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Research Progress in Mechanisms of Drug Resistance to
Vulvovaginitis Caused by Candida Albicans

YANG Li-na, QI Wen - jin, XIAO Hong
(Dept. of Gynecology and Obstetrics, The First Affiliated Hospital of Kunming Medical University,
Kunming Y unnan 650032, China)

[ Abstract] The vulvovaginal candidiasis (VVC) is one of common vulvovaginitis of women, due to the abuse
of antibiotics and antifungal drugs, the strains of pathogenetic candida have developed a certain changes. As the
main pathogen of VVC, the strains of candida albican resistant to antifungal agent are increasing. The mechanisms
of insensitivity to medicine involve function variation of multiple genes in the multi-level, so the investigation
focusing on the mechanisms of drug insensitivity is helpful and meaningful to exploring new therapy strategies and
invention of new antifungal drugs.
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Upc2p AIJET ERG11 (M 25 9 19V F 8 057 it
LR 27 8 T A % ) S B 2 B £ B 14—
H LR gmAS 3D P& ERGL, ERG3. ERG4 %%
FoAh AT S5 M AR A S R 2R3k, 232 A
[l P R0 G AR 1 TR . UPC2 SR il e 2k L)
S M 241 A DR AR PR 114 A A - S SO R e T 5 e
SRR B RURE. AHI, B A SRS R A
s | JRUBRE MR 2452 TACL 255 1 R BRI
AT U 22 e B TR i 245 35 PR 2 R e SR AR IR 7
H YA TACL A T AR EERETE 5 5§ kA
B, 5 ERG11 JEEHAHSE, & CDRL (PR 22t
WM 258 A Cdrlp MgatBIER) 1 CDR2 (FIfB22
PRERE AT 25 86 11 Cdr2p MIZRASIER) LRk Fif
AT R FBL TACT B AR 7810 45 o7 L A 175 3 51
Ay J oM AAAE T AT LIS CDRL, CDR2 %
KB EIE, T TACT HLRETCHEM) AL R R 5] ik
CDRI. CDR2 [UFFZetkmaRik. TACL sS85
CDRL, CDR2 WY +F 2Lk 5 R ik A K&, T225A.
A736V. N977D. N972D Fl GO8OE %4 JEMR B H
AIHESE CDR1 A1 CDR2 (s eik, M2t 24
() WO AR SR T MRR1 (Z 25T 258 A
1-MDR1 #MIEZE Y 208 7 2 21 259875 F)
TE PR ZZ BRI PRI 2451k b 1 1E 019855 5 MDR1
AT, MRRI 2236 % [R] B MDRI 6 3¢ 15 F11 £ 24 i
PG WL T, £ MRRIp $E3E K g5 i E ALk
RS, A SRR 24k i SR IR AT RE A Bl
T BH 1F R 5% T SRR A T B 7 435 | S A A R IR
AT S 2 BR T 257, Chen C G 5 HBF 5810 &
MDRI (T BT (REPL) 7 PRIPE 19 BE 5 o ok
JE IR REAR TR AEUEYE , 1T REPI () 08528 51
i MDRI mRNA (3 FER K, MM FRAR 24 Py et
(8]

1.2 #4k5EE B 90 (heat shock protein 90,

HSP90)

HSPOO J&—Fh TR, JEiTH B Y
Wi, EEANYTE . s, R
ORI ER. HEHLE A 28 (D
Hsp90 54 G )5 I AN e 4 32 5 5 1m 2%
. (2) Hsp90 7E15 55 ) 5 B KW & r k17
BRANITE . EAYNIER AR E SN
Ve ARFFEIESE, Hsp9O 4 S TG iR o %o JRURE
WA (T 24 1 el 2o PR BEML A A2 1 5 Hsp90
Al AR — R FE R & 548, Wl Erg3. Frg6.
ymrl02¢ S5 AEHTE 25PN 250k, Hid Erg3
ST 25 HLHN R L, AL R . Erg3 RAR
RS T A MRS Y 22 A R R, [RIEh RS T 6l

A 1B ) EEME P R R AR, B Erg3 BRI 588
JEARBEAE A IEYERI AS, 6 R, 5l
20 PN R [ TR R T AR 14 o - FRE
JBEE (14« —methylfecosterol) , AR 14a-Fff
LE -8, 24 (28) — —J&H 3B, 6a- _fF (14a-
methylergosta—8, 24 (28) -dien-3B, 6a—diol) ,
B E RS T U 2 A B R DI BE , P IR
Ff, TG B & B2 0 i 2z B RE T AR G
TS AR 22 I B T 5 A= i 245 T B 2% v B U
MR RESREE BAEAE. TS ABERREE  (Calcineurin)
& Hsp9O IR A, A] LAV 45 EL TR 32 ) 7 A
9 22 Bl RN, A 45 R R BRE M 1 TR 24 AL ) oL
Calcineurin 75 AT 251 F 251 Erg3 B K %
AR IE A (CsA) S Calcineurin FIFIHIY), &
HE 5 Calcineurin & & 59 #M# Calcineurin B
fE . Cowen " 4§ & B CsA #] L)@ i 40 i
Calcineurin [ 1E PR Erg3 28 AR R 32 28 H A 1Y
X R A TR 250, AITTUERA Hsp90 — Caicineurin
— Erg3 FEDF 5875 AT B 2 PR 1 B T I 24 1 7 A 1
—FRIBIE.

