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AIESHREBERK MAF-1A XA GBAKEEF TSN
FA  FEM A FLB RLE W (550004 HEH, BFAESER PR TRRSIRG 2 HeE )

[HE] HIY WEMTFIRA T4 MR E M E K MAF-1A 3 (A @S ERE SRR I, 5k LA G SERE
ATCC10231 S50 i , Kl MAF-1A 75 MIC %5 T A [R] N [] 3 60 38 2R B A0 #6011 2 R S 2R AR R i FR 3 1 Wl i
THE, WS MAF-1A BB S BT, IR AR AN G 22 A0 P C S BRERE AN 1M R0 B 20 M0 8 3 A8 1k 5 7 i) 8 7 Fet B e
(fluconazole ,FLC) il PBS Sy FHPEX MEANFAVEXS I . S5 MAF-1A fE B @SR E G, 70 A R M ZFE R RN TH
PEXT RRFNB R XS HELL (P <0. 05) s MAF-1A ] Jafi /b 11 (5 2 R 8 B R A4 7 22 R 2 X A I L i 2 D P RS
LD P B AR A SRS B T8 T T 22 AR 40 (P < 0. 05 ) s MAF-TA FoAb 3 1 (8RBT , 0 N A - 1 240 e s s s /b
T MAF-1A TR ARG HIE(P <0.05) o &5i  MAF-TA AT 90 A 008 2R B 61 W9 2848 100 L R A 2 e
B ELE BRI 5L B A RS R BE 77, DA T2 IR 1 € 25 BR B A9 200 g

[R8R ] i PUOLRIK MAF-1A; (SRR, Bom ik
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Effect of synthetic musca domestica antifungal peptide-lA ( MAF-1A) on patho-
genicity of Candida albicans

Luo Zhenhua' , Wu Jianwei’ , Fu Ping2 , Guo Guo’ , Jiang Shan’ (' Ceter of Experimentar Training, Faculty Department of Medical

Bioengineering, > Department of Parasitology Guiyang Medical college, Guiyang, Guizhou 550004, China)

[ Abstract | Objective To probe the effect of synthetic Musca domestica antifungal peptide-1A (MAF-1A)
on the pathogenicity of Candida albicans. Methods Blastospore germination and germ tube formation of Can-
dida albicans ATCC10231 were detected and fungal numbers of adherence to human buccal epithelial cells
(BEC) in vitro were counted for yeast form and hyphal form of Candida albicans respectively using Wright’ s
staining after exposing to MIC concentration of MAF-1A | with fluconazole as positive control and PBS as nega-
tive control. Results Comparing with the controls, MAF-1A significantly decreased the blastospore germina-
tion and germ tube formation of Candida albicans (P <0.05), and reduced the numbers of both yeast form and
hyphal form cells adhered to BEC, showing stronger inhibition effects on the yeast form cells than the hyphal
form cells. The number of Candida albicans adhered to BEC in the MAF-1A pretreatment group was less than
that in the MAF-1A intervention group (P <0.05). Conclusions MAF-1A affects the pathogenicity of Can-
dida albicans by inhibiting blastospore germination, germ tube formation and the adhesion ability to BEC.
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BRI PERE B I B IR R RE ', Bk Ix s
254l 41 RE W8 4 ) 60 A BR A A9 A K Bl R B0
P, {H B T 24 AR 0 7 A 24 W 2 AR FH b 24 ) 55
MIC. %5 i A5 [ B0, e A5 AF 28 N 53 DA i i A2 4
TG A A S PTER 2

1993 4F Tijima %517 1 Yk DA BRI 2 H i ik 0 53 25
AT SR W N 2K B oA 44 O AFP
(anti-fungal peptide ) , Bifi J5 AH 4% M AS [7) 4= W) 43 55 HH L
AT E R T M A9 BT E B KU Drosomycin . ABP-cM4
Magainins %5, HATAH , B0 5 P K 32 2258 1 % IR LR
AR L BT E Y o Le-Lay % BF5% T SLER A
FEHERPUIR IR Nisin Z $TERAE R, &AL HE A0 il
P ER TR A AE K, 3 8 38 A 1 DR P 20 b 3R T 454
TG o A8 K TR I B R ) TR 22 AH ) A% AR . MAF-1 2
CARPETE T e DS 4 HL i bk B P A3 S A B 4T LR
K, G5 RFIE SR ST T H A IR B PR IKFN S, Gen-
Bank %55 HM178948"" | A oY 2E % MAF-1 fift s
o BRTREL RE 45 A i 575 128 ~ 153 fi 26 /24 K& 1% ik Bt
MAF-1A JEF7F5T, 2 NCBI |y Blastn FoXT % #1812 Jik TG
AR E SR — 28 Z ik, RTA G B 220 &
P, MAF-1A Jy—PHES 72 o BEE LRI, P51 & 2 il
PEE SRR FLICHE N v & S & MR (Lys) , XA
AR BUBRR T 2GR B A BB . R T MAF-
LA T 8 8 3K PR 200 M 14 5% ), A S50 SR T AF
MAF-1A FHAIER T, A EOSBR A7 & 258 4R
DL oA B TRORS BN T R 280 15 Rz 240 B 1) 52 il , 9
AR MAF-TA 9 160 8 B B 20w 1 i AL, Sk ik
— AR s Hopt B 0 4y FHLEI SRS T AR LA, o 3%
FRIN G 2 R R 25 B AR

