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Abstract The cell membrane is an important barrier for maintaining the homeostasis of the intracellular
environment. The integrity of cell membrane can be affected by pathogens, chemicals, radiation, inflammatory
responses, and mechanical stress. The self-healing of the cell membrane after injury determines whether cells can
restore their functions for survival, and also determines whether the corresponding organism can maintain its nor-

mal structure and activity. Previous studies in the field have found that different membrane repair mechanisms are
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involved in restoring the structural and functional integrity of the cell membrane, depending on the type and size

of “injury”. This review will firstly summarize the previous research findings on the mechanisms of cell membrane

repair, and then focus on the recent in vivo studies in membrane repair by using the adult C. elegans epidermal cell.
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Fig.1 The cell fate after wounding and overview of membrane repair mechanisms
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2 A7 200 B BT A, K SR A R MR o B o P
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BURER A, s sl REAIMHAL, 25
MRRIE R . fEM b, 46 & P & A re
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LGMD2B), M i 52 451 i) AL B i IR TE v Re =
T AR PE B IR,
3.2 SNARERGERREHRRME
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T2, 095 B P FE 00 2 ) J 55 4t B e 2 Ta) () i
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SNAREs® 4 #(trans-SNAREs complexes), Ff i i
IG5 RS A /N L I B SRR 4 A AR ke, SEIiiE
/NI S XA Al G521, SNARESE A 14 72
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AT 345455 X IRESCRT-IIFRC 40 i 1 2, # o
T ESCRT-IIPAJE th 2 1) 77 XS /I E R IS
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I 5 5 T P 2 11 R B T T 5 ] 7 Y T v o e A
B3 I g e R R RS T A A — T A R I
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AR AR AR A B AR IR AN =
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BT R B, AT R I S 45 A 3 (TM) I = 2
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Z 5 [FR = FAER, LA — AR X, AR E
FR I Ik AR SR F . BB A, TR A B — A
TR5F 1I“GCC motif” BA K i FE AR <F 1 2 e 2 IR Tk 2,
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(A Y5 — ZR A e U — R AR B R AU E ARV Y, (RIS 4
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crodomain, TEM)*", 7EXEFEARTE R AHHLIEFS 1225
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TR, o Y o 5 B T 6 7R (R AT AR A
HIHIF 98 25 SRR BH, TSP-15 A AE Bl 28 HU3R 2 Hh 36
ik, M H RS X EFRLL oG, AL L. B
5 TR it 3 B0 0 55 22 Fob 40 B A7 £ 77 A= L g
JS2, FEAEAS 1D AL A B R SR . TSP-15114% F AL i)
432 FIRAB-5. VPS-32.1FIVPS-4) i % . [A B,
TSP-1SHI R LR — PHEEENREEEA
SYX-2'5 5 T4 SR AT AL, TS B4 i s 2 52
PRI o IR 25 F B se BT, FEAR A SR IR 45 b R
I, AR Sz RO, 25, BT AR
AN 5] EL 45473 5, Tspand 2 Vg H /e 475 il 2%
A& R FF I — D BT UMK 24 % 5 K38 TEM), LA
R M B AR 285 A PR ) 4 1 )k — 2B 4k, DA
SEIRBEASAT A BUE R, TR IE 20 i A= A7,

4 LHREAMNTERRIZEMR
4.1 ZLHLEREMAEE T

JUE AL IR AEDHTUME SRR . BE) £
SREE VR i K /N B A AR o x4 i HAS A2 PR AR AL
il L2 A AR 2 FE At R R BT, (B H Al sk 2> 44
WS PR mil R se e i R T4 A2
S 7 2 AR R AR EZ LS (1)
PRI/, AR B, A i YT (2) MEMER) 14 B 22
Ty JAARBCRR, (T2 S (3) A& BAE T3
R, (4) B4R AT oK, 8T AT IE A BUR A
WAL AR AET . JhAh, BAEER HRIK R 4l i hyp7
& HH 13938 B AN A2 7% A DR mh R 45 1l R ), A
i _ERR —ANE R R, RS bR
25 R S ST i AS [, B i 45 £ A R R
AL, 035 58 R S % AR G s K A 1 DA
AN IEERS BN SRR AR B, BRI, 2R
hyp7 AT LA i A AT E 4473 i 2 AT R i R A2 R

R AP AR,
42 LHRREMBERRGIEENR

8 K B 22 PRI 5 R ) 28 P K [ 38 A% 2 A
AUEHE, PRI & PR SR BAURR HOR, 1R
AR A AR 5 5 S UL DU A
ST AR TR 2 ARV,
421 Ca"3H5EKRERBEMSL Peizhte &l
S A P G ArT SRR A5 %5 9 3 B U SN oK e g R
We ? B 503 A H —FhCa** sensor “GCaMP3”KiE i
2k 3R N Ca® [PAEFES . TEXT 28 sk B2 i e it A7
o B OB IR G B FT R IR, B0 2 51 20
J R Ca R FE I Pus B . RNAGH 245 50, 4
FJEE I Y Ca? J8 18 35 [K] g71-2(TRPMIE IE ) i PN J5 P94 fis
HIITR-1(IP3 52 #4) 35 {2 25 #1 il 52 195 5 Ca> I R 1A,
W2 I AR DA S A0 R N i AR 1R Ca 3 B T 414
Ja gl Ca* & B 1T B DR R S R,
Gaq EGL-30 K% AN T PLC-B EGL-8/2 % [ Ca>* 5 5
SRR, AR E I ITR-1K & 3EAE H 1B,
422 REWRBRGIFFHORREERLE  fE
AR, 2k th 20 o T8 21 By Ik 2 335 11 5 A4
KB 5. e [5 4E P8 KM B & (Drechmeria co-
niospora)fE W P AL R AR L A R ZE LR T
F, FEES AR I T 22 S R R R b, A
T 0 2 57 241 P s B 434577 b 28 L B AR L T i T
()4 1 2 1 S 14 15 5 K & 0B K (antimicrobial pep-
tides, AMPs) )7 2E, 4,45 4K #ip38 MAPKIHE # ) 25
P2 KRR 45T TGF-Bil % B caenacin™®® . [A] K, &T
B0 5 B e B3 R 1405 (Rt T DA 46 1t
AN IR S I L, 5 A T p38 MAPKIE %
BT B KR IE . AH T8 AR BRI 2R, 7Ep38 MAPK
RAGAA R, B4 322 B AT LA Rt PR AIR 2t A7 200,
FEZR U, 1545 322 B 2 b A G2 S N A B SO, AH
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