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(75 % i

8 E:dF 2% 8 4 5 (unconventional protein secretion, UcPS) & 3§ 4% 2 T M T M — & R AR 2
ORBR TR, ELOIEAES R EE ABCHB RN T HE A8 0B e 5tk & R

X &

aN,

S5 ik B 0 K
R FHhEtk, %

R RERYP LN EAORTHATE S H S AR AKAL LA HRREG “FR" FE AL LERE 2R
TR R BN G R AR, EFRARTAI, UcPS ERmRARETER TR R RAKSE EmIHTHA
GRByA LR FREES T YRS SR RE RS M, UcPS ¢l % £ R L ARG L
A G EFEmMAX, X P AAGEE UPSHERE > FHH, ELRTELAERRIK-BELEFE T AAR

AU

KB 2 BTSN RRREE AR LA RTAT

SES: (¥ B)Q51;R37 SRR S A

A0 A 2 A K 5 ) B PORS T B R 2 N
A 20 A RS A Ok AR O A 3 TR L R B A A T R
WCFE A IS S OB, R 2 MM A Y AR RS S
IR A I oy FHeml o RS I R R, 43
TE Ml F A 5 5 K Csignal peptide) , %145 5 7 41
B AE 5 L3 UKL (signal recognition particle, SRP)
WA, 5 5 2 ik EEE L SEC61 5 v F 7 i 2 N i
(endoplasmic reticulum, ER) 5 . B J5 15 5 K 8¢ 1)
B A g TS 50 LA B 7E ER 1 10 £
M (ER exit sites, ERES) #7326 #E A COP Il %31,
iz 2 N N -1 /R B AR ] X %= (ER-Golgi inter-
mediate compartment, ERGIC) , 22 COP | 4%
% B R IR (Golgi apparatus) , i — A& )5 , il
o 9 0 i B IS R LA (R D

T AR SR BIF 5T S B, 98 43 AR 1 AT R AR 48 it ER -
Golgi i # , i 3 4 28 Mt 4 1 4 W Cunconventional
protein secretion, UcPS) 3R 2 B . X 2 8 il
i 2 A5 5 K, H A WL 32 A G 3R (& 1D
HEERKEZZ(L M ATPE A G&XEA

%5 B #A : 2025-09-30

(ATP-binding cassette, ABC) #% iz {& A 5 1) 41 HE
CILARD Bz g CIADS , phsh, e & 55
JOR 5 B 4 A Sl 1) A P AE N PR BT I L A T S
e R A B B 3K 0 I 2R AR M PR Sy i R R AR
SR WA CIVED S (F 1 B Moy W FEBERE |
TPy AL LB W S 2 R AR RN Tz AR A
b AR SE PR . B AR 2R R AR A W Y
SCAETF 34y 3 A T R E A ER-Golgi 5 N # 1&
M, DA 3 LR M R A AR e M B P A
FEDIAR S A AR RN L IR 2 S0 IR
PR A5 S5 R & B4 W IR A2 T RE AT RE A2 PR, R
28 M43 W T AR S AR AL R OO B 43 7, LA ZE 45 4
MRS

Wit Al 28 B3 DA AH DG 2R TS I T e, AR R
S A 2 B AT P 9 e B Mok R A B o 4 i i B
BXH 2R o AR SR G LR R 2 4y ik
(853 BLH I R AR I TR 5L A g e ol AR v
XUEAE ] s — 5 T, 15 3230 5 A 28 MR A2 43 I 40 i
PRl S SO0 53 F 5 ARG 5 e 8k G B A8 52 0 5 75—
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T, g DL DUD AT By 435 ™ i 3 ) Al 22 03 00 AR A% B
TSR T R R A

1 AR E A WK S 0
FHLH

1.1 BEEBEREHIZERZ(] B UPS)

T AR 22 Hh 53 W8 J2 48 i 2 {5 5 K R o 2
L I R T M AN Y R L 7 T L 3 W 4
i v 2 ek R A S R S I s 9 %) 2 K FLAE L it fL
SERN R R S HERC e T SN R R S P 2
D V3 & B T e = RV il o | R o S e )
(FGF2D!"™ [ HIV %% 5t & X #% & & 1 (HIV-
Tad)™ ™ A R -1L-13"" S HH
i Tau'"™" LI K45 T4 4 S100A8/A9 4