1 #MREFE

1.1 #4

1.1.1 SZESEHRR [ {0 & Bk 7 ATCC10231 ( Candida albi-
cans ATCC10231) fiy [ A 4 24 ks Bt

1.1.2 PLEFEIK MAF-1A I B Ik MAF-1 C ¥
128 v ~ 153 {3 Tfj BE 45 #4) 3 ik Bt , KKFKETADKLIESAKQQLE-
SLAKEMK, (i _F¥#A4= %) TR R4 1L, HPLC 4fifk )5 5k FILC-MS
Bk, Z S AL =95% .

113 EFEH B 55 5 . Vb IR 25 05 B R B 5% ik
(SDA) Vb IRA A HH 7 15 77 5 (SDB) K e REI2 1 A ik o) 2 A
B3R (YEPD) i A R A BR A w4 4 RPMT1640
BFREE(ER AW, A SRR A, S A MLAEN pH (Hik
#) , 2 E GIBCO ARt @HAIRHF : fa 2k i v (hoH U2
FHAY TR A s FHEME (Fluconazole, FLC) (35 [E SIGMA 7
A 3 B R AU (b U SRR A BRA D) , PBS 28 vk (pH H
7.2 ~7.4, LilFEY TRARAF) .

1.1.4 A DO - B2 20 0 (human buccal epithelial cell, BEC
4 fi) B R TR A 1 IR I B I R A i, A DR 3

JC T RSER IR, UE 1 JE A JE 2 A o

1.2 9&AZRA S fE L0055

1.2.1 FESTREBERMOE S S0 0]k
PRRUARAE Y H SR B ATCC10231 TG R #: 7 2 SDA K373k,
37 CHiFE 48 h & 95 BREUE KI5 10 1160 & Bk 3 7% 2 YEPD
VAR , PRI 0 4 40 3 vk 3 9 28 5. 0 % 10°/mL, B

TR IR R FE 18 ~24 h 5, IR IR D ik T R L ik
BE T WS B AH 20 LT B
1.2.2 @ IRMELENIER SH R0 kIt
PARCHE , B 0. 1 mL (S BR T (MM 5.0 x 10°/mL) 2
10 mL 37 C Hi# ¥ RPMI1640 ¥:5: (pH =7. 4,4 15% Jif 41
) 1,37 CIES g 5 d, AP 10 (4 12 h B 1K),
B U AP RIKS R SR AR A8 10 min J5, B 0.5 mL 12 Wik
B I SRR Th AR LRGSR R R PR A R LD R R SR
WA WU T VLSRRI, TR R 228 i
1.3 MAF-1A 3t& &A% F AT T £ K0 %0
B RBR R P 2 30 °C TR SDB 15 FR i b (40 g ¢
WeREH 5.0 x 10°/mL) , in A MIC ¥R J3 (1) MAF-1A (2 i 4Rk i
0.6 mg/mL)R5],30 C 180 x g fHIRHRZ 555, Ff KL 0.2,
4.6 h B, R IR 5 SR R T 1 R T MR
FREHLIT4L 100 A~ f b= A i 2F AR f 80, R AR il &
F o= (FAMFHE/ HESBRIAE) x100% . DL FLC H 259
X HRZH (B 24k B Sl CLST 42 B b W AR A B Tk M27-2A v
MIC e R AF W 0. 1 mg/mL) TG PBS Sy 11 %t FE 40 , 40
R 3 IR,
1.4 MAF-1A 3+ & & &R H 6 F B R Fa
S5 R [ 12 ) 790 LA sc e, 6 Bt S sk i ph &=

