[m] 45 L5 % CE—H B REFFERD 20034124

N FIML3 5 |11 CRAE S0k 73 A AR 22 19 B T 960 i 24 11

B L A SR ER R P38 2 B R 2 ) R P AT, TR 2 IR S R A (1] o R 2 R P, S5 L 800 A T 2 R
(Candida albicans), TR ZHRERERRFEMEN 251, A dw s WL E BT 25T 5 (2] o AEUR 22 e B 14 550 S8 WARTT 25 1 (10 3k 2B s A WLERATY AN T
(310 A e AR DRI AT AR I IR 2 1% 3 o 0 RRE M 245 P R B A st A LI, BRAT I S SR P T RE B AR 7 B 2o0) 28 A 2 5 T8 I R L IR RE R 1) 41
BUFRAHEAT T T 25007, ARG HML3B I TPCRIGEU T, )5 I FHRAPD200 4 13047 45427 (neighbor joining, NJ) HRIS4HT, MW
T

L ) RS WARF

L1 SZETRRE
IR R ARILA1RE, FR20014E1 H720024E10 A MEE —ZE B R BRVT S B SRR 11226 K 10 (1l (Va—01"Va—-08) . JR (U-01) . #(S-01" S~
27) . M (B-01) . B (St-01) . FOahfikig (A-01) . Mk (P-01) . MPH (BE-01) S5hRAH 4220, T BRI 8 I 1 28 45 T8 Wi 0 A} 32 H Bk
IR B AT N R 2 TR

1.2 SEEepRl

SI¥M13, 5 ~GAGGGTGGCGGTTCT-3" W B e W AEMH AT W AT, Sensi—discTMIRFIEIE HIEEBDAT, PCRIXFIE. BlRhE, W
Marker ¥l B IE R EY) TREA T, SULFIEH BRI AFAIRAR, Bl RNase. SDS. Tris¥W HSigmaA ], o HEAEERHEHOK
W HOxoid A ), ARG A 28— ZE B K2 2t Joeulm B g 16 oy il

1.3 EZUH

PEASOMIEIFX, s ¥V 85001 (SORVALL RC5C Plus), HEIRIEIZ 4T (SYNGENE) , UV-1601%445E51 256 A5 1 (SHIMADZU) .

1.4 BERRRACUT Y HOERBUR S

FOR AU AT, FRWN . BRI 25 nlZEBEE KT, FERRRISAI MR FHJCH AR K M Lk 220, 5547 [CE il
Ry FHTCHE R HEI O IE IR, T 2 AR BRI I b [REBE  AR  Tie ie  th R R AR S TR0 18T AN 3/NAS [T 7 ) (R i e L6 0 ° ) 2%
R2%TAHEO. 5 pg/ml3E 2= Mueller—Hinton (M-H) (B IEFIL, AFERRFEEBE R A — PP L, JESF LN 36 O iR T4 203 min, (HARGEIL15
min, KT K25 pe/ BN (AR5 F1 T AT R 6 7E SR P #4720 min, {EANAREKZER T ARS8 BRI DRAD) W 7E i 8 10 P I -, BT
BRA A SNBIR R PR b, 35 CHFE 18724 hy FI-RJUMEINEI B (GEmm/KT) . EFHE B P 0 sty S AR A IS BT (<20%)
A 2B . FBEMESFATCCO0028 (MM BRI HAZ (mm) A SR VFu BB 28739 mm, sEBG e/ AR misgs i, E M RAELX.

1.5 RZEEREBEDNA %

TR e e RF B EE R AIDNA R A3, U R0 T 8 S 4N M B ARG (Ly ticase) , RN T 8 CIBGKIAE R, SIRCCER5] o7, @ik
WF: WCRREYE T 1.5 mlRoE B0 N, Il K RXGEK, B, TOEYWET500 pl42B0E (0.1 mol/L Tris-HC1, pH 9.0; 0.04
mol/L EDTA). 100 pl 10%SDSFI400 pl&fbEr, A1, 50 CH¥E30 min (FEFA5 mindefE LIk, MHHAIEAD) s SRS BEUKKTP15 min, BO,
W B2, MRNase (50 pg/ml) 7537 CFAEM60 min: FISRMABIRRY @ &7 @ e lF (25 2 24 @ DALk, &7 @ e ls (24 0 1) #hig1IR,
EWON3 mol/LEETRAN, (FLREEN0. 3 mol /L2, SEFARITK LEE, —20 CRA: BOIUEMA K LREE2IK, ARG, WF50 ul
TE(10 mmol/L Tris-HCI, pH 7.4, 1 mmol/L EDTA), 4 CERAFHFT. DNAGERERAPENMT: AN BEVHEIID, FID, o0 THEID, 15D,
(R, AHEfEH=1.7, BEWIDNAZE, FLLMECL. 7, BEHIREG P St AR BAD, o SR T3 4750 pg DNA/mIWARHES I, A STDNAT &,
HARULMIDNABC AR50 pg/ml.