X FGF2 43 W ALl 9 B 98 e MR A o B 5,
FGF2 i1t 5 Na® /K -ATP i (ATP1IAD 454 1
A 55 2 0T B0 50 5 B ), E Tec WEBMIPE R T &
A Tl R Ak i H 3 T e O R R TR P T )
NE T WL -4, 5- W2 (PIC4, 5P & E M 454,
9K 3l FGF2 5% R AL I T ELAH AR X4+ )2, B A
SEOK VB BSEFLIE T S B AN HE . BRUR B9 FGF2
Bl A L 2 IR R £ R R B (HSPGO fifi
A GRS o W S A IR B AE A
W% R B SR FGF2 5 P14, 5) P, Ay 45 A M i

ik 77 4 HE L8 T B
F— AR E 2 IL-18. 55 FGF2 A A,
IL-1p T il o B 5 5F R IE sUAL I |, 25 05 8 K
1T # 4L & D(Gasdermin D, GSDMD)"™ ' &
INMA B G, Caspase—1 V) #] pro-1L-128 A Bl 2 i
mIL-18, 3 87 Y1 GSDMD ‘E i H N ¥ F Bt
(GSDMD-N)., GSDMD-N 5 PI(4,5)P.25 4 )5 %
B, AL R 10~20 nm (1 85 558 58 , A 5 mIL-
18 M. R4E GSDMD 7 Jit 5 I h £L 38 % 5 2odn
o AT, {H Kagan J C 5256 % & B0, 76 4 16 L B g
i rh , GSDMD-N LB /3 mIL-14 Bk i [ B
a0 B A RE PR FE AT X — B R H T
ESCRT & & ¥4 5 i A& & HL 1. ik % 8
GSDMD i 3 (19 43 s & — A~ F 8 HZ R #2 .
1.2 ABCHEEHENSHSER(LE UPS)

I YR 22 353 0 v 42 4Kt ABC e is (R A 3 R
IS 5 B HE . ABC B35 1R AE R 12 4778 T IR
5 B A TR R AR B ATP S G
LES LSRN E SR AR R Y7 P RN R €SP
P, 52 B RE B MK 1Y E B B o IR AR A OISR AR
A H AT RO Y 0 S e AL TR B Y 5
fic 5 5. £ a A F (mating hormone « —factor 1,
MFA D FFI A & 5 i 55 7K 2 B 26 1 3 (1 B,

HIV-Tat 25 2% 25 L HLHl
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MF AT 2 [H 25 85 1) il (A K Bk = N s 55 ik, 28 C 3
CAAX 7 5 e fb R W ik e B A I H f5
A 12 A AR A a o U o« 5
AL T AL 58 i ABC #5328 f& Ste6 B 3% 4 HE £ 0L
A, 58 120 M IR E S A Y i EL S, IR s
M Hsp70 (9 AE 2 43 i th 5 ABC #5328 7R H 3¢ 5 #4
PR 5 S5 Hsp70 mT A 52 % 41 M B ikt , ABC %% 12 14410 il
F % 270 24 Ji T 9 o) o
1.3 EREAEENSBEE (LA UcPS)

11 284 Sl 288 B 53 0 38 o0 K AT 35 1 e o 2 1 e %
PG 2 T FREVE 240 ML 2, A B 9 V0 i A R Rl o R
S AR . IR AR T S 2 A A 45 e S
W& /2 i 4K (multivesicular bodies, MVBs) | 43 i
R WA W 3 AR L ERGIC DL A T 42 iy
(microvesicles, MVs) &2 I AU 4 25 #iL 43 3k
B 52 2% PR AN AR B AE LU0 e ) 40 B A b 28 24 T
FE T HOR 4 A0 R 45 0 2% . 4 M T ARl AR RS
WEAF 5, R 05 )8 3 e E 4 Wl %, 2 iF H AR B
53/ G 7 E (IR & 3 G o e )% 4 S R B LU
5REE o F AR B 2 A0 TAE R, Bl 1) 24 4%
F3 A i 2 3 v 2
1.3.1 AB-EHKRZEN T BHNER/
Z AR (MVB) H R 8 A 1l 208 18, P9 A B PN g A=
B 7N i3 CGintraluminal vesicles, 1LVs) . i i &
FIAL A 3 AL A ILVs: ESCRT-0/ 1 /11 /11
AW Tz R R 1R ALIX-Syntenin 2 5
MRz R R AR DL K N B AR . X EE ILVs
AP ariz : OMVB 5 W0 s %5 B R Rl 5 5 L ILVs
PR AR ; OMVB 5 B Rl J5 1L Vs DUAMB R TE X
Sy E AN, H AT IR MVB fiyizs 2 £ 1 5 5 bl
il 1 A B A

