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Abstract: Candida normally colonizes mucosal surfaces without causing any problems.
Sometimes, it causes mucosal infections such as oropharyngeal candidiasis and vulvovaginal
candidiasis in individuals with compromised immunity or microecological imbalance. For the
treatment of the infections, antifungal agents are indispensable, and the host’s immunity,
especially mucosal epithelial cells as the first line of defense against Candida infection, plays
an important role. In this paper, we summarize the research on the Candida-epithelial

interactions.
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BEE MR . A EFEAEA AIDS S5P it A
B )T RRBE I H 2518 2, DL i AE SO 40
FHIE LA A A R A ARSI 1 B, G dd
¥k (Candida albicans) . Y615 &3k B (Candida
glabrata) . V-1 EIKE (Candida parapsilosis) |
P S ER W (Candida tropicalis) . 783 & Bk A
(Candida krused) M B &IR W (Candida auris)351E
P BB R e AR BT, Ho, AN
PHE & 2R 7% (vulvovaginal candidiasis, VVC) ., 1
N 5 2K 19 (oropharyngeal candidiasis, OPC)%
R IR H L, ™ EE I R TR AT 9 M A e
JrE B i LI, 5 | K I R Sl T e e
S R AE TP

MRS | 2o M S IR 1 TR 2R 28 A 2 ) AR
T L 1) AT /A 4 R S 24 L R 1) 45 ) 2 T R
I 2R W, (BUEL YR TR sa
BILAR G 7 AV FH e LA 58 4 il ik e, BRI,
MR G ) S b b 3 2 02 ER . 7%
FRR G I, A Sy [ AT B 2 B A AR 0 Y e

B 0 N R AT A R R R A 2 — B B A
FEST, AR B R b B R (¥ U O
Wk T b A=Wy A EAE R, — 7T,
GIREOE R . AR AR S AR
T L RanM, 5—J5mm, bR M R A 4E
SERENE L B RAEA IR L A A RS B AL
LAy I A R A 122

1 &I AT R 4 e e 1E A

ERE T FE M . A REBSUEBUEY
FRE A ot AR b R A, X SR AR R A
51 % B R i LU R (£ 1),
1.1 FMIFNEE

5 i (adhesion) f& & K 1] &2 #H (colonization)
FRIEA L5 R A LRGP iR IR, dR
Fom A e e — 2. Ik, BIE SR
ZR0T B AR DR ATL T X T 57 % 47 11 268 RO A B s LA
FEE Y,
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Table 1 The effects of Candida on epithelial cells
Effects Candida species Structural or molecular basis Types of epithelial cells affected
Adhesion Candida albicans Als Oral, vaginal epithelial cells
Vacuole/Zcf8 Oral, intestinal epithelial cells
Candida glabrata Epal Human laryngeal carcinoma cell line HEp2
Candida auris EVs Human cervical cancer cell line HeLa
Invasion Candida albicans Als, Ssal Oral epithelial cells
Candidalysin Oral, vaginal epithelial cells
SAPs, PL, Lip Oral epithelial cells, others
Biofilm formation Candida albicans Mrv8 Oral epithelial cells

Not identified

Quorum sensing Candida albicans

Farnesol, tyrosol

Vaginal, respiratory, intestinal cells

Oral, intestinal epithelial cells

IR T T A A TR A 2 R SR T A R
(adhesins) 5 75 & b H AL EAH N 132 K254
SRS e R, AR
M) ALAI . ALSI F1 HWPI1 R[N ik =¥y B A Zh
B ohREN, KIS, #ESE EFEF S (agglutinin-like
sequence, Als)ZE [ 5% i i A I 58 B 22 Y 1
SERERIME, Hd, A3 #iUChEATZH
BN 1, X b Rz A i 55 2 AR D AR B AR P A
149 458 R R 8 A R BRE RO AR R A AR A
5B R ampE ek s b R it RE 3R, s
TR RE . 10 e, 4RI ISR B PSR A
ALS3 FERNFRIKE B, i, Als3 #Ah 2
T . BIE AR B 1 — A 1,

