il 551 Necrostatin—1 7E {4 P4 1 4R
AESR ZLAM A TNFR1 5K 2l B9 R FE M P8 -1, 30, 78
RHIM 5 toll #3248 B #4543 1 (Toll-1L~1 receptor
domain—containing adaptor molecule-1, TICAM1/TR-
IF)AHEAERG AR A B3 RNA (double—strand-
ed RNA, dsRNA) & TLR3, th, 7] L3 i fig 22 4% (-
popolysaccharide , LPS ) =¥ J5t i (1% 2 F-fid £ AH & 70
TR TLR4 , T RE— 2300 RIPK3™. it A
L) MLKL AR Ry R 48 1 B 2800 A, R R ik
T IRATRE IR FENE 1 53 i R A A L (A B, TI-
CAM1 J2& RIPK3-MLKL A SR 3T 0 TLR BC AR F) 2
LI 1) o [ RE L, IS S s S 20 B T LA B4
RIPK3 454, sk fe 775 32 Z-DNA 45 4 2 (145 RIPK3
(25 G, BE— DA MLKL 9 BERR AL , 3B MLKL 5%
AR (BT RE R = RARE I SR BYTE I, X SE 52 2R
TR RS B BT L, i B AL 255 B AR
T JUL P B35 T 400 by, DAL T il 2% Joi 3 75 A1 PRt B
PO FE S 2 (8] 1) R U e 2 0ksE T IRSEME T
HOELYi ORiisg e

PAECVEAE  IRFEMEDE T Gl i R B SRR R IE
AR AT T REUS IR IS A5 W DI RE , T
HitZ 57T & & BRI (LU ORTE S 15 1T bR v
TERYBRBEA LA , LAS AERE BN T 40 2SR,
Hh Pk = L] AR AR B R O T SRR AT
FEARKARRRE FATSR 30 o P 725 A mEbmiC ki
180, AR ) A 224 4 L 2 1 S o B A P AR I

4 HAEERIET

BRAET (ferroptosis ) & —Ff FH 20 L N T4 B2 A5
FEM B G1& M RCD JE, R i 2™ & 1Y B BT i A
b, BT ROS 7= A Fk il P B 2% L
BRI FZ R AT, R LR A8,
XU B FE XG0, SR AU I8/ D B 2%, (A 40 s e
B OMMAZK/NER , JGDNA F Befb, IF e 5%
JER R R SRl A G,

FEALH L X BEHET A AN AT A A T2 538
SERI AR o A, R AL T30 3 3F [ 2 1 (fenton reac-
tion) FIREHL ] (HEE GG ) 51 & Bk iE Bt 44k
AR Horh Z AR i D5 I 2 AR o A A =
FIEP X e RS (System Xeo ) s —Fp) 12 4040 Tk
REA G F 2 th W 2 BE R iz R, A A Ak
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Jble TR R0 i N A S R A S b A 54, 2 4
HEGUA R G — 3, i AL SLCTALL
FITSLC3A2 ZH B 5 — SR MR o 2 I 2 AR R A 2 R A M
AL 111 1Y Fe Bl Xe FRGe A8 i , e 2E 45 IOk H ik
(glutathione, GSH) I 5 i, GSH 7E 4% Jbt H kit 4504k
Wy (glutathione peroxidases, GPXs)TEA FFEK ROS
FN7% A (reactive nitrogen species, RNS) f4) 77 Az , f1fI
il X 2R 58 A 1 ] 3 o 400 o] 2 e 20 1) I Wk 5
M) GSH (45 B, #1753 GPXs 1l MR AIS, br i (b e 1
W, iE— DAL HEAR BT ROS YFRER | S R A S Akt
FVERBET1, Yang 551! & B0 20 A X 4% 6 1~ 0 AU
AT GPX4 321K G4, il GPX4 321K E il i 2 it
AE S UM I BRAE T 25 ER B, th T4l N GSH
B, GPX4 TG PEFE AR, I8 o S AL ) A RE B GPX4
PEAL AR IA S S T AR, H Fe? LAZEARL Fenton 52 v )
T AR BT, 75 ROS SR 4R, i — 0 il T 8k 3t
T,

