EFRAR I E ¥ 427 2016 4F 6 A % 37 %% 11 # Int ] Lab Med.June 2016, Vol. 37,No. 11 e 1517

cEm k.

HESEHRE =R Z5HLH

RIS ik, TP FA
(B EAKRFH— WG E AR, 4 230022)

XeiF kB A% EGRIl; ABC#ia%4g; MDR

DOI: 10. 3969/j. issn. 1673-4130. 2016. 11. 027

i HIV gk 28 B R HRN e 55 e 2 vk 59 28 35 1 38
NPT LT 2590 W R AE 2408 - 12 28 0 BB R N BOZ AR 3 .
22 5% A5 B E YA YT 1 B R . I PR AR AR HR O T A R
BAEAE F O R TR B Ay B R B o IR A B 1 I BT A AR 2 e
B OB R SR 2 R . FREY 14 300kl A&
TR TR X 980 0 M Tt 2455 11 6 26 1) 980 E Mk 5 R S B e 5 Uit 245
2. 306 PR RR Xk T A 7T L T 2 0 A SRR ek B = e S
A 258 S 2 A TR o A SO 6 T AR T = e it 2 B o)
/I
1 FEREMHEE

AR AR AR S0 4 O B R AR A R N T e P Uk
PR, HZ51E M 25 WRY . KEBMAEW R AY
PR TR QR0 B e H b Ik Fe 1m0k T S8 AL 2 A0 B A0 3 R
A W% B R B, AT B 3 B B (D TR B
R 2 10T S AW L T2 I ARk B 9 A TR R A S T 2 ) R B i
25 (PR A R 5T 5 (D IE R = B MR G5 4 . R T R
BB, A 6520 MR S AR MBI SR Y, Bl i B 5
TIESE o M 7 B v 30 85 S 4 M L B A T O I R T BR0OE R
K ZHRIAFES GBS (D pH, B IR 5T PO I &k
TR X = e S AR R T T 5 (2) A I P 4 e R T () AR R
S SR T 245 P P 0T 5 (40 3% 3 BRI o I P 440 M G G A5 (5D i
2 R ik L 0 R G i A HE S 1 3 IR 5 (6) 77 76 Tk 24 40 B A
Xt = M2 W - 40 B BT X 24 1k B AR K. 2 40 e 2
AR (K107 /L), 52 10 I 5 T 11 A= 4 S PA) T8 R 40 i o) = e
252y AT R B 2 A0 N B PR L T 2 P Y . ZE A
JEE 38 1o 1) A 0 P 2006 D 5 5 JE AR R A R 0 WA AR 5 4
TR TR 7 Al DA T A S0 R R L R 4 R R A BT R L I LR R
P o TR A S R 3 B BBGE KN, DS B R R B B
TE ISR A BT . AR ) R A 2 A ) D 3 g 2 A B 5 1T T
S 5 I Ui A0 AR X L P A7 A 2 SRR O SR T B B B AR
RGP E T HPUE B2 M 250k, BT 2 R . i
T AT HE T AR B A AR R R, I I R IR T L
fleitt AUSI ik, R i % & B 5 PE A &, R
e vl M7 B 2H 2RV A P9 A IR B A SR . A 0 Y 48 i
AN AT DA 5 B T 5 4 5 R A I BT TR 24 0 45 A R R 1K
ZIWIRSEE Ty o B A R LA s AR R i PR g A 7 A T 2
FERY ARy R 24 22 70 ) 7= AR AROR T B B AR R Ak TS AR
R RAE . X (o 22 B T A0 R 6 45 SR R A e A S 2 ) i
DAY 1Y T B o = s 2R 47 G 2 P (EL R b 2R R 2 S . BT
DL FETR A A M I R G2 W9 - A0 A0 356 5 7 B 9 25 1K 8 3 1 36 AN

* BETE R R S A AR DI H (KJ2015A337)

A EWAEE, E-mail; aywzhx87@163. com,

CHkARISED A

XEYHHS:1673-4130(2016)11-1517-03

ST 2 A e — TR R AR B TE AR O SR BE ) B
K MR S . —seaE R FIIL RO R B R R 1 AL 2R
RO A PIBE & BT — S8 3L [/, 40 oL S CTAL B &
R A= 90 B W i IR 7 ARO . JILER 3 MSK LUK 78 28 (1 90,
258 2 SKN1,KREL, SIR, RIF, £ 35 3Ll ZAP1., 40 il 3
g K PEAR OG Y CSHI i 3 S B ADHS . & A 78 28 W) IROE i it
R RARIER™ .