Epithelial adhesion 1 (Epal)J& Gy Bk
2 P BE R T — PP R B 2R, RSN SE IR S, H
il R 5 A 23 3 O AN Wi b R ML HEp2 25 R
PR 95%"°), Epal o 3 A5 i, R
TS ER AN N A IE 45 A X . E A
JOEERY C i GPLASE X, DA T EZ K
B2 E@ R AR X Hor, BEREA
ST — 1 40 NEIEFRA Y B KR
SEIX, I RS A AN [R] 43 B MR AE 2% X Sl ) i A
P& UURCRA A AR, DN X R A2 5 DL AR 4k
A REVS N A 1 o L LE Dy BB B R o A T PR
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1¥% £} (Saccharomyces cerevisiae) ' LA/ [A] B 4&
P& DB 2 4R35 Epal 47— 2D IE , feZiik
S5, BEEYE BN S BAA 280k, Kb ass
LM B 240 0 286 B 4 1 2 A 2 R

WEFE R, EBRTE B9 ZH B A A AR R Y
FB AT, M P A B S g4 wlORS ik 2 M4 Y
LR mT LLSE e B RE R . A, Bl
PR 7 A 59 40 it b 3E 0 (extracellular  vesicles,
EVs) 5 HE MR UM G . HEBRF(C. auris)
BRI M2 ER, SR ZE
MR A, LR T T S FE T A Rk 70%,
W FRAE R 2% B U8 Zamith-Miranda 25 75
FIBTZH . NIRRT . B M X BVs 7R3
o P4 T BV I B R R 1 A R T 2 R A T
THAE, RMHEERE BN EVs BRI #HZ A
e bR AN R HeLa ZMAEASZESMT, WH&
BRI B EVs WIS 50X F b B 240 I i 2 B
s [RIEF & BL, PIFETE EVs IS A 1E M.
BB ot g 22 5 ik, Evs #k
MBS E R R EENE IR, 25
T ALEE X b R AN A 2 B A P B VR T

HASREZ 10 AL AU ™ A= 1 52 1 14 20 i 2
% (replicative aging, RA)A, HIHF 0-3 IAEAR
BRI, % A 2 T 200 L 3 00 o B g XoF
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SRR | R SF i S-SRI R M P EBE R B AF
Yyt 25, IR, PEA X Hela B #5 E K240
JL ) R B PR B B R R, DA RCRRR R AlsS YR
B AR ST SR A B T S it 25
PE, A BN R HALHE R B FHAE N B 2 Fh
YRR S, IR AR AR RN R R T
TG4 B3 e BLAi

Wi (vacuole) & HL I 20 L N A 20 i A%, 7E
IR . WRIRER AL IAEAE . A B RS
RS pH ARB S R 1T 4 7 A HE L)
BE, M ABHSZ MR a gt
Reuter-Weissenberger 25 Fi| FH 4 & IR 21 I 12 2 AR
WHSE T GRS A Zef8 ITNRE, W
FLH| ZCF8 PR 1R 2% B ask 2 3R AN M i v
A WA pH AKX H FIE 1R 2 (nigericin)
5HiHAEE R A (brefeldin A)iX BiFp5 175 )
HINRE I 2P UM, E— 20 R, A
3 Ao R R VL Ty R A T A ] 1 R R T R
FERAMER TRI46, i EEAIMEAR Caco-2 5
HT29-MTX-E12 4 iR, X IR 52 R
I T WM S Zof8 76 1 BR TR 2 B b 5z 4 it
R EEAER, R 25056 5 g
PR TR I FERE A
1.2 R%E

PR R b — P 22 M B,
B A R 22 A0 G, IR AR,
AR T SRR & R A R, W4
e o3 T80 2 A5 R 1) B 7 DR Rk 5 P AR
WRZMWEEFERLRER . SKREFR
(candidalysin) FIK fif il 55 R S, (2781 FE v
KBk b K7 4 3% 5 N 4 (induced  endocytosis)
FIXT b Ez 40 M 5 30 28 35 (active penetration) 2 Ff
BLfiI 227,
1.2.1 {RZ H(invasins)