UTAFSR I Z T FTAE th, TEVF 25 A K A2 K
Jrh  BRAE TR E B RE TR, © U DB
THYTFNEGE BUS BB R A5, IR TTRE T8
WFFE ST &, HAEROR KR R e IRYT 5507
T ) A S 38 I 2

5 £T

BAE/ IS —Fh 51 SR T A1/ 2R (interleu-
kin, IL) ZE i 5% (AN IL-1) B4 A TR 2 &
1,25 ASCBES B, LR AR 91 CASP H BTG
1M A& T (pyroptosis ) 52 H1 S AE/MA I 19 RCD.,
FET AN o R ) L T a7 1 A AR e R R A
SRR B S U R A sE T 20 (A 1 kst
TAEREANASE) AR, 55 I T A Ay — e 3L R p 4y
fiE, Horft Annexin V 448, Ju 8 7 5E 5K L CASP-3 Al
CASP-T7 1 B3 L B2 B8 ADP 42 8% 58 4 ilf 1[proportion
of poly (ADP-ribose) polymerase 1, PARP1]) 24 AR
PN N2 AN AR TR,

0 e A T R A0 PN A SR Ak A R A AR T Y
RIETEZL, ATRZI AN nod F£ A2 A H 1 (nod-like recep-
tor protein, NLRP) \f5i {5 A0 5 73 F 45X g [ A4 A G
oy FRE IEERTL 87 A R U R A R AR
TR 5 X LA L R SRS IS ASCLIE
JEAROR G5 K ) HAE /A 33X LU TE IR A5 ) 78 5 30
CASP-1 HJF- 3, 1 M CASP-1 ] L 4b 40 i P 7
IL-1B FIIL-18, H CASP-1 FY BT 212 1 11 41 At P

F T T 1Y . CASP-1 BYSTE WA S R D (gasder-
min D, GSDMD) /il T_5% 30 kd F Bk , AEME 55 B -4
FETE I I, T B LI - GSDMD [14) Z4 f A5 T
e C v 25 F A A A R S 4R CASP-1, 1fif GSDMD 1
N St 235 P 3 % Bt WAL 4 06 PR PO 7 2 T K T, LAY
(A2 LR T30 B AR T — el 21> CASP 3 , 2
541 CASP-1.CASP-3, /N CASP-11 S H AR
Y1 CASP-4 F1 CASP-5, 4 B e T ik & 1 FH
I, A A T A S L~ 1B A IL-18 43 A 5% , DA
A FIR KL SAEAE (545 1 B A&, CASP-4 if
A LLS S IL-18 B8 KT 1R i i st T 1)
A RAETE A, M AT B 22875 . [RFE b, NL-
RP3 Hl IL-1B 1Y 3 ik 75 24 &F TLR. TNFR 5%
TL-1R W335 30, AR5 2 NFeB 3006 , H AR MEAfE
TR ) B SR A R 52 3™ s A AR Ak |
2 RS S YR T EE

0 A T — P 20 PR D A PR T AR
24, WIHAE A HE S IF 22 88 T4 4h 25 [l ¥ RCD
B, A B R IR YT 20 B PR I A R e P e e AL
Jf AL P B TR ST 240 L T DA 32 SR 24 i i
AR R D RIS I 155, 8 SR 4 K i e e 4 i
ST, A By T AR B AR SR 1M, 2L T i 4
TR R IR ML B L AER I B DIVE |, 38 75 EEAOR
I TAE, RERA T X —ME  RATA R KA
AR BIT 1 SR YR A0 e i R O P 18 S g 1 9
i o

6 {REEHAmIET

1E R —FPlRe i RCD SR T8 44 , MO 2 AL St
T~ (parthanatos ) fig 2 3% 51 < DNA 4t 73 < Jii (DNA
damage response, DDR) , Jf-1F—#> i PARP1 /3 &
WS T O B SRR A PARPTAR S PE A e T 594
TN ] (42, AR 40 L S8 T2 ) e A A IR T 1
T/IMA /N RS DNA R BRIt it Bk i iR 5 45 R 1B
AIPEBER BB o BT LAY CASP ffi PARP1 2K 1%
B AR E AN AL T bR SR

