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LBk EY A K, AKX T ML § 4 (transcriptional repressor, Tupl) /-5 #y 1 8 45 # % | # & B F (transcription fac-
tor,Cphl) /™~ § By & # 4 2L 7 % 7% & A % B (mitogen activated protein kinase, MAPK) 15 & # ¥ 3 %8 1 £ 4 K £ H (en-
hanced filamentous growth, Efgl) /> & By 3 &k B I% # /& & ¥ B A (cyclic adenosine monophosphate/protein kinase A,
cAMP/PKA) 12 € @ % .pH "5 ¥ # F & F (pH-response transcription factor, Rim101) /%ty pH £ £ @ % % 4 7 T4k
REEAKEELYRE BomWILE I M 4 f & & P450(cytochrome P450,CYP) Rk A x X B M H £ K fa 2 £ 1
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P €5 78 B T3 i DA T B IR 25 Dy B e A T A T
TEMEFL S Y1 b JLF— 2B RY AR A L 7E
PR ol 8 O N TP 0 R B v ml e % O TR R Ol 2
9o T o L I P AZ R L TR I B 286 R 4 B R e M e
- BB TSR K 3020 ~50% . Bk R 22 A4
PR S BRE M EEBR R, iR, ¢
MR NIHRZ —BE LIS BE, BY 18 35
A 25 R R B R 8 T B A7 R N 6 R R T 2
LR 22 4R (BT 22 R LT 22 ) 22 (8] o] R A7 08 A e ARt
WA KGR AR ). W 2SN A
AR, BRI D T AR B A A Y A s AR T L A
FHZ IR b A A W AR rh Y R 1 BR 05, R AT T B S
T, I 3 0 R S v 40 A gk a0, DA TR e 76k B L 42 28
HRERS M. HOEHRERE2ZIESHELZE—1
E R . ERANE LR AT 2 E
5T I X T 22 1) R A B R AR R G B Y O
5 3 AL 4E Efgl .Cphl .Rim101 FI2E B 14e-LH
AL B (1anosterol 14a-demethylase, CYP51) 45 &
AT i B 22 R0 0BT 5 1) B S 5 Sl 4y P -, X
FEDRAH B iy B9 45 DR A 46 Tupl %% 5% 8 55 5
(transcriptional regulator, Nrgl) Fl 224k A= K 41 ] K T
(repressor of filamentous growth 1,Rfgl) %%, B &
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FIR A W R Ik 2R ARG X R B 2208 S AR 1Y g
7134 M aE FEIREE SRR AL s - AN R L pH B
BEARLME M CO, 5, 2202 H 6 &K E R A 1L
oy B2 RER VR TI FMER AT S b A 2 Ak 4
BB TR L R AN R AR 2R B N TR 5 BRI R
R AR TR LT R A TR A B R R
FIH AR © AR 22 (992 18015 Tk B 2800 2% DD AH 5C
B HAR B BOR HLE R 56 20 2. I A SO
22 IV LY J2 TH 25 3R A 2R R TR 220 S B L (R 28
PO T BL ] L S B 8T 24 S A5 3 5 B iR 1 6
IR IR ROCR

1 ABERIXFEREZLEEBFENE

1.1 Tupl ARy EMEEE 78 Tupl /3 R
i P E T Tupl CRe SR AW il ) L Nrgl (DNA £
HEFDOM Rigl L [F & AEH] . Tupl #id Nrgl Al
Rigl ¥ 10 {225 e RE K . fEAEB S 454 T Nrgl 17
RBIR 22 R A, B R AR R TE B 2T Tupl
Bl GEASA, Nrgl AT L] il Tupl 45 ] 09 B 22 1 75
#% B (hyphally-regulated protein, Hyrl) . & & & H: 41
it 3 M 3 H (agglutinin-like cell surface protein 8,
Als8) .2l i {8 K 25 H (extent of cell elongation protein
1,Ecel) Fl & 22 40 g B2 T 4 (hyphal wall protein 1,
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Hwpl) %5 T8 22 4 5 5 PRI 2 St o DTG 410+ 22 0Kk A=
K., BAELKEERW,ZE37CHLED. BRFFAHA
AR I 2208 U W] U Nrgl mRNA Rk 7E 7
W 22 K E L Nrgl i i s S 37 i e el
e AR G 1 K L O 7 B 22 o A b DR R AIROK T 1Y
B AERF 2 i AF s R mYY . LR, Tupl
Nrgl B2 s Rk 25 19 11 65 73 B T 1 2298 i RE ) R
KA s B R B B B A0 . i A iR Kk B
Tupl 1 Nrgl A DLid i XF 5% 5% 9 95 25 H (transcrip-
tional regulatory protein, UME6) iy 71 & 45 , #5 il H {4
ATRTE W IR 22 3 B, Tupl A S 19 1
4530 %R 22 o SR A AL IR 7 A DNA 45 4 3L ]
PRENE AT A Tupl (Nrgl F1 Rigl J2 2% 1 i (14 5C f
PR T