BRI R E N S - ES, A

AT TR R A1 2 A R 2R Y. B
B, FUEER 227 A IR 2R R . Als3 Al
Ssal®*#1 Als3 BERFEHIR , WREERK. Als3
NHESHKEE 25 Z g AR 2 ER
Zia ey, Wit bR AN b E-ARL E 2
AT SRR,

73— 128K Ssal EHUREHEH Hsp70 Z ik
B o FUERERTE ssal B SEAERRAE /N B I G
TR (OPC)RSE R v 125 g W] 0 0k 55 5 TR AR Sh S
o, ssal SRR TEARMONT C1EE b B 20 i 2R AR 40
il s, 5 E R -SRI AE S
SRR, TS A TR e R A A
I RRE R R EEEERRY, Hik, Y
Als3 —H, Ssal HJE FGERR R R ME T F 2
e A B ) A

FUSERIER A T E RIS, Als3 . Ssal
5 b 3R K AR I F 52 1K (epidermal  growth
factor receptor, EGFR)%5 &, 5 N &AE A I3
W, bEAnM iz kR, SR TR,
FWILE IR LR A F AN . X
i, 55 & #E 32 4K (aryl hydrocarbon receptor, AhR)
Wit Sre FKHE(SFKs) iR b EGFR 17
FUSERIE BTN A o #5745 T AR 89/ 737 791
ATRIBGE/N OPC, H B, Al LAid ik BH
W 55 9 AR DG 1 155 T8 R T 10 OPCP2),

1.2.2 ZIKE A ZE(candidalysin)

BRI RS SR TE 2R E T
ECE1 FE [N 4 5 5 REF1 13 1 1 20 1 A — A Ik S
BER, Je I AR R B 1A B A e A B0
HFP SERWERS 5T VVC, OPC, &k
TR AR O 98 S R I b Je i) A BR TR IR e o AR EE T
B A bk, ecel SR TALHRIBGL VVC /) AR R
H, BHGE R R A S Y R L R A
JEA K Ak, iE 2D, DUGEREIA RTEMA
SMERTIIIE LR A R A431, 2 FEIL-la,
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F AR RO Y., AR5 DL LDH 774
MbRAE AR, IR A XS c-Fos
J MAPK {5538 B B I0E A ¢ o AL
N HASEREE R AE VVC HIERT, RIEHEw) 2
BIEA T AT RERYVE ALY BRTE, IR
FHINRIEIRYT VVC B — AN EZAR , 507
SRR R, H AT R LA D
HONHLRRYT VVC 25 At
1.2.3  KAEES

AR ER T K i il 32 S G 43 WY R A R R
[ Jif (secreted aspartyl proteinases, SAP) ., i i i
(phospholipase) F1 ig i liff (lipases) . B¢ & BH,
Sap9 AMUE FIURER AW 228 UM G, W 5%
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I G R BV 7E & 5 T 1 22 A LY I ¥ A A
A R B R 22T AR R BB o [ E
IR R EE RN TR EFGI RIB %
T, EERWRIE, SEAERMLI, sap9 Bk
AR VI L B A i A A 8D 70%, %t
A0 T sh 2 E A T B 25%, A5 1
40%, 1H Sap9 i il FALHI/E T 78 3= b K7 41
M5 R M ATE D b, BEIREE A
Uy 1 B 2o R 2 X R A A A5 RO
1.3 FREME

AERT R R R 5 HAE RN R 40
FM I E DT WA 05, A Y (biofilms)
MBS AEN . . Sk DNA 5
JI 43 B Rk K AR BB A T R TR
— P R S AR R A R B
PR AR S5 18 F s R R 2= 5, (HIRIM
v BRI 2 SRysE kit DL R 5| A S R IR Y
FRAEH,
1.3.1 R[HEEYRX O EEMAMER

MR R, OPC 5 1T & 26 I 3% T 5L A=
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PIREAE X4 Costa ACBP 254345 T —Fhilk &
FESE L MRVS, %3 K it —Fh DU VR 5 B A
1, A F AR TSRS R B IR . MRVS
1 R BN B A R O N FTRE b B Y R B
IR 1RZE, (RIS T RN SR A AR
B2 R T, IR A 4 R I o 1) s
W, B S 08 0 X b R AR R A, A
MRVS8 TE &R R I A S Gk A -1
M ELAE A ke 2 A A
1.3.2 SHREE YR BRE L E RS2

