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TWE FAKW (Candida auris), XA FE R 2B, Z2009FH LI —MHREHE, A RREE 2K, HFEE
BEARRTER. ZEEH KT EE, ASHEREETHRTAUFALE, AASEMAUS, HElE
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HE. LA M BoR, 7518 £ 14005 B, B 7 BRI BL
ARSI A [F] s A7 & 1T Rl S 2 T B Bk
AR R, FEA IS SR, &R
T4¥32 (1), FAAES SE (D FIREE 24> 3 (V)1 4k
Hor MR, ASE 5 S 2 () 2R R 2H 2 R 22 AR K,
ZSF 2B AR, BN INER AT
BIZERNEN, % NIESETIME B, JEK, Chowsi A
A TS RIS (V). NSEHI E &
TR TR 0 B e 5 A 4 1 o S 0 S T A L B0 S i 2
BLA, CARRH R AL & g 42, BE 1M S R BGE 4 1Rya T A
P4 e (L E I SRR

1 HSERRH SR

T3 AR ) HE 1) 25 5 AT AR A% G0 YR T IO AT 4R 2%
1, st HER 12 A e ORiE SE it R ) & BRYR T, IF
A REE I HE— DAL L XU, AT BRI A et 7
PR R LMY, BSERk A R A B ALy
T 5 Al 2 B B B A Sk AR AU, PR S O AE I
IR Wi FEh 5 G 318, Rz B IR 2 W
S FH A R R B A A A 0 B 20 1 A ) e T T B
G, 35 T3 U B O AR I R B AT IR (] 5T 1 (ma-
trix-assisted laser desorption/ionization time of flight
mass spectrometry, MALDI-TOF MS)# 4 554 85 A
oY HE T A% Bl A P % 5% [A) B% X (internally  transcribed
spacer, ITS)}28S rDNA(ribosomal DNA)D1/D2[X ]
R 3ot et

HIRMALDI-TOF MS & — 4 g H- & BR B LU AL
R PRl 7, B AUE T AR 7R, JFHA]
M TR RIS E M E AT EA IR, Blb7EsLhs
JS2 I AEAT 32 B R ). T8 I X288 D1/D2 X BITSH]
rDNAJN, A7 DARH S B Bk i i 4 e .
k4, KordalewskaZe NVUEFF o T — it T Sz ¢
Yt %€ EPCR(polymerase chain reaction)f& il B & Bk
775, R A Rl & AT SE I T B ERE S A
ARWEZER W (Candida haemulonii), Candida duobush-
aemulonii, Candids lusitaniaeZ= 7157, BBk EH 1
R S AR B L JE LB R N SE DN A 2 I HH AR
kR, XSS PCRIGHIN 5 ikl 3 7 ek
HAbIGE RAR A AT, %7288 D1/D2RITSHrDNAJF
RS0 A LR A ) e i R W), H 2k )& T Can-

dida/Clavispora’; > " )Metschnikowiaceae &K
eI SR S A A & Bk B (Candida  albi-
cans)~ i &R (Candida tropicalis) i A& Bk
WAHC. lusitaniaeZs FAh S Bk E —FE, H2CTGH X
B — 0, X =5 R M CTGE IS TR B N 225
R IEEE R, ML A SRE . P SkE .
G & ER W (Candida glabrata)%5 % WL EUR B H, 4
ARECHE S HSHRERG R REIE, &AL
(e B 2 2 P02,

VERAIL DA TR S 60 —&B 7, AHEPIZH )
J¥(whole genome sequencing, WGS)ZEMHT ) H-2
PRE T R HE T EEAE Y. 9T AT AL 5 Al
BRI 5 SOk VAl R AR 2 8] R A BL
WGSIEHE 7 T 4Bk B i BE s AL e, 2]
HEE LR IR, 99.5% H Bk F 5 K4 5 2 5l 7
FIAE SRR I EERE . Clusitaniae R E R
FERAARARI 2 7, X R B SRR AR R K
5 A AR B A U R T AR

2 HBBREEOHLE]

MR, HZF. REME. AEVIRRE . BEIRNE
A AR A S S IR BURARS, RSB
WA L EHAR SRR B BORALE], Blln, Hor s
B2 7= A B S A s A ) AL AR BT B 5
SO AR (B D22,