1.6 PCRIFLUE

ZEXUE[6] 71k, 25 pl BRBLEARL, 100 ngdE[MZIDNA, 2. 5mmol/L dNTPIEAH4 ul, 2XPCREEMHW12.5 pl, TaqZ &L, 25
U, M135[40.25 pl(100 pmol/ pl), ZEMRZKFNRLRMNAAF2S ul, 30 i ¥miEss, Prada mREHTEK EiiT. N HPE-480 #EH L
FHEATPCRY 1 . PCRAIEHZE A7 C 3 minTWAEYE, RJGHEAIIEIR, 94 CAME30 s, 50 CiBk1l min, 72 CHEMF1 min, FL404ME
B, BJE72 °C 5 mindEfi. 10 pl PCRA™H)T1. 2%BRllepisb ik, WAL ZBEHe(4, DL-2000 DNA Marker A4y TEbsuk, Wikeh RICEIMT
TMEIHBIRE ST ORGSR, SRHIRAPD200 KT AR B NI4T

2.1 AP RO AR
AR RFR AT O3 LB, JL P LI B (SHRE,  TRRME,  TRRIR) » SBIMHOBE (THRME,  LRRTPLBIkEE) , 2261RIL it 2y (12



RIS, IR, SERHAT, TARIL) , WIRLIPIRN. {Hfe e, SPIBTE DM IIMA LRI 2y, XRHSIRKFEEHER Z RN Zy, 1M
il 8 B BRI I 2 S DL RIS —, BN Sk
El LAGEEEAERFTHEREXRER
Tab.1 Result of drug sensitivity test of 42 clinical
isolates of Candida albicans using paper diffusion

method
Results Cases (%) Mean diameter (mm)
Sensitive 11 (26.8%) 33.63+4.21
Dependent 8(19.5%) 16.37+2.81
Resistant 22 (53.7%) 6.90£0.99

2.2 M13 PCRIEZ4EH

WETHHIA BRICHT R, NAMI3SIYPCRIGLEE, 16 LABIBRIFH G 4040 E BRI A LBIRR A, 48 H 24 B2 4%, KM T
250 bpF2 000 bpZ[A], &5i&KYEALRAAC P BUE 2 st e g5 nlkn, KRS ES20 bp i fEAE LBy, HohstRikiitk o, K
ORERAES 000 bp e A HHFIEAT, BB R HA A, I (gel pattern) b5 UL SR RN RUREME 259 I N PEA 55

B2 s 9 B HIRAPD200 R 3 M5 5, NIVAM IR e /NI 25 40 25, TR o BT (K0 /INBIOA ARG B 1, P 505 P b AR/ ] BB 1 [) — 4%
K. E2487R, ALERIRIRER T 43 AP RS, AR MBIE 5> S 8 I AR A R BUAMN 25, (HHPVa-03FIVa-027F Bl $2oRATfig R [A-—3k
W, M7 E58E (Va-04, Va—-05, Va-08, Va—01, Va-07) JH4— K, EayRERITR, Perm BB fIa i i vl R W 52 0%; WIRIH 7
BR26HkRAT, SHImUR, TEIMI, 116625, Hhs-05 (BUK) , S-13(f24), S-04 (4KH), S—12 (fKID A1 S—-07 (i 2) MR, $eR
T eI TRl — Wbk, AR 29S0T, 5 48S-09, S-18, S-19F1S-08JA%—3, 1B G2, XERR I A Ml e s (1) 1 bk 7 —
W, BIFRAN G R BERE, $easki R GE T ae e, I HABFAL 4 B T BIARASSBIRURR, LOIHIE, 4FIIRZ5, 43908 TASE LS, BIXLeks
ARZ I B SIS RAEE, PR 2 U (R, e I R 2 B (AR AT B2, SRR B I nI 2 SR - B2,
A 2 PR T (¥ i 25 LA AR BE DRI AT 13RI s S 2%, A0 2 24 BT AR B0 ) — S A R A (KT R AR U S —28, ] ML 3B IPCRIB LT Fl -+ 9 FiRAT
I SR 250 T, (LS

M Va4 5-24 S-23 5-28 S-27 Va-8 Va-7 Va-6 Va-5 S-22 Bf-01 521 S20C M bp M B-0l S-155-145-135-125-11 S-10 509 S-08 S-07S-16 S-17S-18 5-19 M bp
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Fig.1 PCR fingerprinting analysis of the clinical isolates of Candida albicans
A, B and C show the results of electrophoresis performed on 1.2% agarose gel for 2 h, stained with ethidium
bromide. The molecular marker is DL2000
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Fig.2 Cluster analysis of 41 clinical isolates with neighbor joining method using RAPD200 software

3 Wik

I 7 ] 0 TG 0o M 2 T T T 24 ) R RS URAT 0 2 R A e, T AR SO B0t RO AR AU, REASSIIR 22 R, DRI AN E YA S e B i PRI
22 PERE TR 2 LSO AQAEAS 4RI, FESWI I 43 WA 43 B8 1) VR BRISAT S0 MBI 24k, 0] T MA% 380093 IR V7 RITUST HAT — 5 I3 R
o MRLFERFRIT SR AE & ZERIT], Kb R ERE R, REMES, RWHIERERE, MRS RN 2 Em 5, e
BER IS AR I HE, 0 TIRIR IR IT A — € MR S

B TR L2 [ RE RN 25 (W TR BGTE 73 F KPR — A 2R 2RI R AR RIS . MR ERIDLRITE b k. F B4 i R AERE (14
DM) S22 £ [ RE A=W 45 B OB . M2 01 14 DM S SR Rk, BELAS IS B [ W2 ] LADM 2z i, ATl LAk vk . Har Rk g —
U 15 {1 22 R RE BRI P S 2440 DG I BE DRI A 2 B v e (8] o H AT THIR A2 P RERRDIE R A3 I 7 vEAR 22, i sAZ R . RABIE B R 22 A5 R4,
KB A N S e SRR ) 22 5 B — e e IR R SR, W RN S B IR T U, AR AT R R R (9] . W2
FRR T X LB R TE 0B E AU A T S I

PCRIRGUE AR RER Y R AT 7 RR AN M Ry B, AT REZSME R, Hars) R TEY SIS E . WRAEA W JEEEA. 1%
ROHT. ZAVESFRRATIN R A 2 A0 AR N HPCRIGEUEARI SR 2 W BF R 27k 5 BRI OC R, ARPID 2400, HALB sl fr R
AT IR 2 T A RO AR SR S TR A
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