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TSR IRFE > AT LAHERRT , B2 P PR RN Ry —Fh
2 VAR 1) 40 L TR B8 28 B AN 95 K caspase, T HL AT LAAS 6
ATP, Han 22 MR T caspase R TEA IR T-21 , AR5 T
ZARAH B AE FH A %G 1 (receptor-interacting prolein kinase
1, RIPK1) 152 44 A 5 1F F 48 iR 3 (receptor-interacting
protein kinase 3, RIPK3) (Y2 [T L IRFE 2 & & R G rh i) &
RS T iR A . X AR T A AR TR AR T e
FHEANH, 4 caspase MOV 20 M U8 T4 30 | 5N AR AE R, 3R
FEMER TV AR TS, X B IRE R TR IR E T e 2 — b
FHB R st T, AN RIS B R T Ik
IRFEAN NS B A B S AR 5] 0 40 B A AR o 200 48 e e
BREEE AL AR B RN AN A A SR CSE > Ah B
IFE R 40 M3 T DAL 3™ 2 FLURDRS 4 P o I R 2 2
PARZ K Wi =

() BFHEIRIERI bR

T PP PSR FE OB A5 4 F2 22 RIPK T RIPK3 IR 1L
TR A Z I R A AL 25 4 35 (mixed lineage kinase domain-
like, P-MLKL). ###fif , ¥l RIPK3 . MLKL #1 P-MLKL /Y 3%
ik K M3 3K 7K P78 necrostatin-1(Nec-1) T HUR f 2L 4H &
A A IR P PR R BE I ot o

(D) FRFHEIRSE 17 A R

WFFE AL, SET AR TR (ol BEAZ A RN RNA 5
DNA &R0 B n] LA R R PP IR AE i R A Bl
FEFPESRSEESE RN, AT T — S i A N R 191
Ui, FEARSIE ] TNF-oFI3R C I 5 D469del -COMP -+ Tl
AN E ORI FEEF HIRIEM &L A Coustry 551

<183

W] D469del-COMP )38 23175 K AR 2 1 A B B
AL HFT DNA 453475 , DA T 02 46l 81 240 s s A 1 R 3R 3E
BRI, P I RAR T DL S AR T 82 R 5 | ke AR AR AR
PR IR IR 5244 1 (tumor necrosis factor receptor 1, TN-
FRD AR FPESRFERIE 0 Zhang 557 A TER ™
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H AR S AT T A5 5 Z A U SR AT
TSR T AR ISR LRI IAT & - RIPK-1 RIZ KA 1
AT S F (apoptosis inducing factor, ATF) 5 ifF5¢ & £
RIPK1 A9 H sh B B2 1k 2 i 15 PE 4 (reactive oxygen species,
ROS) 5 %A Id0 i SR 1) > JDE 2 R Sk A EL AR 5 1 i
RIPK 1 Y6 T P SCRT LAY S TNFR 18 R W 00 08 T AR 7
PERFE . ESR RIPK LS M 7] LA A2 RIPK3 il caspase-
8 (R AT 43 ) % S R PP PSR SE R T2, (H RIPK 1 AL 7] LA
VEIE 5 320, LIS 3t 1 T2 2CRH LE RIPK3 il caspase-8
T L X IR S RIPKI AR T 5 41 U0 AR o6
RIPK3 J& RIPK 1 7ERE P YRS A v 6 R Ui i B
RIPK1 I RIPK3 2148 ) — M SR SEIR 9 2 5 . RAEAA S
KA SE RN IR 1k i — 00 5 SR ST 1 19 RIPK3 9 T lif——
MLKL"™" . 2 )5 # R ZE ] 6] RIPK3 19 1 3y 8 12 1k 2% 5 5
MLKL % A B IR AL, B o MLKL 23 D20 55 5 A% 0 e
FEJF 2l RIPK3 (AR AL I 18 55 MLKL 75 55 18 57 8 1 5
a2, 3 T RE 2 i TLIE L K bl
JE RS A EA T AHRRAS AL, A0 PN B R R TR
NG R VF 20 BRHLE] , 40 S5 R AL I, 31X R ot ke ]
REZ It —PHESRE TP PEIRAE , S8 5 3 U R ER . Do fie
R ROS BOA A SR ROE FEF R FE T b5 19, b,



<184

TNFa

l???? ?
*&&&&

TNFR1

=
B

~ DIT
s DTN
™

B2

FEFFPESRFEIE AT LA iy 5T H1 1Y ATF 5 DNA WU W 2L i bR a5 4
YH2AX 256 Bt 51 & , YD CypA $ R 52T A yH2AX/
ATF &A1 Ja sh e (i 4 \DNA 553 7, e S 80m
07

BEAN, BEERF IR BOR R 25T 4R T K
H AR P IR TR AR 1B ULA . 140, Cheng 5421 I
P19 RIPK 1 3 128 5 7 85 11 7 (bone morphogenetic protein 7,
BMP7) (—4~#7 & BLA RIPK1 A F W0 ) A 408 g0 iR 72
FEPERIER ECM B3R k2 5 OA W R R o WEH T 6%
A MLKL AR B0F , RIPK 1 7] R 1o S 400 41 i f e pE 2R
AR ECM AR IR ES . X UL BMPT7 75 RIPK1 /i 3 B 4K
H AL L R O B OCEEMEH . 508 MLKL
KA RPN FE R VE 22 HAL AU RS TR AH B, 3 26 % IR 1]
TR 0 RIPK AR MR PP PR BB 19 5 A AN ) Ay 3
Jra, 5 RS — S A BT S RIPK3 (43 i 5%
KA DA R RPN A N 25 i & MLKLBSR AL,
I, RIPK3 (3 B 223A 76 OA & BIL I v ik /8 F ol R 5
IR SRSCAR A T AR, 22 RIPK3 L I8 vl fitg i i 3R S5 i
MLKL i 57 S BE AR OA Jp5 BE 2, oAb, A WF 5T i
X ek 2R 3K RIPK3 HiFJ& A9 K BRUARCH 20 M #E 4T RNA T 5 &
WG RBI MG PIEIRTEAHC, JFIEL A RKBIN T T
RIPK3 765 4 FR A2 i O A MRS A8 AU VE T

= RIS OA C R

OA S —FP LIS P S AE FIARA T M AR fb s i AN S i &2

FPR , AR RIS 25 A o AR, otk 2

FEAR IR P PR IRIE S R AR MRS A RN 20 M S A
Koo PIUL, 32 FORTRATRS B 0 B A5 R P RS AE X = Ay 1
HIFER -

(—) B MRS S

KB BRSPS EXREENEM, B

HRF2024 423 HEE 1585521 Orthopaedics, March 2024, Vol. 15, No. 2

7229992
&&&&&%&

M9 @o’@

z £ " wammer
e |
P p |
|
|
|
|
|
wrar
-
& E 8 |
p P P |

AR P VESRFENLEN ] (R - 5 L)

A DAY S S A2 i Bt b OGRS, WS B LA e
A AR R EMESE o (A1 B , 7 OA i AR K
B BCE I T R R R I RHIE . BT LS B0 A
HOCTIG B2 B ke . il , B P PR RS R BB iR
MG R 22— flan, — T & A OA B FEAS
AULEE B A SR SE AL 25, JF HLAE OA i AFISESR 1 OA
R U F) 490R TP RIPK 2R 24 .35 B, OG5 9 RIPKT A9
b FIA T DL A SRR Al R T R SE IR ECM AR5
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RIPK3 fEHC RS T AOPE T o A AT TIA S B 40 i 9 RTPK3
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