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Abstract: Necroptosis is one of the regulated cell death mediated by receptor-interacting protein (kinase)
(RIP/RIPK). It can be divided into the classical pathway that depends on RIPK1 and the non-classical
pathway which is independent of RIPK1. RIPK3 and mixed lineage kinase domain-like (MLKL) are
activated orderly through the above two ways, and finally induce necroptosis. With in-depth research, there
are many forms of cell death have been discovered in the process of pathogenic microorganism infection.
Pathogenic microorganisms cause various forms of cell death in the process of infection and the outcome of
infection is highly dependent on the fate of cells. On the one hand, bacterial virulence factors cause lead to
necroptosis of host cells; on the other hand, necroptosis is also an important way of host immune defense. It
is of great significance to explore the interaction between bacteria and host for revealing the occurrence and

development of infectious diseases.
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A FET (regulated cell death, RCD) , Hio & A 7F
AEFRZAT T ) RCD 8% B O #2075 M 40 L B2 7
(programmed cell death, PCD), ACD 2 — Ffl#
Ui ) B AR BT LA R 2R 5 R A i B e 22 LT
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MR 5> Z 5 AT RS S BRSO . A0
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(Nomenclature Committee on Cell Death,NCCD)
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5 g & % {& ( TNF-related apoptosis-inducing
ligand receptor, TRAILR) 1 Fas 453 7 5] i £ 4
AR IRTEME PR T
1.2 Afk# RIPKI BIIEZ R

AR MR AR R R AE A RIPKT A9 HA [H R
FIBCT SR M SRFEE R T, B RIPKL b HAth 5 A
RHIM #737, A45 THL R TIR 4544 384t 4 8
(TIR domain-containing adaptor-inducing IFN-8,
TRIF) #l DNA AR i ¥4 T 38 R 9 45 B 30 5
( DNA-dependent activator of IFN-regulatory
factors, DAD . A/ Tt i i@ i H45 #4505 RIPKS A
ARG U T Wi, de 25 2040 M ke Az SR AL

RIPK1-dependent

TNF FasL TRAIL

Death receptor

Endosome

B 1 &% RIPKI AR RIPKI B3RIE IR TR EZ

Fig. 1 RIPKI-dependent and independent necroptosis pathway
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AR T HARKFEHEY . Mtb BYeBnT5 i A
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Jooe, Stutz 9 K& B 45 S IUARAT A AT 38
ifmEER MLKL 928 P 5l (i RIPK #1571, A fE
XL ) N B/ B W A B AE T 7= AR 5 i) 5 22 A
N B VR 6 B i R s ot 20 I s . A NS T g
I PR e RGN —fg R TR AN ER
YL Ja R e A ey . R ] Mitb B i R IR
FCHER TG 515 T 4 B W, X 7 32100 5 A R T
INFCHE P T ARG A% v T | 2 A B 445
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AIREZVER AR  TE R PEDRe LN AR ik ol &
KB IMZ B . MR BTE LB B b Rz 4 A

ka1 et R e o 1 2 B 3 AP R AR A
I, AR e R FEV T T 5 R I A& i
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