2 HYISMNEEREGE

2.1 ABC 125 FR W IR G B0 A7 75 T 20 A5 2 200 it 45 A5
LRI ATP fEREID 259 42 0 A 41 . 32 224 S I8 VA o 4 IR HE
Hi. 46 ABC 512 8 (1 5 38 R R MO MR A S8 552 25 0 24 Bl iy
—REOERZAWIL . ©5 50T 808 E KKK (MFS)
#B/2 MDR 25 [, W0 O # A B Rk KO B RS
(NBDs) Il &5 i B /K 5 3 (TMDs) . ABC #3281 2 My F
20 I A A% T IR 45 A B NBD Al 2 A4S 5 B S TMD, NBDs 5
ATP %54 K i fitfg ; TMDs 6 Y5 5L T2 A 38, Rl ABC
5348 NBDs Fl TMDs (75 [8] 7 & AN [F] . %532 25 9 iF . NBD
Pk BEHEM TS 2 4> ATP, R4~ ATP Z54 76 NBD 211
Btk Z [\, ATP K5 . — RIKMRE . X T4hmid ki ABC &
F s SR 45 A S e B I, B A R S R R e, =
BEE G RGO R R T SRS R 5 A
AL SR REAR . 5 R BRI AR A . P 1] 38 B 1
ABC #iZ AL & A4 24 ATP fEp A R aliE iz i AR ik
Ul B TR T A0 X 24 4 48 Ak . CeCDRI1 & ABC #% 32
=z — 3k bR a] LG = w20 24, 35 5k 5 [ CgCDR1
Jg o JEL T 24 B i A8 O U PR . yorl L Snq2, CgCDR16 I CgPdhl
(A CeCdr2) g7 ] 51 Wt 2557, K W) #% 128 2 (1 76 it 25 7
T B AP fr ARR™T. CgCDR1 #2535 K F- 7 F CeCDR2, Bk
CgCDR2 JE X J5 Y6 1 7 Bk T % = s 25 24 90 o Je B A% 8 o [)
i CgCDRI il CgCDR2 B, 61 & 2k B U -7t 50%., B
PAXS T & BR B M & , CeCDR1 RS E B % .

2.2 PDR i1y ABC ¥ i3 & 1 K & 19 & ¥ & 8. Sna2p.
CgRTA1p #1 Pdr5p [A]J& T PDR W1, B 415 k8 3 F b i &6 47
Z1n] it 25 b %5 i Be (PDREs) 78 i, 8 37 2% [N A9 ik, Pdrl.
Pdr3p IE [ 98 45 ; 5 Z Ye @ PR 9 STBS #8495 . SRk
STBS B}, PDRI (¥ 1 3k 51 2 ABC ¥%32 AR ik LA 6w
ANERTA I 25 P /R R R AR . 2 & BL PDRI B 4% B8 548 v ot
57 A FBA T 5% AL X ) [R5 DR i X, P927S 248
P T4 SRR AL X, H 9848 bk CeCDRI1 il CgCDR2 £: P 23k 1M
SMHEFE RGBT . F84r PDRI 2848 bk 3 ) 4 5, v U 2507



« 1518 EFRIESRE 201646 1% 37 4% 114 Int ] Lab Med.June 2016,Vol. 37.No. 11

PDR1 2875 u] fifi 55 — Ff ShHEZE £ K] PUP1 23k LA, 7 Bt PUPI
R [A]  4  2R RE AA 2K 11T  LL PDIRT %8 7% 5 4R by 1 Bl 2
FHFEEHEEAEEY, CGRIAIT WS S5 EMAN. B5
PDREs # 5'UTR X345 A, 43 B 75 & SREWE 15 3% 3 | ] ) 35 9%
SRR S 1 25 0k it 25k CaRTAT B 25 3% B E — &2 70 161 P o 9
M e B TR LR GUskk CeRTAL Rk A RN . IRl
PRI SY S 7% » PDR1 A5 28 48 7T 3 B2 Bt ) B9 58 . i PDRI1 38 5 1
PREE 1 ST [ AN TR S W A A AT LR
TR CgPDR1 fEH , CgCDR1 %3k L™,
2.3 MDRI % 4t MFS, MFS & — Flo@ 1 i fk 2 3 AE 3517
BB 5535 (W MDR 5 KM ATP flbge, R8N SR Y R
. MDRI P B 32367 36 BRI 25 . MdrlP BT i
YR S S T 2 W BN AT 400 L P 24 VR B S T 24
{ERATSRA 25 Al
3 Engll EERTE5RELA