VVC, JLHASE RVVC (& % 1SN B & Bk
), WS EEREAE DA R 40 3R P i
WIS IAR JC 04T W 04 FEAAR M 1 Y 1 A=
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AN o AN IV B i vk ) ke s oy N 4L
G HIE b B R AR AE B ) 2 20 B2 AR
T A 40 B I 2 %) T ek (BRI 2 4 R sl s 2 A% ik ) BR
AR ARV, WANREM A F 2 NB S,
T EOR ERRuss™, Far b, BE B
FTIE B & R T AR P BN T BOMHT HL R 24
Wy 1 R TR 2 e, TR AR Y
(persister cells) ¥ iy 18 14 52 P BH 18 & Bk T
TR N R, B 1k S BR R A B A T
A P % TG YT A8 M A1 B B 3 AR B H A
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/D[] B 20 3 5 A OC 8E M1 (Ki6 7)Y Rk H
P, ZPR R AR A Y el T B
R 24 i 2 A RH OC B Y 2 DA S 20 Y 3
BA, MR bR AR SE R R, NS E B
20 A A 50
1.3.4 RSB LR IERIR £ 5 40 i 89 2 0

FEOR 2 TR A TR R Y A AR, (HE A
KMo R ], L (2R IR AW W W AT
B — RS, —MBAF O KPR, B
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HEE AU o B R R B AR, 2l L F 7
(translocation)F A Il 5| & 5 Ge ke Y
I, Ao, RABHIG SR A Y BIE &
FEORAP I Z6 15 - 2 o 5 1 SR LB 6 B BRI 5
J W i i SR e PR
1.4 BERHME S T3 5 R IR L 4 A Y
AL

IR TE W AR T A K B — 0 5% L
TRl — b BRI, T 1A % B BB Z R AR ) )
fE A0 35 PE 7 ) —HF BV (quorum  sensing,
QS . HECH, HRKKEAMFEZ QS
i farnesol 5 tyrosol, J:H1 DA farnesol B/f
I IR ALTS, ANEYE farnesol i i F 0 1
W bR Mk TLR2, IL-6 AKX B BifHIE 2
T S0 AR T 1 R Y, S
PR R 1B b 7 AR, farnesol BE %18 1o 14
TN JAK/STAT3 {5 536 % 1M1 505 19 6
Rz BEREDY ) F552 |, farnesol [ T HA R E
B 2 M B BR IR A VR AN, i B AT
PSR AR 4 . 52 A PR AR Bl . Ty
18 F R . PR SEZ R Y RN, BT
MR 25 1 7= 408 ph et oAt
SRR B AFTE R S BR R XA X AR F
XA gt YRR o

2 R AR TR E B R

RS b R 2 kL BT AL PN 2 T 1 A B 5
[ N R SRRt SR SN Wi s S D O e 2 N ]
PG . el 228, TERUAEYSEER, &
B 240 e 3 2o A A B B e Ve L A I Rl R
RO oy EWE . Bk SF 7 2t — R 5 R
1) 77 A S (3R 2)
2.1 LFRMAB%ERFTEEM

0 B 5 A Ay (o] A e 3 B 2 2 R 0 X T
O AR i 22U E e, e Bk iy VR ]
ANE MG WG bR b b =2t i b e A i
(intestinal epithelial cells, IEC)5 "B %5 1% $4 55 [
B IR )T AR S N = Preas? N D 7Y s ) U
C2BBel, ‘T I iz HifH (transepithelial electric
resistance, TEER) & F+ 51 f5 28 R F%, occludin,
JAM-A, claudin 1. 3. 4, ZO-1 S8 (1K
WET M, FER RN G R B RR . 2R
S HT R, MAPK il NF-xB {553 /¢
1 b Bz 240 B XGT 1 A A TR S g ) 1 2 e R rp R A
TIGTEREZEAER, WRMH NF-«B &, W2
HE O R AT b K Al M i o R,
TEN b e AHMXS AR BR B SO N, NF-xB i #%
BRSBTS — % Wb e A R e DR 4 A FH Y
55,