e g8 b TR Ay B it vh o B BRORT BF 9 R
M, HAE Rab GTP i & N pH A 20 ffg 5 B A [ 2% 1
PN AT B AL g G b AUV W AAC R THOK i il DA S
TS5 R A AN e KR B A
R0l n, Bg B R 45 4 2 1 4 (fatty acid binding
protein 4, FABPA) Bt = {55 ik , 28 P9 R 34 A %5 il 1
Joi , foe 238 5k v A - T R A e I i R R
HHt ESCRT, w] 8& 73 5/ 5 19 A W (chaper-
one mediated autophagy, CMA) 5% 8t . Hsc70 8 5
FABP4 1) KFERQ 2 5, 5 i 1% 2 9 il 1 fiE
It LAMP2A & &Yk A -,

I A, B R S 5 S 5 A Y I BT 4R 1 A
a— 5 fil #% 3 11 Ca—synuclein) & M X E 1 Taw) ]
3 o B R AT S A OC B 43 W (misfolding—associated

protein secretion, MAPS) i £ SR HE iz MLl
BRI B B4 URM LB, 14 USP19 Xz R
)5 e s Fo g i iz | s i DNAJCS 4 & ik A B
N A/ R B 258 1 5 RS R 2 N

GRS — IR AR B T BR B VR R AW 4R
Fra AR s

1.3.2 %K ZAEMNFWH S WA [
(secretory autophagy) #8 i &2 [ W 14 1] 41 Jitd 41 43 1b
Yoo A A 2 AR AT AE 4 AR R U CAn LR L S E
AL I 380 A K At it PN d A 2 BEL I B A L A
LI S5 L i R 5 3 1 32 4 s, 1 R 9 D 1Y
B2 AS T3 1 V5 G AR 6% ik T A2 e B R 1) L
FENEY /I B AN R BT . H R T BB S R
Bl A, n] 5 MVB fil & A s M K Camphi-
some) , F i#F — 25 55 5T Bl G 58 AN HES . 0E B
W B Z2 Bl W R P A R T IR AR A OGS
(Atg) & M . SNARE & A DI K& Ras #1 £ & A
(Rab) %%,

DL WA 0 TL =13 3 0 Ry 191« 7 75 1l 4R 48 5
0T L 88 W 32 ik TRIM16 32 % 1L-18 JF 5 R-
SNARE & [1 Sec22b HAE B HFE4E % LC3- 11 B
() [ WA R . Bl S, Sec22b 5 B I ) SNARE &
F Syntaxin3/4.SNAP23 K& SNAP29 # 5.1 H , i
i BRSO -1 4r W B AN, A WER IR AT
5 MVBEt4 £ HMGB1 #1 Annexin A2 19 43 i i
e E LC3 M A MR B R
5 CD63HMEMVB #il &5 8 WGP A | 5 26 55 ot B il 15
Rt . Rabll 4§ H WA 5 MVB Rl & , Rab8A il
Rab27 P42 Wi R 5 S i 510
1.3.3 ERGIC/H 8 & a B BEilLL 5 i
ERGIC 24 4 BT 5 e JR A 22 ] 1 G i AR X 38
W 7 28 WL BR 1 0T 0 00 v 3 TR AL A €9 40 S AR R Y
R T HAE AR S M W M EE DI RE .
£ F ERGIC By L2 (1 TMED10 18 i 55 R AL B il 8K
F ik, 2 IL-1p 5 Z R0 0 (5 5 IR 1 25 R 4%
iZ it A ERGIC Ji |, e 2L B AN RE o 3 2% 3 i
Fr A TMED10 A 5 (19 4 28 #53 W CTMED10-chan-
nelled UcPS, THUW . ¥ X — i B, & 7 T
ERGIC /s GTP i Rab & 19 L & 4% 3¢ 5 4 2 1
FH :Rabl {2 i#f TMED10 58 58 1k J 43 s 5% 9y ) 15 ik
iz ;Rab2 T4 ERGIC T RE 4y X il i 5 Bk &
F KIF5b B A 75, % TMED10 L ERGIC £ 443
WX Ay BTG R T B BT AR 28 AR I I T RE X
S R 2 Ay W B W 4 Al N ERGIC %8 3 i /R
FER H T ARG A IEE SRR AT g 5 Atg8
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1& i CAtg8ylation) % PIAH &+ . ERGIC I BE %
filt % Atg8ylation ", I 7= A Atg8ylation &1 Y i 1L
DI HE [ WEARTE B, R ERGIC A 5 i 4R 22 8t
O3 6T U B A W T RE T 1) 23 A AR W ) IR A
5 N -V BEUR R Go AR RR IR 9 T fE .
1.3.4 #mEBAN T MR MVS A
3 A 0TS L i A TR B A L, AR 2
100~1 000 nm, A #5447 8 11 ot g BT M A% R 45 £ W)
WS, S 59 HE R, 5 MVB-MBE R 5
FHEG, MVs 1 A i Ry R B 42 . il an, PR 4 it
A TERCRD A 3 MV's it 7% I I R OR s TL-158, B
ot A A e pE T