1.2 Cphl + 1 MAPK {553 # Cphl., 5% %
kK F (zinc cluster transcription factor,Czf1) Fll 4= ¥
B85 77 (biofilm regulator,Brgl) 28 2 5 1F [1) 74
FEROCHE PR 1, 33K B8 0F ) 45 [H - BE B8 X A W) 22 4R 1k
IR ARG 145 S A 1 SN, SR — 2 N A AR AL
# 55 . Cphl /389 MAPK il %2 H 50 58 b 423
R WOAE Tl g AR R B 3R 1 0 S BR T L ] BT
MAPK {55 5538 M Cst20—>Stel1—>Hst7—>Cekl f& i
f& % Jf i Cphl %55 W 228 . #4320 #% b iy )8 45
PR R 2 U400 ) T 2208 78 T R AR 3 ) . AL B A X
S DR O ) 2% A8 A AE I 5 5 R 4TS B E R TR R
22, Ut WY I TE X 2208 LY 175 3 T AE 58 4 il i MAPK
I S R WA g M EAT Rk . DRI G20 B
() Cphl &5 PH JF AN A& B i 245 4 Y S AR RE 1A

1.3 Efgl M5H cAMP/PKA {553 Efgl (4R
A KA D FE S o 1 T 2208 35 A R A A
PR AN R4l i R e g3 1. B Y cAMP-
PKA 8 [, 2 i I 1 B2 5 fL B (adenylate cyclase,
CyrD) Lk Ras HHiVE RN Ras R 2ok & & £
LR, WEIREIERESE G ACUIR R 1L
B IG I cAMP #9455 18, AT c AMP K36 P 2R F
18 B JE S5 W 3 (cAMP-dependent protein kinase regu-
latory subunit,Beyl) , # 1 # i PKA /9 7> i fb T2
F c AMP A 1 B35 13 A 1k 7 3 (cAMP-dependent
protein kinase catalytic subunit, Tpk1) Fl cAMP & #i
M M B I 3 (cAMP-dependent protein ki-
nase catalytic subunit, Tpk2) , — & 7 /& £ 4= & Ff il 38
fiif 32 R SR A VR FHE . Tkl A B T 44 85 77
B 22, S 2 R S M 2 W T A2 T 1 5
Tpk2 W2 5 A S TR 5L b i TR 22 28 4, 2 A8 R
B B S Bl 4 R AT B R AR T Efgl
JERUE 3 F . BRI RIRE S E LI A

RFEY L Efgl MFIKZF 57 UTR A S0 BFHLH
¥, 5 UME6 5" UTR M 92, Efgl 5 UTR [
A R B 2RI L A Efgl 7 AR
SAUBH 8, FL 2y RE Y S AR T U G 5 AR AR AN i
35°C WG BE R S8 220k i AE 37 CC L G I8 S B AU
JEH AT BT I B 22, w0, T DL g
ROV 55 T Tl Efgl A 19 cAMP/PKA 55 i@
5 5 DT 30 3 1 22 1 2