M2 He B 5.0 x 10°/mL) , A MIC i Ji i) MAF-1A ( J Jif 4
W 0.6 mg/mL) JR%5],37 C180 x g fHIRIR G G %, 75 [ hi
0.1.2.3 h Bl FIHEM A BUD B8 7 ik T B RME T
WLEEFNBELITEL 100 AR 7= A 1y 8 4R, 2R ETR N0R =
(R A B EED) x 100% , DL FLC (5 44k i H
0.1 mg/mL) 254 %f BRZH JCTA PBS g BAPEXS B4, - A
1.5 MAF-1A 23 & & &2k H 45 BEC 29 fe % v 69 0
%{[IS]
L5 1 AESEREEERME S RSN A A8k R
T BEAH K B 22 AHAM S, pH =7. 4 £ 0. 01 mol/mL PBS 800 x g,
5 minBL0 PR 3 U, T AH B T A0 R A Mk R 1.0 x
10°/mlL,
1.5.2 BEC 4B iiiles  SRAJOH & Rz d e ik
T T i LA 95 6% JE A B BEC 40 i, i B T 6 1 i 9
0.01 mol/L,pH =7.4 HJ PBS ZZ 1,180 x g,5 min 2.0 V4
3 KA TR 1.0 x 10°/mL,
1.5.3  MAF-1A THUT HESEREXT BEC HDRGRE ¥ 2
1.5.3.1 AESEREBEA AT BEC 4010k B i 32 m
43200 L {0 SBR A BAH R IR S 200 pl BEC 4HAEE:
WORA), A MAF-1A fiff 2y [ 43 53] Oy 3MIC (1. 8 mg/mL) |
2MIC(1.2 mg/mL) il MIC(0. 6 mg/mL) . &4 47 37 CHEE
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K547 4 h 5,180 x g,5 min &0 57 13, PBS i e % 3 kUL B MAF-1A fEAZEA 7= A2 55 PBS X B 41 b 35 AH I s /b

FEMIR A, E 2 B R A e a2 BEALIT %L 100 4
B A SRR B R BRSO . DA FLC (RN AW Ry
0.1 mg/mL) N 2%t IR JCE PBS Ny BAPEXT R4, R
1.5.3.2 PSR B AR AN X BEC 20 MRS B4 it 52 i

A3 BEL 200 Wl {0 BR BR A 22 M R R TS 200 pl BEC 41 i
BIRIRS), R8Ik b
1.6 MAF-1A F4E R & & A 2k 1 Ja *F BEC 4m i ks W
1.6.1 P S ER A IELE A 405 Xt BEC 20 MRS B 14 52 i

SRR MFA-1A 5 200 L ({0 S TR REA TR RR
A, MAF-1A 2R 435024 3MIC(1. 8 mg/mL) 2MIC(1.2 mg/mL)
M MIC(0.6 mg/mL) . RAHA) 37 CHHIEFE 4 h J5HUE,
880 x g,5 min BLLFF VG, PBS B sl kA 3 WK, LT, &
H SR E A 200 WL i BEC 40 i B iR 4 147,37 CIEIR
Ki#% 1 h J5,180 x g,5 min B.03F 1, PBS 2B il k4% 3 WL
TEMIR AR, P R B EC AN e €, 5 REALITER 100 4~ I
B AN, T ORGSR Ef Bk BB . DL FLC (R 203 5 Ry
0.1 mg/mL) A 25 %t BEZL JCER PBS Ny B M R4, S
1.6.2 P60 AR B b 22 A A X BEC 21 IRS BRI (1 5% i

FHIANRIREE MFA-TA 5 200 pL 1 68 58 2k TR 1 22 AH T B R
HEeR IR gy 77 N i
1.7 %itsH5 %

FHEARL, x x5 Fom, W SPSS 13.0 AR T4 24 b

P, 2H 8] BRI BRI R 5 220007, SN I RE A S BULL R T o
R, A K HE o =0.05,

2 HR

2.1 G&AhRWEIAAf R L AR ER
FEREFRAAE T YRI5 1160 TR D R B AH 55 D 22 AH 20
Hols % 18 ~ 24 h 5 BB AH 40 % AR 15 2] 100% ; 16
RPMI1640( % 15% /N I35, pH =7.4) £ 7,37 CHetis 3
5 dJ5, FOSTREE B A A0 M0E B IA ] 95% LI - (& 1),
2.2 MAF-1A st@ &A% A F AT ARG PR
PBS X A 11 €0 82k TR 40 0 B 28 A 0 1 Al B i 2 T
L PIZH, 40 A T SR R | 40 0 4 I3 43 A0 2440, 3 B —