2.1 E§EREORET

HS BRI BURMEZ 2 IR I E . Be e ANk s i
SENTTE EMR B S IR, e 51 EH LR R A
s S BRI ST b Y B I A H R AR DL L B
PEAHOGEER, WA K A AR AR 2 BUw M S BR T 55 7
(1) B HRFAE, 40U T R A2 B B 1 W (secreted  aspartic
acid protease, SAPs) & N LA U 14 B S K iR
BT SAPSIR BAT /M ArE L AL, BT e T e
FIMER AL, G BA 4R E AN RE . LR 2 B R4
VIR, RhBE R AMRORT bRk . 51 P40 A A B
ER, JKfffE P2 AR BT A RMA > 7. BEffTE 325
EIREIEIR . T HsE AT R R A
BB E T B A 10N SAPSKIE IR i, HF1SAP4,
SAPSFISAPGOXT [ 25 Bk 1 125 11 1 78 2 i1 412 i1 2,

1255



AR A% FL 2R T B0 A it 25 LA RO T 70 it

L] HEMBRRS
B, 8588, S8, 5
BEpSESS B4t REZH
UEPSIEES

N
o

HEEE

%% IL-10 P =lr N
W EERE EREB Y
AR g O au FOBE T,
B3 B B R 1k

.7 YN
\ .‘q.' )

EL)
RN

HhFREE

B 1 Bk BoR s BT

Figure 1 Virulence factors associated with C. auris pathogenesis

W IR E 2D B A4 G SAPs IR, T
ZERWE (Candida parapsilosis) & A 14 S 1L FISAPsFE
PRI, 5 R e BB T LA 23 A R A R A 1A Tl AT
Mss, HEE BN, HAEAFRpHAE G
Mo RaERY, HRRE W AR ARE, ER
Be 1 5 BMORIEAE =P BRAN, SRR ISAPsI
EHESHRIREA L. HaREM A B SRR E25C,
37°CHI40°C M F =4 ISAPsH A R s, 4
B NA2°CRY, BBk r=2E FISAPsAT SR I H 83 1y
HITETE, (5 E BRI =4 M SAPsIE PE . BE(R, R
B LE B8 e U B T A BR B AT DUOR R 5 1Y B
PECHL AN, VAR BT L E RN,
] DU B S I H & Bk AR 1 TR A e . B AGEE
(A F B AR TR S R B A W ) T Bl A AR e R
0 R Bk R S RGBS, A B TR R
1o E 40 M 0 AR Bk i B A WA A e,
{72 AE e 55 T H BB ER R, Wik IR g Re
TSI RIS A xS BEEEE 5 H Sk
S0 M R AH S M v AN B .

2.2 fE ERPEE VA R R B0 R T
WEFEEHE, P g0 A I = A A A TR X 4%
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(neutrophil extracellular traps, NETs)al 7 1 41 fifd >k %
KT, IS WU S 2 B e, s 4
P52 53 T i 4 089 0 R K R B R B
BRI G095 S ST 98 B, B R B 2 B R I A i
41 i (peripheral blood mononuclear cell, PBMC) % i
[ R SK E R ¥ TNF-a, IL-10FIIL-1BfIKFFH &L it
fb, HGERW E SR LU RN, MNRAS BA—
58 IR G AN IS L. MERAT A — Fh B BRI 1)
BUR K7, Hoor WA nT DLAH B B BR B AE1E AR N1
s i1,