Ergll R 405 B A 14 DM, iZ & T 40 i 6 2 P-450 %
WL EEMRE Y] T E R AR . S mR Y s
Ergllp Z54 . T 9 50 5 40 0 I 22y [ B ) 5 1. 22 [0 I 4
HBREA. S 56 WA Ergl-Erg27 JER 446l , H o Ergll 4
T Ergl1P j&oci s, —meR2i 52456 )5 A QM IE
I S [ T T R O PR Ak [ T A B PN SRR T Bl s T
20 i S S 5 5 W 2 L R e L B L A O e A R B
MIFET

Ergll 3R 2848 0 As 78 1 R & L R 7 41, 4 U8 R B
it 55 e S 2 0 9 45 5 100 0 DU 24 0 14 25 R R AR L R 45 S 1 AT
SRATLAZ: 5 1EH (9 A A0 SR {22 AR T i 0 & 1B A 8RR IR
2% A IR RS E PR S . [ N RSB T O R R R
2tk 5 U bR Ergll B, Pk 2k R 58 e 2 pUCST-T 4144 Fl
FH MR A 3 5| AT 3 U5 . 9+ 5 gene-bank = (1 3 4] it
AT R ILT 10 A~ 58 A8 37 45 o it 58 728 A0 455 % 46 1A 456 7 b T2
U5 5 AR SRR R 25 B v 2 B 1 R 2R AE A A
JER B 5 C2101G,C1073 T G1478 A HZE i 25 4% vh B, Sa-
maranayake 250V X 98 BE MR iR 24 T MR F . R & B Ergll A 35 X
KA, Ergll 2275 S5 hy 6T AR B i 24 77 28 A ML 4 75 1K 58
IERA

YL PY Ergl 1P KF-He T H gmad JE H g ik . YILH 3%
ik LR GBI E A Y 2 M YR E R e . £
4 FE ST T LA e A 2 A R AT G T 24 ) %o TR AN ) 24
FRAE R 2 5 20 T A0 M B AR T L R I X 2 W T 2 M. B
F ok A R 6 3 3 9 IR WA SN R 4 A W
TR D) = 1 S 25 9y R | 245 0 A0 R P R AR T 24 B 19 mRINA
KSR B R 3 4 E B mRNA K2R L1 % 8 L (P<
0.05)™)  Ergl1 ZPH 3k b3 Al DL a6 & BRI A = 2524
Yifit 25, UPC2A 835 Ergll 3£ [H # 5%, UPC2A %2754k 14 DM
A IR 2 o % TR s AR BE TR R0 5 Ergl 1 IR ¥ DB i,
PR 24 P 38 5

R G B EAEERELRTENS S, Auwlp &
ATP #i8 A Z — . 40l N %38 B . 7E8RER IR BT . Auslp
EEY O R e i | I S N i ) R S N |
(i R
4 ZKHEHEXEZE

LR VR T i i 9t S i 2 ML 2 — o AR P 3 PR B 2k
fii ABC %12 ([ 35 1R (055 = w20 25 i) BRI 543 %

B .

£ Peng %1 W3R 56 v o BT A 1D Tt 24 T R O R 3% 57 30400
FURE MR FH T Ol T A e AT T T 245 Aok R L A B R 7 3 P AR OK P
ROS Fil 4 fd J& 310 A R AR 25 Ak 5 T SRR P bk £ AL 1 PR L e, 137 B
2R T I T RV ROS Ty 250 s O OC 2R . MU B Rk A
JJE B 2 BHLWE AE G2/M 1, A0 AE G2/M B N 18 & A R
DNA 5 il , 75 505 M K B9 75 FH R . 48 il A K 0 BHL W . DNA &
Tl HE IR R A e & AR T ROS () 7= A= 32 8RB
H A7 AR 20 A P B e R KR S I 2 B R S Lok A
B 1 R SR S 85 A SRR R LR . ROSiBRES A
pal-1,caspase-9 Rij{f . ATP /dATP JE B8 T/ 38 5 9% 0 S b
SN IE T . TR R P 1 i Ak 4 5 A6l (Min-SOD)
FIE TR A A BB AE T T M R AUE £ ROS, 5% I 2L A B
AL 36 S SR A RS Hl O R B B R AN T 4 40 Bk = SODs
i} (Zn-SOD,Mn-SOD) , Ye .44 [ 4K 5 48 28 F i, W W Bk 4 ok
755 5878 Nt BT R