(P <0.01) , 2060 Y FEH) BT 5310 Z5 0L, DTG EE A, A i
A 2 R RS ) ) B 95 25 401 3% 7 34 22 5 FLC. 4 24 4
FHIEZFE T MAF-1A 44 (P <0.05) ,{H 5%} IR 20 Lh 5 07 & %
WA (E1,E2),

b o)

P e S }/ :
O : J
@ (0}
®o '0®°
O G® \

° 8 ogf
Sl VR
2 A

A BERE AR B 240
1 FREEHTEHBXEKE ATCC10231 E3574W2E (LM x400)

F1 FEKRE MAF-1A X EHEBSHERFHLENZM
[n=100, (x£5)% ]

21 0h 2h 4h 6h
PBS %J fE4H 0 34.0£3.0 51.0+3.0 70.0 2.0
MAF-1A 2 0 11.0 2.6 18.7 2.5 24.3 +3.5P

FLC 41 0 26.3+1.5°  40.3+2.1%°  47.0+2.0"

a: P<0.05,b: P<0.01, 5 PBS s} @ a b4z

2.3 MAF-1A xr & & &K R 0 F B R Fa

A5 L 1 0 AR A L R 7 N I S K 2R A 50 Y s
PBS X HRZA ZE 4 4K, S 29 M BRI — 21, KW TRy 3 ~
5%, 1595 3 h I EZRE SR Y MR R 95% L I, B 2T HAl
PHAL; MAF-1A 4 2R BEAC A I 240, 0 TR IR 2 ~ 3 £, 35
7% 2.3 h B ZEE TR IS PBS X RRATAR L/ 6t B4, AT 2
225 (P <0.01) ; FCA d1#55% 2.3 h i) 2F 8 Az pf{ thn 2> F X ]
4, (HET MAF-1A 4, RG24 L (P <0.01) (£2,K3),

#x2 AREIRE MAFIA XN ZHEABSKEFERRENZME
[n=100,(x +5)% ]
205 0h 1h 2h 3h

PBS X 20 0 41.7£3.1 80.0+2.0 96.7 £1.2
MAF-1A £ 0 35.0+1.0 40.0 £1.5° 55.7+1.5%
FLC 41 0 40.3+2.1 57.7 £2.5% 68.0+1.7*

a: P<0.05, 5 PBS s} R0 k4%

A:PBS 21848, B:MAF-1A 43248 ;C.FCL &340 1. 57¥AFF
E2 AELEEZEETEF6hZEABIKRBFERFHER (LM x1000)
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A:PBS #8841, B: MAF-1A &% 21;C.FCL #3415 1 . 7 F 4
H3 FELEFHTHSS h SASEIREFEORA (LM x1000)

PBS X R&ZH

P

282

TR 2241

1.8 mg/mL MAF-1A 4bFHZH

FCL Zb 32

"
' - o i B
A 4 - .
P 2 1
. L )
e \
3 3 .
| i ~
f
(0 . .
Ala TN . . i

TR G EARE
4 THAHBIKFEBEGHERERZLMBEMMI MAF-1A 33 CEB MM (A £ E x400)

2.4 MAF-1A 2t & & &2k A 4 BEC 2069 % h
2.4.1 MAF-TA X [ £ 2Bk B ez B8 FH 40 RS B4 16 52 i
ZeFi FC Yt BEC 4 YL AR LT €5, 11 0 A BR R Y il 1, (I 8
ANERTA AR B A HORS B E A o JGI8 S T AL 2 AV
ZH,MAF-1A 253 B 20 (1) (A8 TR ARG B BEC 4 % & 5 PBS
Xit HEAL H AR >, I Bt 2 MAF-1A e J3 33 T K B 45005 36 0,
HWRBEEA 5 PBS XA W A St 2 L (P <0.01) (%3,
E4),

2.4.2 MAF-TA S [ €080 2R TR TR 22 A8 4H MRS B 9 52 i)

PR ZZ AR 14 8 AR BRT AT AR, 22 AR TR 4 K B A2 BEC 41
Mo b FET A SR FH 2, MAF-1A 443 i 25 40 At kG
H/0F PBS Xif HALL, Bt 25 MAF-1A e JBE 0 MRS BRI s 0ok, 45 vk
JE41 5 PBS X HRZ AR HATGii 148 (P <0.01) (%3, 4)
2.4.3 WAL T 4L A SRR R I R 22 50
MAF-1A -y B 4L T FH AL RS B BEC 410 (€0 4k B 40 i
HOR /0 T AL RS BHECR, B e T#8 L (P <0.01) , 1
FLC N THe 122225 (P>0.05) (£ 3),