H A R 58 32 11 T LR MV JE g s Y . L
— R GG B AE Cat A E S AR T Al
B A B, W R Tk 22 SR A BE J5RSE 1) A1 B R B
J& 2 MLCK ¥ 1% AL 2l 2 (1 - WLBR 25 U4,
2 3 BN I L T R R % AR AT Arf6 B
RhoA-ROCK {5 5 # B¢ 1% ", = ARMM
(ARRDC1-mediated microvesicles) #& & . i 13
ARRDCI ¥ TSG101 48 &5 2 51 i I, i 11 8 35
ESCRT-l & &Y, i i3 B 10 4b N B, fe 4 Vpsd
I MW 2, 56 R T
1.4 SREGSESDiRZ(VE UPS)

e PN 5 190 7 38 ML AR 7 Aok 45 T B R 3 A E T
S R ERE N R R B i A S e B U A
ER-Golgi # 4%, Bt ER ¥z 2 FR I, %54 72 41
Hh IV AL g ot LR IV A UcPS K Y42
15 9% Pk 21 4 fb 5 4% S 8 35 X7 Ceystic fibrosis
transmembrane conductance regulator, CFTR)"*
Y B 7 32 45 [ Pendrin 1, = 3% B B 55 48
& CFTR- AF508 il Pendrin-H723R 5 k& /& 4 i%
Pr& IF B T ER, 78 N 5 M N OE0E IRE1a-XBP1
55 RS, P O PR O AR kPR M AN HECT
(1D GRASP55 i i 12« 7E i BIRE T , GRASPS5
DL RARTE S T AR A P9 T I 8 O
B2 Ak 5 , GRASP55 3@ of PDZ1 45 #9382 5% CFTR
(1 PDZ B T7 , ¥ FoAL % 3 4E COP 1T A 4 42 36
(2)HSP70-DNAJC14 if [ : % 2 & W v # 55 K 47
Z 1Y Pendrin 34541527 F HMGB1, -4 H AL [
PRI BT, X R Y T AR 4 Rab8 5
Rab11 4/ GTP i Ur Bhiz fr'™" , JF 76 SNARE & &
WA N S RS, B 2Ok H AR
MEMMEE, S 58 FRE%R . TMED ZEEH
FFES 5 IV AR 4 805 Wik 42 : TMED3 71 37 15Ul
T B8 T P 5 RS AR 1, B S B TMEED2/3/9/10 8

SR H s R

L LR AR 20 SR 1 500 WA AR ST R A
5 I e 32 5 X B B 4B A oy R A R (IR D s [ A
i o EL RS T is S BLER AR 5 1T RUAR S ABC
iz PR S M 5 Y S B A4S B ERGIC
LA | I A B A TR il AR A5 IV 20 4 S8
T PR AR L 5 0 5 IV 280 DU ol 988 2 JE B 1 A IR
AN SR R R B T R N R B s i A R
4 AR 2 M W IR AR AR 73 T HLE L 2% BURRAE  (H 75 2
i S e B 5 T AR AR I AT B R A i A i R R
BHWBEMIME S LB EZ WAL