3 HBBRAZ5HLH]
3.1 YR 2Bl

A= WIS (biofilm) A2 7 JE A= W R0 A 4 36 T B 1%
ONZH A 57 0 25 M A B E B T R R
F. KA. SRS a s, A
TR RSP B OCH S, AL T AR i 4n
e B AF MK B2 M B S se ), ki rE S RS
Wi, At eEkE BA MR G ), s
PR E =M, SEPMERAYMS, 2K
RMEABAEH T BN, TR ICAXTZ R
P, BRAESHRE AR, E5A0
SERE AR, FHAEVIY ECRE 77 R E, H2 s
Yo BRI B SR — B E SRR 4 B R R T
RATBASBE B 25 BRI, S AEARSN = A AZE G IR
MU SRStk WFFTaR A, AR 2R TR ok 1 3500 1 1
T AR AR X PR 20 B8 (38 L ik 3
B OBERG I ESERE R R, R S
T T B E AN 251, BeAh, AR I AR
A BT B BRI B R T B AR A DL A T e 1
BF 1) S g% bk, 7E BV ER R, AEWIESNE I 2T
Rt &R TE PR E 24 L, e 29k =
FEANM AN 7R SRR R S R, B2
HARE T EENEN. BARATSHREMNFHER
BEFRBPERTAGSKES", HEFEACS
ERIHALSI, ALS3FALSS(FIVERER ) s 25y
Mro R, TEAD T R BT A B B0 A 0 S AR e L
fi# (glycosyl phosphatidylinositol, GPT)%#i 5 )7 B £ g
BEFLDR SRR ) B, 546, BB A= s o ) < 5. 3%
P S M I AN SR AH 20 B H (ABC %2 5 H (ATP-bind-
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ing cassette transporter, {KAIATPHE & %12 5 HHZK
) FIMFS#% 12 £ H (major facilitator superfamily trans-
porter, Zy b3 BUE AR S B F0)) R FE A 1 o, R
A AMAEZR AR O B 1178 B BR A 0 AR B it 245 3k A v
BB Y A 5 EE Ak kB A AL R (K —
TR 78 B0, 4N B #1355 (extracellular matrix, ECM)F&
BEWITTIR T 70% 0 BB 25 110, g, BF e N A
AR T R I T OR R T R B PR - RS 2 R, K
TR RAE A I TR B, 8 SRS A DG L PR 1Y
Tk A T B

32 Bt iRER A IR 25 B

JEHE AR A R FR TG H A S BR T P LK — Bl
%, W—&sZ 4ok H KEREY. fatd
R A A= BRER I (Cryptococcus neoformans)™, JE%E
FEARIEH S RRIT 25 1A 08, oA Q A H 7
FEAE 2 SRR 25 5L R iy ik . BRI,
Z2 /1> 50% 0] GURE M i 24 1 1Y) 1 B BR T A B AR
FERAA, Binge NBE R B, SRR 24 1 bk
o — ZBINI VI AR, Z ek ERADF23ANE
i 24 14 B A S BE AR & U O I BRI, B4R TACIB,
NCP1, ERGIMERG13%, XM IZROARKIFEG 5 H &
BRTR O JRURE MR i 2 PEAR DG, H AR BRI VL g
5 RPN 256 O, %G (A 5 g iR 25 P A
SRR I 1] (2 AR S IR AR R (ERG L™, k&
HPSEES TR, EPIHEAMFSAEE T, HE
H R B AR AR TR R G a0, AR AT
A A2 BB BR B 24 PR I — > F L.

3.3 HASBREA PR 251 B 25 AL

PLEWAMMEIRD, BHErwE AN EE A E
B NZ R IR E =
KUY, ERUBRITEEZAY), (2.
W FLFR,  HS R B I 0T RS 24 0 o Rk
(YRR SE 24 P, ezt i TN 2 A SR 2GR T
RO 2, T2 B R B 2R R A
EE W, B RTHRGED S R DU 25 8, B
A B T T T 2 2 BRI 1 T 2 A Ry

(1) HSBRERTMESR YT 25000, 22 M SR
FURH A AR () B 4 S) . ERGLIFE N 2 14-0- i PP 2L
(14-alpha-demethylase, LD), LDRJ LUK/ £ R

$S LA A3 M Y, LD M2 i AR
B, PRS2 RT DAPIHZ B I 1, BEEZE A A
%, FFAN R B S, AT RSN A0 B E () 52 B, 4 41
A K, L T S R G R 88 Y,