FESTFALH b T R R AR G 1 1
(apoptosis—inducing factor mitochondrion—associated
1, AIFM 1) [lij4F CASP #13# 1 DNA i N YT G (endo-
nuclease G, ENDOG) , J& P4 4Rt 14 41 Jifd 58 T iy o
s 11, 1o BE TR BR 9 PARPL 25 & AIFMI, 5 2
AIFM1 MERL AR R A A% v, 7 AR B P e
J5T % i, O il 3 PARPL [ fiff ADP— 28 K fift 1t 3



£50 £ NISE - ABlEiE T A HALHIROpT A

515

(ADP-ribosylhydrolase 3, ARH3) 1 ¥ & % [ (ring
finger protein 146, RNF146) , X 1fij , & 1F /&M i DNA
WAL 8— 4 2 IEE WS —DNA B 5L AL 1 (8-Oxogua-
nine DNA glycosylase 1,0GG1)345% PARP1 {4k 1
T

PEARGE , MO AN A T2 S B R RO
AT — 26,0 LA R AR W PR Rttt 1 22
IBATIEAE , I, 76 Z2 Rl g sh PR B v, i iod 24
P2F o5 AL WORAM G PARPL G M, AT A 4853 40
HELF ORAF A P SR TG , S 75 S — 20 A S 36K i W
RS 1 21 L ZE T 7 3 i 32 R v ) S BV FH LA
LRI AN B AE T30 59 FLEIRY T A Al

7 WIRMEHARIE T

N TR A LT (entosis ) J2: A A FEAEERRE A1 MR
WHTFL S WA L i —Fh A0 B AR B 2, B4 A
(7] (] 24 ) A ] (5 8 ) 2128 14 = A e 40 L A e 3% 4
i .2007 4, Brugge %5 BN IR JZ FA IR Z 4 5E
T B R AAE b R R 4 AT S 5
ZPHEOLER BEBOR R A 2200 RN

H TR RLEE Y, P A A R A PN DAk 2 3 o 2
PR AN A2 380 A A W P ¢ 2B 10 o PRI, 240 REORS FfT
T2 B 2R T HE R A A A 5 S TR P 4R st T
T AZ AR R A W 4 00 PN A 0 i =2 ] ) o
B 1, W Ak B2 S Rl 3 1 E (E—cadherin/cad-
herin 1,CDH1) fla—E—ZEHEH (alpha—E—Catenin)[%]o
SERE I LN R RIS AR N IR E A A E T A A i
PR AN A 2R E R T T 1 U HGE LB BREE L B
20 Hf B 2R R i LBl B 1 2 A R i — R R T
RAS [FITRZ R 51 A(RAS homolog gene family , mem-
ber A, RHOA) . Rho A 5¢ /) 7 25 1 4 ¥ 1 (Rho—asso-
ciated protein kinase 1, ROCK1) \ROCK2 F14H 1% B
A (diaphanous, DIAPH 1) i) ey i i MR AR 3R, it — 20
AR A0 A 1) B2 J2 (FEE 240 5 200 42 i 3508 57 940 R B A
W), B e S LSRR RO Y 20 i
PRS0, SN CDHI YA A2 IE T CDHI
B Z 14 FL IR 40 i A A5 T RHOA 5 ROCK1 4 JF:
ROCK?2 (158 i i 23 A A B - B Ak CDHI
IR A

BT LA ERTY, PR A I A0 T A U5 AR T
A AL R LS BRE T, I I AR IRAT o Fh 4
T8, 2GR ER N IR B E T A R T
2 L %)k FR AR A A AR T, A AN,

A A 0 200 14 i SRR BCHIL ), PR AR A
TARBE AR Z A5 (e BE R )1

8 MIKLAMIET:

— el rh PR 8 B A1 B B (neutrophil extra-
cellular traps, NETs ) Uk 3K 80 i) RCD 8% 5 XA Rk
HMIFET (netosis) , Fe W) & AR PR A0 b 5 5
A Y €0 TR B (2 E BT T A O, R UESE S A
JH X SR S A 0 A S IR IS, T B8 T3 1 248 L A7 R R
DNA 5 I BT854 i R W NETs /&2 — et 2 5 B
B PRSI A A IR T T RCDIER,