MR E G TE R A rh B L, St
A ) 41 ff A &2 (plasma membrane repair,
PMR)REMS PRUELR AT , Jez, 4] g
T-. PMR VT 2185 MG RE & A PrIR] 58 1,
BATA TR H B —E A R A
W35 Wi WK 4> % 2 A 1K (endosomal sorting
complex required for transport, ESCRT) /2 JT4F 2k
HIF 5T R B4 A 240 L FEE A58 108 52 v e S BV
MEAEAY, i ESCRT-0, ESCRT-I,
ESCRT-II, ESCRT-III, Vps4-Vtal J ALIX %5
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Table 2 The responses of epithelial cells to Candida challenge

Responses Types of epithelial cells

Candida spp. challenged

Mechanisms of action

Maintenance of epithelial
barrier integrity

Intestinal cell line C2BBel C.

albicans

MAPK and NF-«B?

Oral epithelial cells C. albicans ESCRT and exocytosis of lysosomes
repair the host membrane and remove
candidalysin

Mucus secretion Vaginal epithelial cells C. albicans Mucinl, mucin4{

Production of cytokins Oral epithelial cells C. albicans CXCL1/KC, CCL20, IL-1a, IL-17A,
TNF-af; activation of EphA2-EGFR
signaling

Vaginal epithelial cells C. albicans Type I interferont

C. glabrata Type I interferont
C. parapsilosis Type I interferont
C. tropicalis Type I interferont

Production of defensins Intestinal epithelial cells C. albicans HBD-2, HBD-31

Vaginal epithelial cells C. albicans Psoriasint

Autophagy Vaginal epithelial cells C. albicans ATGS, LC3-1, LC3-II, LAMP-11

Intestinal epithelial cells C. albicans LC3-I1, PI3P, ATG16L1,WIPI21

Exfoliation Vaginal epithelial cells C. albicans Not clarified

IR R ER T R 22 IR 1T b A
R 224" 58 T it in AR LA g DA R TR 22 7 A 1) A BR
HIR RS, ILt, 40 sh T PR S p
PSR S LR, —Fl2#E sl Alg-2/Alix/
ESCRT I i 1 % v 1o A% Ak 5 A A 2R 7T i
AR, — 2 5 v Wl A B 1) o 43
WA A SRAE 5T TR 22 LK T 175 5 1 AN B T 2
AT 1728 2R 1 e I ] A 45 - R 200 B 5
- 57 11 B AR 5510
22 LRSS IBFNR

R 2 BT B — e R RO s T
BhEFR, X TN I, Bk TR S EE
DL B 2 s R AR AR 280 M e, Fhilh
KRB 1 (mucin) LA K 20 . I8 RS
B4 BHIE R A AER, b R A A 4
Z W BH I L2 fR AL Mucin J& H MUN 2E[H
TR Gt Ry 1 — 2E R B 1, R R 1 2
Vi B 190 AR XS b Rz A0 i AR 28, SR P 26
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IR T 758 V0 e B B ) o e (R L0,

Mucin A 2R B G RE Lk AH
] D 22 AR ) 4, [RIBIER  PRZE R . A P
B, SAPs W45 1 77 R F AR SCFE R g k7, A
PR R I f7 R TR B PFP mucin, B mucinl
Y5 mucind, FEZMfE. FEEAIETE, Zhao
TE/NEL VVC BERIIEER], B REE b i 22
mucin-1 Fl mucin-4 4 R IX U8 TS, HEN
Al RESE R b Je S50 A Sk 23R IZ AL 2
PR E A 2Z S5 DA ) — R AR A 4 S 1w
9 b, mucin BR TR Rz B A PRI
N, B RENE R R e 0 A W bR a5, W
Seg WA S5
23 ERMMBaES W HEEF

DN A Se 4 fl 2 SR, b R A L o 2
RS ge b i e b R A e o AR R
9| 3Z K (pattern recognition receptor, PRR)IH I
JEARKH S 43 F#5 X (pathogen-associated molecular
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pattern, AMP), FH4— & W55 518 BEE0E R A
TR, [ Bt a2 R 3 oy 2 i I 2