AMHEFRE S — Rl L 2 R (B E AR, /D
Ak EILER . FRIRNE. B P RIPiAE ) i is i 3 i
AMOE AR, fEE 2SR REREEER. TRK
B, ABCHIMFSIXHMFIKMEEATREFAEES
SO 1 2 T T T IR 2K 2 ) R R B ) b
TR P R0 U 2 S 3 B R B0 A A TR A X e S 2 M )
i 254525, 92 e ekt B 74 3 6G(rhodamine 6G )7 AT
FERI, FSEREABCHAMIER 3 1 W & 6
SEHHECY. FEAOSERE T, CaCdrl MCaCdr2 & i Fh
FEMIMEREEA, AR F AR T Tacl 11 i
B, TacligMEIY SR AR G350 (A BR R 0 MR 24
VI 52 MR, T CaCdrl ACaCdr2(K)id ik 2 53
HEZ BN EEFEED A O SHREIA
95/MMFSE HH, HACaMdrl & A 5 I RN 257 %,
FOnF 259 i i N 57 22 24 258 5 I F (M D) S, %
R R T 25 10 AR P ki aaE . AR
W IR T, CDRIFIMDRIFER )75 35k 5 H AR
W S A 5, BRI BRI X £ RS2 1
it 52 7T i 2t FC AN HEZE L R CDR #5223k s P,
TEH SRR Th A AEMESAMNHERR 2 5 (H H AT eE
MK 2508, 50 ek wA L, SR
ABCHMIFZEVETE T @7, CDRIFEDR X i 24 i 5 E A
FIP> . ERGIIFE RS X3 AN R T [ R A 4
BEf A1 R B B 2R 2 D RURR P, X = AN A3 i
Y132F, K143RFIF126L"" Hrfry 132F 2 & 9% W11
K2 TN 32 e RO F R e SRR b A
fEERGIIINY132F5 ) ERGIIFER M £ ik 2
BENSERE TN 251, fEAESERE S, Upc2fs
TR FHEACSKREIRIK D BEHRMNERGIIHRA T
W, TERGIFE R [ 3k 315 25 438 5 ek kS 25 1 (1
SO0 ORI, T I A A B B AR P
W ERGIIHE 5355 72 15 3B 4. Candida pseudo-
haemuloniiflC. duobushaemuloniifZ1E XML 25 24
FERRY B SRR AR — B TMHR KR
FESER TSN, %I [N T A M 2R 24 B AR R R SRR,
E T S M40 TR 25 DA S 4 B ) s 1, (B
ZRA H AR TLARIE.
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(2) HEERBE NI A =R AR 2L -
(1,3)-D-7] 5 b /& L5 41 0 BE () | 4H 4. FKSTAI
FKS23E R ) 9mhtB-(1,3)-D-78] S iy, W b 228
29T LA HZ B RS 1, A B T A B 1 4
E@E‘%[SBJO].

TR I, B-(1,3)-D-% 5 Mk A % 5 K FK S TR
FKS2(RA 4 SESHREM 257, At SRk IR
PRy BT Z5kkh, © R IIFKSIHE R 5848 B EEAE /G A
[5] (4 [X 42, B A1 (hot spot 1, HS1)AITHA £5.2(hot spot 2,
HS2), XA DX RAS 2 5 UK A B 3= 2R 240 52
BTN R 26 S R AR W B T FKS TR
FKS2H3RA3 P 562817 ottt & Bk 0 R A B R 9125
PE B EUR T FKS TR R ST X e LR, S8
5 BE R ST (I Fks I p Az s U L TR U8, FKST I R e 58
AR o QELGT HEAR R SE AN S R, R R
B F & Bk T R AR AE HLFKS TR 5 245 #5717 S639P, S639F
MIS639Y AR, Hirh, S639FAIS639Y S48 7 43
ST AN L, S639PFE Sy 3 IV rfris W77, Frs2
TR IR 5 R R A 25 1) 00 R R LR, R s 2R
AR, 2R R I R R I R S BN 24 1A AL
WEE AR A ECRE RGN, REE A E R BRI AR
FESRINE ARGV, &2 S EE R L 251
MARKIM, AR EKRE . C. pseudohaemuloniiFlC.
duobushaemulonii AR KR53 U, XM UM S
LR 1 B-(1,3)-D-7 BOHE & i 1 v ik A o0,

(3) H&TRp X 2 AR AR 2. 252K
YIRH RN, B SRS TR S, I E5FEME
WL R E AW, SRR T LR, 50 i i
PE. FUBRTE AT B0 M i 2, Mo o =, SAdk
B, AT RMmAET:". M SR E L
TN 2 475 2 25 W) T ) 2 AL .