2.4.4 VRS T AT 40 55 P8 22 AH 20 FORS B4 1) 22 5
T AR E T, 405 MAF-1A 21 /1 {088k

R R AR A0 RS B BEC 20 i %504 249 20 T B8 22 1 240 B R FA
i, HAGH AR (P <0.01) , FLC 2 [E] Ak B A5 £ 1A s 20>
TR, BAGA22 57 (£ 3) (P <0.01).,

£3 TREIRE MAF-1A Y& AR & RBRE M BEC 41 22

(n=100,x +5s)

- FFARANN R4

} Bl Tl e T
PBS X HEZH 34.0+11.3  316.0+5.3 341.7+4.5 326.7+3.5

0.6 mg/mLMAF-1A 4]
1.2 mg/mIMAF-IA 4 85.7 +5.12

114.0 £5.3*  164.7 £5.9*  195.7 £6.8* 249.3 +4.2?
122.3 £4.2*  161.3+3.2* 182.0 +4.4*
1.8 mg/mLMAF-1A £ 73.3£6.1°  105.0+6.6* 128.7+2.1* 141.7£3.1*

FLC 24 116.3 £4.0*  113.3 £3.8* 211.3£2.5* 217.7 +4.2*
a; P<0.05,%5 PBS xf i b4k

3 g

F OSBRI I PR L 2 S5 R EUR R 2 — o B
FEEAESE , F A SERE A EOR N 3R E2 5 HEmRE S
TR K TP B -5 T 22 A 22 I 9 B 4 L K 7 A
PEACHE = 1A L FERCEE PR R v, 10 A BR TR A
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SEABLTE b B 20 0 i e A i i AR XA
S OIESE, D-H R RE SRR BT F A I S
CUSIRTE TS L B AN BRGNS AR LS BE AR AR T
DR ARG R . ABTTELAR WK, MAF-1A
REAS A S A il (SR X L B AR MRS B AT
TERTHIBESE H A B, MAF-1A 5 1 3 @& 2R A ] S
BUA ARG T FE, AT REJE th T REAR 1 A Mk
A T AR AR T AT e 0 A R BT P e
Bk B, MAF-1A 15 405 40 i 3R e o', ik
FEIHLAE , 87320 B FLBL G, 7 AL A R
SRR BRI BR (B3R A 3R , $27n MAF-1A
] R S A A T /R 3 T i 7K A DA e AR R A 200 = T
Gkl Dl SRR L T B- A SRR R A
M FEEAR A S BR A BORG R VE . MAF-TA fiff F 41
L R A AT T K B 28R B A, ) BE 5 T 22 AR 4 i
PR RIFAER S HAT A7 1 T e A 40 L
(R B 3 45 4 oA S LWL A R itk — 2B B
FRATRI L2 MAF-TA J80/0 F S BREDRG B £ >
F FLC 2545 BRZ1 (P <0.05) , #2785 FLC H4 MAF-
LA RE A BRI (S BRIAS b B2 AR KGR
WFFE R, IR 228 8 A K i A S SR R I
SGR AEOW RE ST, T 22 R A5 ) TR A aE o A 2 A e
VDT 2 FORG B , 1 RE BEL 1L b A 40 0 A 23 e 2%
Pt FEA W20 M P AT BE A 288 I BT 22, DT
ZEFE HINE FANMAE L AR SEIG R MAF-1A
AW 28 A T A7 AR SR OSBRI IE W A AR K
B, [ AF 368 2o 400 ) 245 PO TS i, L L PR A 00 M 1) R
2o FAREAE , TIT R AR 1 (0 B 3R B R B ). MAF-1A 2
R Z W K AR BT EC B K MAF-1 () 254 DY RESRN T4
BT R Z K, AR W15 R U] MAF-1A 854 & &
PR 28 ZE R A FH 2 1 o-IREZ IR, (HLk = R A C-
U BERE AL A AE , 705 N DG e R I R | H &R
T, SN R T R I B T R, oYk
oc- R E A R T T A P e o AR R 2 i i A A4 i
BRI A R 45K R FEHL I AR . AR BRSE
LERA R TATHT BT IR MAF-1A, 7EXT (BRI
YR T AT HA R E RS E AN S iR
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