3 EAL106% F EAR 3 A F HHAR

ﬁ___ gk B 2 hFR: ak@g‘frﬁiii%"ﬁ%ﬁmﬁfrfﬁéﬂ -
A B 1 3T S T AsteRER | A
1. 4= 83 5t (necrosis) B 4= A, 8 < (apoptosis) My H 3 A 4k 5 B 2 R B) Z b 8T

AR 7k e B2 LA R EARHME 22 (10%)

E B AT B 2 Bis B 4 M (fatty change) SiL AT 88 3 # (glycogen deposition) 2 /] BR &
BERERICAMER (HEHad R B E o FAZEMEBIRA) (15%).

WA e BB N AR RMAEEEBIPXRAXLE? &4
fi& 78 4= B 2T K& 7 22 £ (morphological pathology) 35 B 45 8 B 4T? (354 i e i,
Y B 0 EARBEBARA) (10%)

BEAR L o BEE & B ook i gk R R £ F] 0 R B Fﬂﬂ%&%ﬁmﬁ%ﬂ
WpRAEE TR AMABERATHELCIEBERER  A&RBEECEHE
1 s8R ) R T AE1E A AR 1P (15%)

¥ edema &9 & RJR B A FReL? H M acute inflammation ¥ inflammatory
mediators # 2k vascular changes % #8344 %] & 1748 B 1£? (15%)

33 Feline infectious peritonitis (FIP)8y £ B AR R e Bm B £ 816 E R0
R AIERBRREATER 0 BHBTHEE R BT & R MH o 22
(15%)

3 #445) 3t 44 3t Granulomatous Inflammation & & Py AR 51 40 &% 75 38 £ #41L?
(10%)

3 44 3 transmissible spongiform encephalopathies (TSE)7 P A& 4% 4& % %07 i %
iR B A eIt iR TSE X BmMH7? (10%)




B3 K% 106 45 AR L3148 4 A3
#HAMEHS AR BREREAMERARAT L

A#BRAEE 2R

AP A0 A 5t Ak

—~FWEAEEX - (10%)

To co-exist with their hosts viruses have evolved diverse mechanisms to exploit cellular processes
and to evade rom host defenses. One such central cell pathway is an ancient degradative process,
designated autophagy. In contrast to proteasomal degradation that specifically targets ubiquitinated
proteins, autophagy is mediated by the lysosome, which serves as an end point degradative organelle.
Autophagy is thus a catabolic process that maintains cellular homeostasis by degradative removal of
damaged or excess cellular organelles and protein aggregates from the cytoplasm, thereby enabling
cell survival. Both cell culture and in vivo studies revealed the fundamental roles of autophagy in
numerous diseases, including cancer or neurodegeneration, in aging, but also in innate and adaptive
immunity to pathogen infection. (Adapted and modified from Cells 2013, 2, 83-104;
doi:10.3390/cells2010083)
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1. Which of the following is true ?

(A) Viruses can only be cultured using cell lines.

(B) The presence of cytopathic effect is the only way to detect a virus.
(C) Viruses have their own metabolism.

(D) All viruses are obligate intracellular parasites.

2. Which of the following is a negatively stranded RNA virus ?
(A) Picornaviruses

(B) Orthomyxoviruses

(C) Coronaviruses

(D) Flaviviruses
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(1) Epitope
(2) Superantigen
(3) Membrane attack complex
(4) Type II hypersensitivity
(5) Interferon
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Autophagy is a cellular degradation pathway for the clearance of damaged or superfluous proteins and
organelles. The recycling of these intracellular constituents also serves as an alternative energy source during
periods of metabolic stress to maintain homeostasis and viability. In tumour cells with defects in apoptosis,
autophagy allows prolonged survival. Paradoxically, autophagy defects are associated with increased
tumorigenesis, but the mechanism behind this has not been determined. Recent evidence suggests that
autophagy provides a protective function to limit tumour necrosis and inflammation, and to mitigate genome
damage in tumour cells in response to metabolic stress. (Adapted and modified from Nat Rev Cancer. 2007
Dec; 7(12): 961-967.
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(1) primase

(2) TATA box
(3) intron

(4) tRNA

(5) exon

(6) RNA splicing
(7) RNA
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1. WA E)(RNA RGN —HEFAERRE?
(A)Ribozyme
(B) DNA polymerase
(C) RNA polymerase
(D) Aminoacyl-tRNA synthetase
(E) RNA replicase

2. #:#X DNA B4 # % (double strands) * 125K LR F & + — ik £ & & 4 4 s (protein synthesis)FF
FZME o sb—T ¥ mRNA 4 & 2554 (template) 89 DNA A& @ # X2 %
. (A)Noncoding strand
(B) Lagging strand
(C) Sense strand
(D) Coding strand
(E) Leading strand
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3. TFHIEMSE AN A a0 fa B A (nucleus) X o IR AT 5] b 2
(A) Transcription
(B) Protein sorting
(C) RNA splicing
(D)Poly-A tailing
(E) 5’ capping

4.  BATTF 7 — @ B B0y 8594 78 A 2] 5| F(primer) ?
(A) Sanger’s DNA sequencing
(B) Southern blotting
(C) RNA interference
(D) Chromosome walking
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5. S FAE IR A X 69 HE f (gallbladdern) 2% 0 % B R IE L B — R I/ ?
(A) B B3 (fat)
(B) 7k (water)
(C) % & & (protein)
(D) #& # (starch)
(E) #%& %8 (sugar)
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