2 AR ML oy W AR AR R A TR
Y rp (i XUE 1 €5

TE RSN AR & M3 P A0 W R G
W, o S AR R B EEMIBRZ —. WA
WF 5 1 2R A, H A Jak e oo i v (1 B EE AR H 25 B
By s — D 1T, Al 28 B4y 06 T I 2R 4R 2R 0T 1 A
PU I 3 T A S e R, H T A A
PRI 55 0 BR B8 T 5 o5 — O T, e R AL T Bl R X
AR, DAk s WEOR R HE A B A S5
Ub, TR AR 2 AE 22 3 T8 8 5 7 s T A SRR e 1)
R ASAUA B T 48 75 i 3 -5 B AR AR 4 F P
0 Ay T FR A T Y S W B T e L B RS S
2.1 FEHRSBNESHMBLEER

795 TR R e b R o A 3 4 i 2 RO Al 4
Oy UG LR AR o AU AZ M (PRRs) IR
S FAR A 64> TR (PAMPS) &, T #5538 3%
BTSRRI A R S e K Rk
E A IR A B, R M /AR 1) S HE— 25 3R B
IL-1p3 %5 4 28 30 73 W 5 0 D7 B ™ 5 b Ak
HMGB1 28 4F 28 8 3% 72 R0, A8 R 35405 40 56 4 1
B (DAMP) 5 3 B S A0 28 7= 1) 22 /R (RAGE) %%
A SRR R IR 50 R gy
W IR T BT B AR e B AN M, 5 2 5R BAY RRE
IV NIEE SOk INE S

B TV M RE A RSN AN B R Gt S
P9 D A G 928 7 28 o T AR Ay A AT v v AR
SERE R ALE R R RS IR 5 e R gk
B 9 i V% VIAH OC o Bl 2k B B 1 AR i
£ 2 B bR O 2 JURL S0 SR A | O 5 1 44 fil 65 52
T PN 25 ) 00 A O 9% R T P 3R
FEISGO 77 Wy 1R 50 55 41 1 8% Toll FE3Z /R (TLR) IR
SR I A TR A R i B I O A — U R A AR
B BRI AR GRS 5P I T, Y Bl 8
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R PR G RE < A AN M R A g K B 2 S
fitg 44, Jf % 2k 2= MHC Il 2645+, AT 0% CD4+ T
AR BN, 7EA SR AR, F W R AR EE HIV-1
W BE I Gag 8 M 23 T MHC 1 40+, A 205
T FE S PE CDAT T AU 27, Be b, 40 B sk e iR
S G 35 A E N 6 A S5 0 A S G A b 3k S
T RE 5 485 71 B B IR B ) B IR e T B RNA L TE
21t [ 1% 386 15 B, B [) I8 458 2fe Kk B ol g A 8
SR

i DTRG0 R G E T R CE R S
20 B PR L 2 R A A 5 A D TR R DA
T ARAE K 5 G g8 T A 2 A G e R T R I
G5 R O A 2 o A A X 4% AE B R g G i P
HAZOMAE,

2.2 FEHESIBNSHRBREER

2.2.1 A& VFZJUAE 5 K0 M5 & (o] ad e
25 B4y WA IR AR BRI, T AR R B IR A R D IR &
O R B EET e 32 0 B B 3 5 N A 0
FBEGMSBURMEZE THGE D,

T, 3R UcPS i 1247 W [ B 8 1 LA
SRIRYLAE S AN, HIV 5 5% 5 5 B0 N7 Tat
Al 18 UcPS 342 B, Hoad PR P14, 5) P,
A5 0 R SR R AL S HSPG & 5™ g4k Tat