1.3 NERZTE (vesicular vacuoles)

Maebashi S5z 5 1 55— i) B 22 P B T X
MRS IR TR 2RI« A AT T 0] i i BRemal S5 e
LGN AR 2L T B TR A T AR TR 2 ey WL I e R
B W RATVFZM/NER M, HAZ 150 ~
400 nm, XLEAELIATAARPOIES S, BUKE KT
BOA A . i v B 67 % X U 40 i 45+ WL
B, KEFUNFERZULLE P- 120 (pellet fraction by
centrifugation at 120) #4301 UL, X Fp/NEEIR 75 g
ATRE S e A A T i 25 MBS (membrane
vesicles) FH{LL.

1.4 EMBERIRA

AR T ICNE s AR . R
B 575~ A0 A B (extracellular matrix,
ECM) A S5 T AREAR, 2R T84
3B RS T AT = Y 55— Fh A M dRe 1Y
BRI VPRI, 2L I B A P
TR I ] RE S BOR 22 B ST LT 24 1 i 245 1 2 )
SN, AR R B A A 2 B SR A PR S L
AR E RN 2 —, HS B 25 i Pl 3 24
fi: (1) ECM FHAG 2515 7 i ) 38 B A 1.
(2) HYIBENRANE SR ZIR, A RKgHE, TR
BRI, BT BRI, XHTE R Y
FRORRIERRAI.  (B) A M i S AR e ) 22
SRR RG22 8
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AR TTRERGINILI SRR . (4) AEWRSET 2440 ¢
FERAERIK. Lyons S5EUSHE 1o b A5 A W B 20 it A4
JEAN MR JE R 838 1 M 22 SOl o 250, &5
WFsc#5ia8 M (CDR 8 MDR) 23k FiE W] g 54
Wy T 254 5. Mukheoee U945 % T CDRI1,
CDR2. MDR1 XUk PR FR = J PR 18 24 T o e B
Bk, %&IE/> CDR1 AT MDR1 JE A (178 S bk T R
)P0 A P S L e g 1) A 0 B X R s 1 U
PEELEG, T R AR SR SRR B R P
X AR A R 250, (5) AN AR WS
oL, A BR A AR P IS 24 MEAA v] BB 5 RO 85 1) e AR
(a4, pH(E)  PLRCFHUALAA 4 Haie B 18 4 [N
AKX, AEYIEE0REE TR A 2 o Ot
S sZE B AL, DT MO fhesis R 4.
1.5 $SAMEAHBREEENSS
BHFFTHIE T —FlhoBr Y R 22 P X w2 24
P 25 LA, DA A 2 B 1 T 1) 655 0 o 2
T 0 % BB 05 2 5 1 B 22 I 1 1A it 24 42 1 7 A
FE T30 8 22 P B T T 40 TR 2 2 1 o A A 0
JIRHESRIS, Jia SEVNE A RTA2 JE RS R IA
PR, S RAREUSIA, i RT-PCR. S E5Hr
A FHH 6G SNHESER X HAHIRAM 7 G, LM
RTA2 JE [N GRS 2 155 58 P 22 W PR A 1%, I35
PRIARTRS 27 1 )7 A

2 BRBESEMEMTEEZRT
i

2.1 BRLESEN S EETZEHH

ZIHRPIE R YR BOR R 2, EHHEE
20N IS A IR U A, A TR R R
R RE NI RS = VS U D S K €241 25 R = i}
TR R I Z IR E M 251 B 2RI TERE R B
(AMB) , 25l 3 LR LR (1) Zd
PR 20 L RE S PR R B B A 5 ) 5 — B o e
i 24 T Hh X —JE B T RE R AR U s (2) ERG3 2%
ARG, EWAMMIA 140 - IR BEEH,
20 M TP R S ) RO R R e A AL, R RIE A
F R S ERa b, B T IPERE R B 5 A RS
B LR ST ECRRT 25 BEI ] 22 £ 4 I ) A 05
B, BRI PE R R B LS AL,
R REXPIVERER B Ayt (3) HFdni
XTPIPERE R B 51 1 AL B G AUk R,
2.2 BRLESER 5 — SRR ZH
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i (Furlp) VBT S 25670 il B AZ 1T #PR W%
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AR FuMP, BRI EmT 2. KR8 Ak
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XN GEAR K A A Furlp BYPRSFIXIER, C30IT 2l %8
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P R URMERRAC P CB BAE . 546, CAS LA
LB B IE & MR BRI JE 4", |/
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P CAS WS, XF CAS USRI, X —Pi4
RAEMIBLHI TR 58 1 C (PKC) 4 ffLRE 5 1l
WARARALAG S, FE— SN 1 R R T 24 (I R 43
B SHRERT IR KB T FKS, F641Y, S645P
1 S645F [ZRAE,  F641S AL 55 15 22 BB 1 %
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