MESERE AR A L R 51 % AR R
(OPC)HT, 11 i b Bz 40 B I W Fh 57 f4-——EphA2
(ephrin type-A receptor 2)5 EGFR Ll " R{AJy
PN E AR R I - 5, IR AE A+ LA
TH BRI A . H TR b B 20 R ] b 4 i [
- (2 M DR ) A8 T 11 8 B T 2 T IR R SR DA
Rz AR2E7, n, 4R F CXCL1I/KC il
CCL20 )™ H MM T PR AT 3 M EGFR A
1E, HAKH T Als3; IL-lo Al IL-17A fl7F=4:
W ESREIA R HAUM T Als3 Fl EGFR;
i TNFa 77 A T2 Alsl, Als3 RS ERE
Ko FRSEREW], 16 OPC Wy, & A4
Z K EphA2 Fl EGFR DI K &RkH & 1K1
Alsl . Als3 MIESERE R Z A7 £ 2 AR AR
FHUTA 55— se KB, BRIk C1q 3244 (globular
Clq receptor, gClqR)/f HI:3Z {4 (coreceptor) 5
EGFR JL[FVER, fR8F A PR b Rz 40 i e KA
JEH N B BRE U Kok IL-1p . IL-8
GM-CSF %4l g 17,

T4 & (interferon, IFN)J& x5 & P 40 i
KF, BAAPURDE . PUR A S m s shagl.
AR R, TR LA EFEERT T,
Pekmezovic 551z F B AE % 5 2H W 5 B R (dual
RNA sequencing)fa Il ABTiE bR AHfI R A431
BEEEBRIA . OB RERA . I SR A A
WKL 5 T TR R K. 50k
S/ WO wb 7 N [ s NI <0 /O A B = w2
L s R IR AN TR S 0 e 7 SR L
W1(24 h), 25 FSEREEXT T D1 bR A0 i 5 i
PP AGAE A X515 (BTE 25 Fh R ATk e
W3 h), BT BHIE bR A P gk A
AT R, XTBE bR A AR EA
7R B8 b R 2 M X TR R g DL — B R AT

F14 7 25V kg HL R ) 7 BRI A
24 LFRMBBEFEIMER

Bi 18 & (defensins) & A= 7 {4 H A7 72 1) — 4
FH 25 ¥$1 1 AK (antimicrobial peptides, AMPs), X}
U A0, 955 8 R TR T A )9 st A SR e e 2 o A
FAUS™) Fusco M T — 1 BEMS AR 2 ik S
AN B-BifHIZE-2 (HBD-2)M1-3 (HBD-3)%:H )
W bRz AR, ARANILES FO R Bk R 22 1)
WHEA . SRR, FRBHHE ALt
T bR RS s E AR RE, R T
¥ b J fLBHAE(TEER), &I R X4 2
Sz SR AR E LA EEERD. T
R, 15 VVC KAERE, W5 A b 0 040 5 Ak
psoriasin ATt . Psoriasin A HIEA T,
AT LAZE G S BR R R I B-# SRA, I T 1A
BhB, AR IERNRE R AR IL-8 AR, T
X BB HIL I T A ) 32 R e Bk T VR Y
2.5 LFERR B M

H W (autophagy) f& FH %5 B 5 (14 15 B 24
ML N Z R o ) el s 2 R i s i AR, TR
Arrpdi e S h AR EEAEN, FiF, 25
YpEs s . AR, TR L RAIMAEE LR EE
AN A A B FE AR A BRI R, At
W M AFEIEAE . PR TR RN 2 R
PR 1) e A B384 A ot R P e T 9 T R B
H WERE U8 TH BR AR G A, QNG . 407
WaEE . AAEMRSE, Fk, AWESLPR B RCE B
[ A A8 A — A B 4L AR 45,

DS I NN 1= N a2
VK2/E6E7, 43 #T A Widnic ¥ LC3 Fil LAMP-1 3£
BHAEE. 6h JF, LC3 A1 LAMP-1 7E mRNA Fl
EFKERZRE B 12 hg, SBEROEKm
FIAHAE PN A WEAATE B, 3 S AR R SR
e fE B g, HEE bR gl 5E b
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