PR 200 AT T — A sh A B Al T 2 s
SRR, FEW N Raf-1 JFUEHE (RIPK1 22 5451
15 A6 8 P 3 B (mitogen—activated protein kinase
kinases, MAP2Ks) F 2 il 45 5 815 180 (extracel-
lular signal-regulated kinase, ERK2) , fz Z¢1F: B 4 ok
iz Jigt V2 2 — A% Y R % 2 (nicotinamide adenine dinu-
cleotide phosphate, NADPH) %A 1k il 324 1% A0 bifi /5 11
ROS A= B0 MR XM SERY i N 1) ROS K 1 fih &
SR R 40 2R 38 (neutrophil—expressed
ELANE) F14& i S8 AL W B (myeloperoxidase , MPO )
H PRI A URLRE T B ML, SRR e 3 40 M A, LA
fie it ELANE 9 MPO (PR 25 K S 35 1 , Bt EL-
ANE (4 05 bR i Ak F- AL sl 2 1 i AR K A, it —
A5 RN RS 1525240 BRI Z /b ELANE (1Y)
K e 1 2H 2R 1 (i) RE SR A RIS ) Y B, OF 5
MPO —E2 fie i G4 (0 51 2 BE , BORE BEA G (O T 2T 48 5
20 0 S5 R J80 TR 5 A 5% T s 38 g 0, e B
J BRI 2R RCDP Z2- 5 WF ST 7 , A1 Y Pk 4
L, 5 T A 200 L R P A 20 i T LUE IO R
PR 240 o

55 RS, i A NETs AN ok il 3o s A
Yy Can 20 T Fi 2 ) ok B 1E IR UL i %48 | i ] D2 i
PR, PRI P RE S 250 A B S e P (I R G
CLBEARIE , XU 5G9 98 I LA o A8 2R
BB ) Tofe L P A A N e e S

9 REERIEIEMARIET

V5 It A4 A4 1 1 41 i B T (lysosome—dependent
cell death, LDCD) , & —Fift fH 7K fff Bl 41 19 RCD, 7K
ifp T 775 Bt AR 538 175 P (lysosomal membrane perme-
abilization, LMP) 3§ 5 Ji5 B 35 21 240 it 5 v, vl B AR
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PV 200 e 1) AR ORI ik 45 b S W 0 I AR ) I
(ERAE LR SRV E L I A DN s RN )i IR 2N
R SR LR SR A A ST T

TEAAIK b i B M Al I AE T K AR TE
LMP ZJ5 , 3 3506 45 2H 2 1 i 53 R 10 2 1 /K e Tl
TE N IV BB N 25 R i 2 A e B b o B i L 5
e S G S 300G TR F- 3 (signal transducer and activa-
tor of transcription 3, STAT3) 7E M 3L /5 FLARIR {1 #2
i UE LDCD, H o E B T 4218 F1 i B (cathep-
sin B, CTSB) #l CTSL 235 , [l if 1~ 38 L Ay 1 41
il 77) 22 2 2 (B e 202 ) JIR -1 il A 5 Serpina3g
(2 IR (EAFTE R M2, LDCD A —E # &2 MOMP
HCASP, A —E BRI NP TIL SR X LW EL
LESRLIA  LMP 1 LDCD 5 B3 A Hfb RCD T2 7
)32 P S DDA O o

VBRGS0 I AE T2 RCD I — A FRET
H 4 AL RS B Bl 5 RS , 5 e s A B ) 3 3 1
RS o VS AR M 4 L S8 T 55 22 2L AR B 2%
A G A5 RAE SV E 9 (a0, Wi 5L 5 LR IR
1) R PRZRATHEAS o I A 2 D PN
A

10 wHhE

B8 75 (alkaliptosis ) J&— 7l i 20 0 P9 B AL 9K 5
FH AT pH 2 AL 1) 35 B RCD, H Song 2557 2018
ARAR R AT X N e s 200 28 0 T R Y
G £ A X SZ {4 (G—protein—coupled receptor, GPCR)
W/ TGS W SO B IR T JTC801 (Bl J¢
SEARIMHIF) | A B 2 —Fh B 2RO 24, fiE
ROAIE— LN B ME 90 i | B SR s 240 i
R, XA T S AR T IRAE | ek
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