1.4 Rimlol A58 pHESEEE HOSKREZE
A AN Tv) 358 A7 52 AL L A 3% gl a0 20 R RS 7 4 i A
pH fH (1 48 k. X Fh g 1 32 pH (7 5 % 3 & 12 10 4%
#il™Y . pH AR5 £ 2 H Riml0l A~ %7, 7811
TERI ALY 1) v BB SRR Rim101 3 i 2R K A
BN T 74-kDa M98 RS A R T A 6 BRI 22
ARAL s 76 5 fay T8 A0 BF T8 00 R M A BT R 00 R i Tk
65-kDa Y & [ i, BL4h, RIM8, RIM13 Al RIM20
(3 Bl & Rim101 3436 i 72 b AS ml e i o AT — A9 d3
O K 00 340 TR 22 L, DA T AR AR P 0 2 B TR R I B 4
ML FE e A L (AR A P EERE A K pH A
V0 H 3K A R A R T B 2208 B A B AT A T R R
s ANBE MARAS W0 Bk T . B U, %
Tl 3 22 Rk e i A B0 75 T

2 HERXKEEZLE5FM . EBZHNEREEIE
2.1 CYP FHEFEH X 4 6 & Bk 0 o 22 KRR &1
PAEE A I A 0 T B A R . B R BARE T
T LT R A T S LB I N S AR L S AN Y £
AW g R E B R, S EE CoA 2152 M
S, HoA YA i AR R A HoS R RE TE R RE A
o AW A S 3 AN B By i) & A TE 40 Y OR [ 1
ALE P n s 1 TR

2 Acetyl-CoA Erg9 |
Ergl0 | Allylamines N Eibs ene
Acetoacetyl-CoA EE 'QIA
Squalene epoxide
Ergl3 | Erg7 |
Statins Hmed ZMG,CDA Lanosterol
Pl l\ilevallonate Azoles | Ergll | +30; heme
4,4-dimethylcholesta-8,14,24-trienol
Ergl2 | Morpholines — Erg24 }
Mevalonate 5-P 4,4-dimethylzymosterol
Erg8 | Erg25 | +30, dife
Mevalonate 5-PP Erg26, Erg27 l
Ergl9o | Erg28, Erg29
Isopentenyl-PP Zymostero|
i1 | Erg6 |
Dimethylalyl-PP Fecosterol
Erg20 | Morpholines —| Erg2 |
Geranyl-P Episterol
Erg20 | Erg3 |} +O, dife
Farnesyl-PP Ergosta-5,7,24(28)-trienol
Ergs | +0, heme
o —
Ubiquinone 2 Ergosta-5,7,22,24(28)-trienol
Dolichol Erga |
Heme
Prenylated proteins Polyenes — Ergosterol

Bl MEBSTOXAGRENERER

CYP51 J2& ELAZ 40 i v 2 i f &~ 1Y 40 T (8 %
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pAS0 BN, oA 5 T 2 MBS R e B S
BEES L IRIT AR TR A B, A CYPS1 (Ergll) it 2
SCE R LR IR )2 1 22 A S AR 2 e
ANBR A A 22 K R 2B M A K R AR 1. ROS T BR Bk
B s DTG S BOUR 9 5 ) BRI, e 22 02 i e 1
PRI 24549 GO P R AT L G % B v ) R T3 G A
5 Ergll gatt i i 21 28 48k 36 M o0 45 6 Rk B AU
T 5EM O B S5 A DT S R C-14a A2 1Y
FA R 8 I Ak R I 5 52 T 5 B 0 A A L S Y
B 2 i — 20 5 e 20 i R ) g 0 kL R S B0
SR AR Z I, A, Ergll SRS KRB 9% 8% B b
20 it A A R SE I AR N G KT T Y Ergllp #40
HIEE, & 42 b ) Ergbp. Erg25p. Erg26p, Erg27p
Erg3p 55 HoAth 5§ 7] LU A B — F 40 ) 20 78 09 A7 75 65 B
[lda-H £ 8-24 (28) IRl . B R HA G S
WA R ZME2 ) R’k CYP51(Ergl D) X il A9 8 5
PR R 0 T 114 5 A MR S TR R T ) R R
2 BT 24 W 410 1) TR 22 1) O B