SRR B R 19 A e 2k P 5 A i J R L ) Rl 1 4 T O T
P« 24 58 5% T R R R B L 6 W A B B 1 o Ak m DL A R 32 A R
TS A5 Bt A LA I SR 39 i S BRE e 1 400 A 4 FR T

25 LTk Z AL [R] 2 5 0 0 A 2k o = e 2 2 1Y
Tiif 245 , W6 DR 43 13t T TS 24 B Ak T e A — D 25 ML (B PT B £
o SHEZEAE F 1 ot 2 1 8 25 (9 W14 TR R Ergl 1 BEIR 5872 |
HMHETE FE R R 7 91 119 28 78 T 28 M 35k TR 28 73 e S o S ke B 0o
MRS T 2 0 VR AT 2 R

S % 3k

[1] Xiao M, Fan X, Chen SC,et al. Antifungal susceptibilities of
Candida glabrata species complex, Candida krusei, Candida pa-
rapsilosis species complex and Candida tropicalis causing inva-
sive candidiasis in China: 3 year national surveillance[ J7]. J
Antimicrob Chemother,2015,70(3) :802-810.

[2] Uppuluri P,Chaturvedi AK, Srinivasan A, et al. Dispersion as
an important step in the Candida albicans biofilm developmen-
tal cycle[J]. PLoS Pathog,2010,6(3) :e1000828.

[3] Mota S, Alves R,Carneiro C,et al. Candida glabrata suscepti-
bility to antifungals and phagocytosis is modulated by acetate
[1]. Front Microbiol,2015,4(6) :919-925.

[4] Nagi M, Tanabe K, Nakayama H, et al. Serum cholesterol
promotes the growth of Candida glabrata in the presence of
fluconazole[ J]. J Infect Chemother,2013,19(1) .138-143.

(50 XUZR T, TR DA B0 BR Tl L Ui Je S g J5L 2 152 ) T 1
fe R R Z o LI I K 209224 7, 2015,16(1) : 5-8.

[6] Bandara HM,Lam OL, Watt RM,et al. Bacterial lipopolysac-
charides variably modulate in vitro biofilm formation of Can-
dida species[ J]. J] Med Microbiol, 2010, 59 (Pt 10); 1225-
1234.

[7] Culakova H,Dzugasova V,Perzelova J,et al. Mutation of the
CgPDRI16 gene attenuates azole tolerance and biofilm produc-
tion in pathogenic Candida glabratal J]. Yeast,2013,30(10)
403-414.

(8] o, or k. T S0 mak ' T A Bk vl i 24 ML AR 5 L0 . K
[ ,2013,28(9) . 780-783.

[9] Noble JA,Tsai HF,Suffis SD,et al. STB5 is a negative regu-



E I E ¥ 47 2016 £ 6 F % 37 %% 113 Int ] Lab Med,June 2016,Vol. 37,No. 11

+ 1519 -

lator of azole resistance in Candida glabrata[ J]. Antimicrob
Agents Chemother,2013,57(2) :959-967.

[10] Paul S,Bair TB, Moye-Rowley WS. Identification of genomic
binding sites for Candida glabrata Pdr]l transcription factor in
wild-type and rhoO cells[ J]. Antimicrob Agents Chemother,
2014,58(11) :6904-6912.

(1] L4 # AR, 7824, 55, PDR1 SER P927S 5848 8 5 0t i
AR T M2 W T 25 I LR LT . AL e 2 K, 2014,
32(6) :325-329.

[12] Ferrari S,Ischer F,Calabrese D,et al. Gain of function muta-
tions in CgPDR1 of Candida glabrata not only mediate anti-
fungal resistance but also enhance virulence [ J ]. PLoS
Pathog,2009,5(1) :e1000268.

[13] Dunkel N,Liu TT,Barker KS,et al. A gain-of-function muta-
tion in the transcription factor Upc2p causes upregulation of
ergosterol biosynthesis genes and increased fluconazole resist-
ance in a clinical Candida albicans isolate[ J |. Eukaryot Cell,
2008,7(7):1180-1190.

[14] Peng Y.Dong D,Jiang C,et al. Relationship between respira-
tion deficiency and azole resistance in clinical Candida glabrata
[J]. FEMS Yeast Res,2012,12(6):719-727.

[15] Kolaczkowska A,Dylag M, Kolaczkowski M. Differential ex-
pression of the Candida glabrata CgRTA 1 and CgRSBI genes
in response to various stress conditions[ J]. Biochem biophys
Res Commun,2013,432(1) :169-174.

[16] Ferrari S, Sanguinetti M, Torelli R, et al. Contribution of Cg-
PDR1-regulated genes in enhanced virulence of azole-resistant
Candida glabrata[ J]. PLoS One,2011,6(3) :el7589.