(eTat) BE b I CD4" T 40 g % m HIV-1 3 2 {k
CXCR4 Fll CCR5 1y ik, £ b5 B J& YL 7077 5 [A] st
fih 2% Ik £ 440 B L B AZ AN B R I A B A TL-10 55
Ll S R SN A R L I T 2 R ¢
SARS-CoV-2 &4t i 7 3CL & 1 i [A] ke 28 1
A UcPS & 12 43 Wb 2 i 4 , 38 2o U] %) IFN-21 H 55
STATLAF 5 Lk ikt 50 98 S 5 [ 15 £ %) GSDMD
it LG 06 LA X T 4 AR T, DA T S U #E Y 0 e
FANAETE IR 2> 0 BRAN, 28 PR R AR R
SARS-CoV-2 1 S & 1 Al # TMED3 iR 5, JF &t
TMED2/3/9/10 82 & A, G aok v /K B4R | 4 40
] SR CPL 2) 5 LB TMED & A 1A Bl 5% nl e 5% 25 7
i T2 90% %, SARS-CoV-2 [ ORF8 &
PR g 20 A A I UePS i 4243 W, JE 20 it
RS WY ORF8 N K AE Wi AL, AT 5 IL-17RA %5
B WO NF—B {5 53 3 51 fin i 4 A R )2 (&
2), i b ORF8 1] & 25 55 sh ) s s 427 B I
WA HIV B 3 8 p 170 gl 12 0 2
M VP22 & [ OB R R O R E A
VP40 AN T 4 (A s s 28 1 A (HTLV-1)
f9 Tax ™5 T a5 25 1 NS1 8 [ 451575ty Pl jiF 5z
A3 g AR 2 0 Wk R R, 2 5 W R BUR

*1 BEEZRASBEEERENRERR

s T EHBRAR BB R B 2% 30k

Tat AL {3k HIV R 2 A ST 5 e [13-14]

i pl7 1 7 WM EE TR, TS5 T HIV-1 X R 25T [80-81]

ORF8 A i 3 2 i R XU [7,31]

SARS-CoV-2 3CL TR AR R SRR 5 B o i A AE T [79]
S IV B S WL f 928 F i [61]

Herpes virus VP22 FAH I i 5 055 55 14 [82-83]
Ebola virus VP40 KA ARG R R s AN i [84]

HTLV-1 Tax MR R RS 5R B S e [85-86]

Norovirus NS1 TR E TP -AEN=-) A T 500 55 005 S [87-88]

YR, 0 75 B 5 50 98 1 3 R R gt DU AR O R
L0 53 Wh o — 5 T, 9 B BEL BT 1 B Bl % i - JE N
+ 4 9% 7 (Seneca Valley Virus, SVV) ) 3C & M i
Al ) E A bz R OPTN, HI 55 H ) 68 5 7F K w5
(Rabies Virus) i M 25 [ W BH 1E [ W3 14 55 95 il 44 il
A IR BERG 5  28 7 53— 5 T 9 2 R
PR 2R e by 3 2 5 RO B g5 RO B E ok v
il VA HE 99 2 UKL, 1% 0 B 52 ArI8b IR 45, I T Bt
Rab7 GTPase 3& 4+ 1 400 il 7 B W' ; SARS-

CoV-2 1 ORF 3a i i ¥ YK ¥ Bl 14 2 £k 30 1 % £
fis Bh & B 5% H Serl71 5 Trpl93 % % BORC-
ARLSb & & 14 , 3 [7] SNARE #L i 9K 5 v il 44 1]
JR 32 i, A 1 A B (R 2) o 9 A T B
Tl B 0 R G5 - HIV 19 Gag 8 (1 3% 1 5790 8 10
VP40 i i #E4 ESCRT 45 & v 1, #1 3£ ESCRT
F1IE Bk 8 90 47 Ay s 5 R R A s HS V-1 Rk e
(18 /1> 5 JE J5 240 Jf 7 TR 5 A B 5 4K UL 1) 1
Py,
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B S5, I B A A HE A A 3 A0 A Y Al 28 i 4y i 3
B MR R AE F2 V5 EARE R . SARS-CoV-2,
SARS-CoV K MERS-CoV % 5 i J& e v , & 4
TRk LmmHEFRE, SFREHETE
vyl S R e RE B R 1 E R) O T