2.2 JKfEEEX A SR H Z R ELBMIEE  F
1R8I H O R TR 1A 17 22 B B ) E AL Z —,
38 32 o3 WA R A& R R 3 1 i (secreted asparty protein-
ase, SAP) B iE A B(phosphohpase. PLB) i [y Al 45
25 TR i A IR L R AN A A 25 K TR B T 3 T AE
TR 22 (A1 AR AR 22 R R ) . Sap 19 5 2R 1K Bl
T PEBE A B A 22 P i A M B R PR o T
P16 A BR A AR A R A SR [ A 3 o e 5 L 286 B R
AAZIRE T L A2 HE (6 4 2R 8 6 1 42U 1R 28 A
REPEIR . Sap B 10 A4S Sap HEPH 4 5 AL G % T AE
MR I 3 (05 BR T 0 6 Sap B9 BE S R Y . Sap
TE T B AH R TR 22 A8 (8] £7 7F 25 5 P 33k, 0 Sapl-3 £ %
FIR FREREA 5 - K 3 R 4 10 I B R S 220k
f %5 A8 ) 3 B G g Efgl WY Sapa-6 A A0,
ABIRAMI G %59 ES2 T, Sapl . Sap2 5 4= ¥ i i) &
B B R AR 2 R 7= AR %, Sap9 5 Saplo
AW T B I 76 P16 8 2R TR 20 i R 57 1 LA
Fe 5 N L R 40 M A R 40 R A A VR R A AR
RS, HeAh, Sap9 i 2 5 10 2 2R TR 2F A I A
8l rb PR R 4 B AL B TR 22 Ll i EFGL A |3/ cAMP-
PKA &4 X5 I 7% 7 22175 3 f AR B )i . PLB )
7K i g R I ILB M Tl— 7 T JEk  U P WT DA 43 A S A
L S8 B 5| A 3 375 e 1 4 v A 5 M B 4 2
FLESTRE R A H2 BB LS 20 W5 I8 B B B 1
TR e R 2 TR R X B A R B T A 22 R
PR L W TR T B A5 7 =5 400 BB A B 405 % L S A
T HEER R Al WL 7K i il b BEVE N 259
5 A9 AT fiE 2 B2 Sap.
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FI SR R R R Ge F 1 ) — E LR BT A
B FERME SRR, O TR A T KR Y 4
BEE M ORER M R M 2B . H AT IR
A ZE B K 2 B 5 K FE T 1 (agglutinin-like se-
quence, Als) FE R Z WK, K& H O 8508 i E
ST A O 2 1 T A0 M 3R T 1Y 22 R RN IR AR L X fi
FIZF R AR Z HAFM a5 i 40
FTE 7RG B Oy T B A, Hob, Als3 4
25 10 BR T BT AR W IRIE R 45 28 Ak 3R By
ZUREAMBER AR M, 2 — BA B ERZBINGEN
(5. PHAN Q T AFH B, Als3 J& (& Bk
R 5B I 45 47 P B 0 L T B 4 R A48 i A 5 JBT 1) O ek
BELAFLE 8 R AR TR L, 5 E
i M Y E-ES A AR R NS R R L1256 RS B 2R
FA SRR IR N AR E T 2 0 B 62 BRI AR N
IR R R o TP P Nl U (B R c B i N
PR B 3R B, BT A & Bk AR e P R AR Y
Als3 1R 2258 53, i Tupl . Nrgl fl Rigl (7§
2255 S VAR P ) R U R S T 2208 R A
¥k 1 Efgl A1 Cphl W5 FIRA SC U 2 fros.
Als1 Fl Als5 AT 35 5 P B 40 59 9 A 46 L B 5 45
KB s 585,

M2 Als3kzxth#FTHEEHE

HAT W25 50 RUR B 22 55 S PE Y Hwpl CR 22 40 Jifg
BEH DERF TN EZEFMR W2H2Z2EH.
SEME A A ) 58 R Ve B e R S T T Y . Hw-
pl il AN AR IR W 2 S e A e R
TR VA A 25 B, DT R A PR B R 5 A A S
R, EAY BIE NS R P, Hwpl, Alsl. Als3
ECE1 LA H 445 & 1 5 & # 2 AT ey /8 e, wr
Wy Als BEZ SRS 1 H B i A AR L 02 H i 25 i
TR R S L A
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