EAEE R BR P B, 22 A S 0l e R R AR
(ERG2, ERG3, ERGS, ERG6, ERGI1%5)%> 5 54 o ji5:
SEEH A, M REbR R ERH, 5 RN
2 Ak, Rk A SRS T, SR
HR AR ), e N R T 2 .
X 245 963 Sk B (I FE BN, 80 T 24 B R I ER G 6
B AR TE XA, T 8L g i i) ok 2 R e
AR, T3 f B & & N R, s Rt
LIHRRLIIZ Y ERGE SR T, ERG3HE
BR] PR S 9848 (1258 F IS 113G) 5 MR ARG 1 25 5B
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(58 S 24 1k A7 AE M S RS R At S Bk
ERG37 2 RSO 27 My 8 B & BUE %, IR
IEEFEERAD, BARkE P EEERGS, (HEH
ERG3537% 5 B B 22 0 2525 TR 32 M ey 4™
PRAN LIRS, KA AR B ERH . C. pseudo-
haemuloniifC. duobushaemulonii® ¥ Xt P 145 ZBE
HRIRPUME, EE H X 14 25 2 BRI 25 AL AT
2OV RS, A S EE R S AN E (MYD,
ERGI, ERG2, ERGG6FIERGI3)/)57A8 5 B kkiit 2541
stz

(4) H&BREAZ T AL 2P 2L ). 596
JH % 5E (5-fluorocytosine, S-Fo)feiz 24, HAM
AT, TR TIRIT AR LR R G BRI A R A
FEO NS, %28 i 0 0 B E ) s g
BRI N, AT EAZRR & R, AR HE N4
J&, S5-I 7 B I S Fur L 25 A B8 35 40
AR AE K 1 S,

SR S-FeM A RE 71 T % 5-FeARETAH Il
Furl ) R # 2= S BRI 2; T34k, WEE & iRe /1 1)
T E Sl 5 A I S-Fe Pt E AR A, 1 B bk
FEAETN . RN, FAER AT SRR C. pseu-
dohaemulonii~ C. duobushaemuloniit #*f5-Fchi
IS T o B T ML T U T 25 K BB FUR T
F211T5825 2, 1 T FE A Bk i A At & B w4 T 24
PEMLI 0T Ll &5