SARS -CoV-2 ——— B —
AR N

HHEH o

..-.,_.’ '-..”‘" IFN-JAK-STAT -1 G
% 57 0 \ N
/ FN-71 % %,

% .":. WENF - 1B il 4%

Y — o
“Fies gy ORF33CL™  ORFS {{
| j |

TMED10 4 5 19 4E 8 #5304, £t 3k TL-18 B ik (&
2, Tl i 3 48 R ) A S R A AT IO R
AR R 4K ) Caspase—1 [A] B 4] %] GSDMD &
IL-18 A & , GSDMD-N ¥ 5 fL #F 1fii 7 F mIL-18
25 B R

7

Envelope Spike \

#y
o,
e,
nnnnn
-----
0
-----

2 SARS-CoV-2 B IFZHANMERNSHNRELE T ERENH

2.2.2 mE (R SRR RWITEZE T AT
PEA 22 SR, T 3k 3 s 0o e A T 3RS A8
P/ IVA R BSOS i 20 N AR s TR T R AR R 22
oI ARG, O A B EAT S RE A M A (B 3D .

T, 2 i I BE 96 3 Sl ] A S B0 9 ik 1
FoWE, LOYE 3 I N AR A . DLV 1T IR (Salmo-
nella) ME5 ¥ 3 BT (Mycobacterium tuberculosis)
Sy AR I P9 T e 1) A S RN R T A AR
S5 F S ) I - v 1 IR 0 WA B9 SopF #E H AT
&4 B AR R A V-ATP R, B W [ w0
BT 5 0 e A R o A S S A A
FF 7 £ 0 I 5% 9 i SapM U i 2o K i PSP, L
ik W A T TR R 0 LIS R R A L R
A S A T S B T2 A R N B PR L T
REfie 2E 20 TR Y RS T L.

LU, H o 40 RE S T R B & S o) 3
i, B OAE A B . B AN, 4 B0 A BR O

(Staphylococcus aureus) F 7 K& B K& (Shigella

Slexneri) 38 32 HoAp [ AH 5C 43 84 X Bl 8 2= 0 R M
AN PR TL-18, TL-18 4 W 24 J2 Gasdermin D
(GSDMD) ] 11 - GSDMD 7E 20 M i E AL ,
I 3 aX 2 R ORE T P BRI, 51 & 9 B R RE R
NN R B BT A S A A B R
A3 B U A e R R IR S, ST A A T A0
PG RS

IS, 200 TR JER e T B 1 S A0 L DY TR A B AR
WA TP AR 2 . 40 7 F AL & W
5 | R 40 i FE 3 o AR A, S B B AN S T
TS B T Bh A IO R O AR
T R 5 Ay 0 A R R A O
T 52 M A 28 4L s 2o R v RSS9 55 5SS 14 il 5 0805
[ BN 200 PR J o 5 2 0 PN 0 I )3 38 5 4R A I IR 4 R
N, AT BB 2R Go M el AR R 28 LS AR AR I T P
2.2.3 FA R FAEAMANNEESTHE FAMEN
E[ 23 8 /S I I =i B S E =37 = S RE TN
HE L ORGSR (R 2,
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The Mechanisms and Functions of Unconventional
Protein Secretion in Pathogen Infection

ZHU Yuhe, LIU Lei
(School of Basic Medicine Sciences, Xi’an Jiaotong University, Xi’an 710061, China)

Abstract: Unconventional protein secretion (UcPS) refers to the release of proteins that occurs independently
of the classical endoplasmic reticulum-Golgi secretory pathway. This process primarily involves direct translo-
cate across the plasma membrane, export mediated by ABC transporters, vesicle-mediated secretion and the
Golgi-bypass pathway. Proteins secreted via UcPS can engage in signal transduction, immune regulation and
“moonlighting” activities that differ from their functions within the cell. These proteins participate in various
pathological processes, including inflammatory responses, neurodegenerative diseases and tumors. Recent stud-
ies have demonstrated that UcPS plays an important role in pathogen infections, with both pathogens and host
cells utilizing this pathway to secrete effector molecules or immune factors, thereby affecting infection establish-
ment, immune evasion and host defense. The regulation of UcPS is closely linked to the onset and progression
of various infectious diseases. This article systematically reviews the types and molecular mechanisms of

UcPS, emphasizing its functions and mechanisms in pathogen-host interactions.

Key words: unconventional protein secretion; pathogen infection; pathogen-host interaction; immune regula-

tion
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