[17] Paul S,Schmidt JA, Moye-Rowley WS, Regulation of the Cg-
Pdrl transcription factor from the pathogen Candida glabrata
[J]. Eukaryot Cell,2011,10(2) ;187-197.

C18] WAl , 5 e, 5K M5 . ol S5 B i O ¥ & BR 1A ERG1 Bk

PIRAEIHTLI]. AR A Je 2%, 2010, 28(6) : 331-335.

[19] Samaranayake YH, Cheung BP, Wang Y. et al. Fluconazole
resistance in Candida glabrata is associated with increased
bud formation and metallothionein production[J]. ] Med Mi-
crobiol,2013,62(Pt 2) :303-318.

[20] Whaley SG, Caudle KE, Vermitsky JP, et al. UPC2A is re-
quired for high-level azole antifungal resistance in Candida
glabrata[ J]. Antimicrob Agents Chemother, 2014, 58 (8):
4543-4554.

[217] Abbes S,Mary C, Sellami H,et al. Interactions between copy
number and expression level of genes involved in fluconazole
resistance in Candida glabrata[ J |. Front Cell Infect Microbi-
ol,2013,11(3) :74-79.

[22] Hosogaya N, Miyazaki T, Nagi M, et al. The heme-binding
protein Dapl links iron homeostasis to azole resistance via the
P450 protein Ergll in Candida glabrata[ J]. FEMS Yeast
Res,2013,13(4) :411-421.

[23] Nagi M, Tanabe K, Ueno K,et al. The Candida glabrata sterol
scavenging mechanism, mediated by the ATP-binding cassette
transporter Auslp, is regulated by iron limitation[J]. Mol
Microbiol ,2013,88(2) :371-381.

[247] Briones-Martin-del-Campo M, Orta-Zavalza E, Canas-Vil-
lamar I.et al. The superoxide dismutases of Candida glabrata

protect against oxidative damage and are required for lysine
biosynthesis, DNA integrity and chronological life survival
[J]. Microbiology,2015,161(Pt 2) :300-310.

[25] Ferrari S, Sanguinetti M, De Bernardis F,et al. Loss of mito-

chondrial functions associated with azole resistance in Candida
glabrata results in enhanced virulence in mice[ J]. Antimicrob

Agents Chemother,2011,55(5) :1852-1860.

e B .2015-12-24 &[] [ 4. 2016-02-21)

Gz T HREBE X6 X 45 1% w12 BT AT SR i3 R

2OFR

(FEMRFH—MEBERFRE E5mEFFH  450052)

KGR LR SERET@hs s XE; ZEEERE; LHha
DOI:10. 3969/j. issn. 1673-4130. 2016. 11. 028 XERFRIZED A XEHS:1673-4130(2016)11-1519-04

UEAFR A BRGSO RE 1T = o e, 8 WHO 514
BRA 1/3 BN PG SE R 50 BT 1 B34 29 800 T3 3t K 45 /%0
BB 200 JTNBE TS5 R0 o R R A BR 45 O R 04 R
Z—,2010 AEA[E Y 5 WE R AT 2 R 2 R . R E BLA
WS MRS 523 T0 N AR I 14,326 RIS ]
VIA B 450 B BRI G PR3 3. AR G il J5 k- (D 4
B BOFF A IR vk o B A5 0 ASORT T 5 97 ik R e P i » T 8 €5 B
PERAR, B FR T 4~8 J L ATSE SRS W S RIRYT . (D HIR
PRUR R W AR AF TR 5 (FLFHPE 5000 3000 ~ 6006, RLIE AN I T 1

A EiYEE , E-mail: Liuying03341237@126. com.

RGBS W ANA ST . (AL A . 21 200 J 2
Mg A B ER A BREIONME22 B 2R . () SR B R ik
IR (TST) . TST KN T 25 % Ik g i i L AFAE 1R 2 B
PR LA P 9 25 4% 78 3R 2l B (L ATT A 9 (PPD) &) 53 MTB KR4y
H (BCG) % A= 38 IR N » 3 850 5 5 B R 0% B 42 K. Del
2001 Meta 4074538 7% TST BUREE (UK 67 % ~72% . #L4h
TST W% 72 h 5 455 i, B RN 25, HLgs SR &
WL 558 DT B2 I 45 SR A M 1 . () A% I T 2 A . 25 4%
IO 375 2 e 000 5 A T B, P IS A 0 (R A A BR A R A B 2 1 TR)