4 HAEBRE AT

BN B BR A 2 B B VIR B, IR
R EMIRERER, BTABRY N D1 % S KA
M EA, I RHUbRAE R A TR, 4 52 B i
HUELRNDE, EREATHIRE R, I H
TR A RGBT A BOEB R
B, I S SR SR Y R B R e R K HE R Bk
B SR A 1 2 S R % E R BRI 1Y
TGOS 2, IR B e T75 75 R 2R 0
A WOR KR ERE Y, T 8 AE Rh H
PRER G (0 BB IR, A0 AR AT DU L AR 2
K RSN BRI BE TR L RV T I, ATk
TR LE B2 52 AR 1) 2 A8 FEAE 37 P85 PP bl ) 2R A B
ER D) L3 77 AR E, A AT e Al L AR B
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Table 1 Mechanisms of drug resistance in Candida species
PLEEZ e E Bk A 25 B H TR A 25 B
F OSBRI T Tacl R, FEABCIKIIATPAE & 10418 i A K IR)
H i 24 25 11 CaCdr 1 MICaCdr2 #3357 454 Mrrl 228, S FIMFS(5 14 TEMFSHMIESEIED, {H H AT B0 HIX
P B R A 5O) T CaMdr ] 4R i %555 #6352 T Upc2 848 S 31 i 2443,
ERGIIFEIN Fif*o3%),
ek R BRI CDRIFIMDR I i i1, CDR I K]k i 246 e B Y 22,
AR ABRE: SMER IR CDRIT 5L ERGIIY 132F 52 ERGIIFEFAFE3AN 545 Y132F,
MHR R A 3L R B & 54 K143RAIF126L" %,
C. pseudohaemuloniif|C. duobushaemulonii: 175X 2525 H A1 1 AR A F 2R B Uk P RE ERG 11
i 24 T, FER I Rk R P K 2.
R ifiB-(1,3)-D-H1 RHE & Sl i S 5L R FK ST AN X IR RAE——  TEFKSIFHEE H, B = AN AL i 2540 5%
O LHS DR 2(HS2) $639Y, S639PFIS639F ™
LS EEA T SR PRSI 05 XA S g™, ) RAVE FKS2EE IR 58 4E ST 2540 5%
H AR SERE . C. pseudohaemulonii~ C. duobushaemulonii: AF1EXT
K S U B AR
PR TR : ERG3TT, SEL0d # f & ugte, B H 5 F A1 S8 B % SN SR (MVD, ERGI, ERG2, ERG6
S AR B, MERGI3) 198738 5 ikkin 2 4H 5>,
6T S BRI ERGOHER TG LRAL, 3 B0 RL AR 5 IR I s R e 2R . 4 [53]
WA RERE: ERG3ZERHE LR 2 (S258FAIS113G), FEOR Ptk
T EBI 245,
FARWEIRE . C. pseudohaemuloniifIC. duobushaemulonii: KR4y B AKX
P B B R R ARBUME, (ELXT 5 1 B BT 25 WL 3 A i 2807,
et HARSERE . C. pseudohaemulonii~ C. duobushaemulonii: 171E S KCE AR B 2 Fur 1P HF2 111 56502,

it 5-FCREUR 1 i 7.

AATHA SRR BIB I N T, BE T I s SRS
HSIRw A RORI A IMETTRE ), WAER R EAAE
14R AP, 35255 T3 42 LKA IS % e B 22995 1
AT ATWE PRI, Oh A RS B A BR R 1 s PR I B AR
BATIRE E, AR AEILE N R S Rt
TR,

5 RHE

FERL R LE B, KR, 2
Mo AT BB . K T PR B 4
BOVRSTIL SR ZYE, (AT 0 H R
FUR B0, 15 PRI — S HEA kB
BRI B 25 AL R OB, LA 85
REERR. M T E B 25 L 0T S L
PR, E AR B RGBT 2535 LRI 14

b, A o % IR B 2R B B A 7 B AR AN LY
Yoh ELBRIT T, LA E AR BT AN PRI B AN H (42
FORTER, SR ITEANTE AR SRR A, IR
o 7 AR E S BRI 24V AL S AL R R AR, B
BRIV IR 2> B R H AR ) B ARt
ITRERA B, KA EM 2 SO A S RE R
SED, [R5 G0 1 AR T BURAE AL A 3RS IS S 2
EThRE. 7oh, RTHSERE, R VF 2 B Rk
Ml (1) ERRENE, S KIFET AR
F, Bl R R DS AR R B AR? IE R
FENRCEAAERA, ZERB RN FHEL A+ LF
AIHGREOR? (i) BRI SE T PRt g
ey R (i) BRI, LUK R ZER IR
T B A A 1 TR BT L AR R B AR .l
WETCCL AR, S 2 AT A 1 S g 24 17 A R L,
LU 2037 Sl J s ) A 4.
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Mechanisms of pathogenesis and drug resistance in Candida auris

ZHAO WeiNa, ZHANG Bing & WANG QiMing
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The superbug fungus, Candida auris, is an emerging fungal pathogen discovered in 2009. It is characterized by difficulty in
identification, easy colonization in patient’s skin tissue, long-lasting survival in a medical environment, multiple drug resistance for
most isolates, etc., resulting in diseases that are difficult to treat and control. C. auris usually exhibits drug resistance to one or more
of the three main antifungal drugs—azoles, polyenes, and echinocandins —with varying degrees of resistance, leading to difficulty in
treatment. In the past decade, C. auris has spread worldwide, causing major infections at healthcare institutions, and is becoming a
global threat to public health. Thus, this review describes the pathogenesis and drug resistance of C. auris.
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