§ 4 EIRE 7 fEfEE LIPA 5628 9 8 1 4] i 1 2 B

e S N 3 hERE BT L
% &
Palip B R A4 L% - hv ¢ 43 F (Candida albicans) .- &
(=5 Y e m}ﬁalﬁl P 1%‘] V¥ i SRR B 0 BRE AT 0 slAs 2 B
Al R Ao %£$<wl*ﬁ A pEafh2 it eoniFmy
HI vy 4 :uﬁkp{:]mi’('}% g H hpra Eﬂ:m]blavt Al 2 B e nﬁ%" B o
¥ EFGL 2 CPHIL A Flig (Faldk2 (4 - BR®¥HF W4 2252 Fiseha
oo o2 Bl BHCA Y 2 R e ¥R R Rl REE R z%?lﬁﬂ"“ S
I w 7] Staphylococcus — aureus ~ Pseudomonas aeruginosa /% % E f] Hortea
werneckii ¥ - PnfEpEE kAL -,*'E’R)I%" AR > 4ertw 4 ,@Iﬁ‘xm},@\; A 2_ i
B Rte [ BRI 2 A L F e T LR LIPA -5 06 -8 20 iE
I BrafaAkFly e LIP i’xﬂrﬁ#ﬁ’ﬁ% A RE 0 Tt AR 2
T PIRERIFET afeprZ 8 Al avphbdie 7L F R Efsdar
FERLT B rafRprk A Fe 2o SRR LB A Y &oefgl 2 cphl fEA 7]
% %tk (HLC54) 2 2 o5 43k 5(SCH314 ) ~cphl % %k (JKC19) -~ efgl % %
# (HLC52) * % MRNA # JUsriiiiat— # 1 faipst fapd A 7L 7 2
3 &) i e njrﬂ}ﬁaf’ AR NEFRIEY > AR RE B Ve Rk F
3y 4 Ik s (Tetracycline-regulatable expression system, TR system) %
HfgdsF BB 03 B2 A )2 marker ¥ #  (homozygous knockout strain )
VR R A Feh i o T T2 R B EHRTIT PCR b B AT
LIPO & ehdcd+ Tl ¢ s 48 TR fxd>+ *7¥ 3 > @ LIP4 568 »
O 2 B R ATFINE S # et marker ¥ 3 - HFEFHTL REREFHFL
e AR B 2 B o B % Eo nﬁ'*ﬁf zt'\r] LIP4~5+6 -8~

QBEAER TG *TIMT Y AR LFN TP P Tt £ .



Mutagenesis analysis of the Lipase genes, LIP4, 5, 6, 8 and 9, for their
involvement in the morphogenesis of Candida albicans

Student: 1-Chin Wang Adviser : Dr. Yun-Liang Yang

Institute of Biological science and Technology
National Chiao Tung University

ABSTRACT

As an opportunistic pathogen, Candida albicans commonly causes mucosal
surface infections and is problematic for causing life-threatening systemic
infections, particularly in immunocompromised patients. The ability of C.
albicans to switch between yeast form and filamentous form has been implicated
in its virulence. In fact, it has been reported that the cphl/cphl efgl/efgl double
mutant strain of C. albicans is defective in filamentous growth and also avirulent
in a mouse model. Previous studies have shown LIP genes may play an
important role in the virulence of certain bacteria and fungi, like Staphylococcus
aureus ~ Pseudomonas aeruginosa, and. Hortea werneckii. In addition, the LIP
family of C. albicans has been:studied and L1P4,5,6,8 and 9 have shown to have
higher expression level during infection. on certain tissues, including RHE
models, mouse model, and patient oral samples. Therefore, this research is
aimed to study the involvement of LIP-family in with the morphological changes,
known to associate with the“virulence of Candida albicans. LIP4,5,6,8 and 9
were subjected to mutagenesis by‘homologous recombination. ARG4 and URA3
were used as the selection markers to construct the TR system and obtain
homozygous knockout strains. To confirm the constructions, the mutant strains
were assessed by PCR. The phenotypes of these strains were characterized and
analyzed for their association with cellular and colony morphology. The results
shown that LIP4,5,6,8 and 9 genes may associate with morphogenesis and
involved in cell growth under certain conditions.
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