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pathology, 2. Forensic pathology, 3. Surgical pathology & 4. Experimental pathology % 4
BN FRALSEAMARBARRE10%) -

B45] 5 #5T fE 35 B2t B 48 45 69 J& Bl (causes of cell injury) » £ 3R\ S mfo i X ZmEH
162 (10%)

Wl ARRASEKR SN LEE R BT L EABBR (pathogens)? = & 7L14 £ 1b(post
mortem change)3|#? FRABH X ARR AL REELZ £ EHT? (10%)

#3R,8 4738 Chronic-active inflammation? 3 3% 84 4 ¢ 2& inflammatory mediators -2 ¥
B EE? (10%)

# K4 € % 4 Johne’s disease & X ZEEARBMAM A MEFUAR AR AELE I RBREH
B R M X B 47?7 (10%)

3% P 544 4 Feline Infectious Peritonitis (FIP) £ difT#m B LM ER? ARARHIE
fT? F8t B HAMEASRKREREEILATE? (10%)

35230, 80 47 35 BE 78 M B % 4% B (paraneoplastic syndrome)? 3 E L 2R M
(systemic) ~ P -7 (endocrine) ~ F #(skeletal) ~ 7 & (neurologic) ~ f2 % /3% fn
(vascular/hematopoietic) % & /§ #(cutaneous) i & i & 5z 1& 2£(10%)

HMATIH O B ie (heart failure cell)? 3 353084 5] 5 &9 4] SO AT ) 69 B BEHE?
(10%)

&8 2013 £ o R G SOIE)BRE L F LYW RAHRBE KRB » FHAE
R At 7 32 A0 BR8] 2(10%)

10. P E# 2018 4 8 AERBHEFHBEATE  AFRRBFMEHAAR  FLLTFHE

& 8% 8467 (10%)
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For the first 60 years following its isolation, Zika virus (ZIKV) remained a relatively poorly described member
of the Flaviviridae family. However, since 2007, it has caused a series of increasingly severe outbreaks and is
now associated with neurological symptoms such as Guillain-Barré syndrome and congenital Zika syndrome
(CZS). A number of reports have improved our understanding of rare complications that may be associated
with ZIK'V infection in adults, the areas of the body to which it spreads, and viral persistence in various
tissues. Likewise, studies on the effect of ZIKV infection during pregnancy have identified risk factors for
CZS and the impact this syndrome has on early childhood. Understanding these outcomes and the factors that
drive ZIKV pathogenesis are key to developing vaccination and therapeutic approaches to avoid these severe
and potentially debilitating symptoms. (Adapted and modified from Viruses 2019, 11(10), 886)

- HaTHzRFET EB @R FefdArsFzALEE (5%) -
(A) Coronavirus (B) Orthomyxovirus (C) Flavivirus (D) Picornavirus

ZFRERRRITHA A ERAR AL R RN TRRAAME? (4%) -
W~ R FEFE-AREETNEER  (BNE 1% % 8%)

1. %7 7% %48 % 38 # (replication cycle) 544 ¥ » F 547 & £ 5E ?

ABEFNAAEZHE Ik IRETHFEENES > UENEBEA -

(B) A& % % A #f £(envelope) & & & & 31 & (nonenvelope) &1 7% #- 4 7T 4t £ B endocytosis A a RS °
OB UM ENEAEERAEIE -

D)EFEALmp N EE REEY R FBENE  LBEBREBE > FREBRI b BRERSS— 1B
;A

2,317 DNA j% #0940 » T8 BIE T

(A)DNA % H 9B LA BN m B N 4 E R AR EER FHR R AL -

(B AR 45-i% pk 28 84 7% % & 7> DNA 75 %

(C)DNA j% # £ 1 7 3% 4% (transcription) 1k B 85 3£ 74 7 BA B8 09 PS B M B A1 -
(D)DNA 7 #6945 # (replication) i@ 42 Fv 4m s DNA #4945 % i@ 2 JF ¥ #8/

3.7 RNA B FHAH » THTHEAEIE?

(A)RNA 5% %48 # 748 2 RNA-dependent RNA polymerase 2 Atz H A5 8 8% > S dmpn

& o

(B) A 3R 489 RNA J% #6948 8 BA4R 4L fe 0 G 384T o

(O)F%H A E RNA & # R & & %69 RNA 7% % > a9k B (genome) £ B N fm i th » 2L JB L X 84T
% 3% (translation) A 8 % 2B WBBA EHEEE -

(D)3t 3k 77 49 RNA % #4F B4 S’cap BLR 3’poly(A)# 15 -

4 #17> R 3455 9% F (retrovirus) 89 453k - F oM £ B3E 7
(A)B 425 %8 £ B 7 RNA 7% F °
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O LB EeBELHE T 0B K5 284 reverse transcriptase °
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S.FHHR—#mELTHETARE P25 4L Tcap-snatchingy 4R L ?
(A)Orthomyxoviridae

(B)Coronaviridae

(CO)Flaviviridae

(D)Reoviridae

6.% T 1£7% 5 B 2 e B ) #A4b » R R E One-step growth curve > € #1 A F 7|2 — x4+ 7
(AYM.O.I(Multiplicity of infection) =1

(B)M.O.I(Multiplicity of infection) > 1

(OM.O.I(Multiplicity of infection) <1

(D)sX k¥ 3k

THP R FRERLABALTIUTERR?
(A)Retrovirus — ;& 1% 3%

(B)Japenese encephalitis virus — #& K 1% 4%
(C)Hantavirus — % B 1% 4%

(D)Togavirus — & & 1% 3%

8. TF 51K Ml /& 5% A R J 3 th B HHoT & SEE 7
(A)Canine distemper — herpesviridae

(B)Feline infectious peritonitis — Coronaviridae
(C)Classical swine fever — Piconaviridae
(D)Marek’s disease - Adenoviridae

A-EMEBETHLRAGEUT7TELHAE T BFI4M) (B A 2% £ 8%)
(1) Structural protein of virus

(2) Pathogenesity

(3) Nonstructural protein of virus

(4) Inclusion bodies

(5) Syncytium

(6) Virulence

(7) Multiplicity of infection

X HMPA BB (10%) 0 AR E A ENE 6t B o 1535 (8%) °
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The presence of microorganisms inside blood vessels is a major threat to the host organism, as circulating
pathogens can concomitantly infect several organs that are crucial for survival. Immunothrombosis — the
local formation of thrombi in microvessels supported by fibrin generation and the recruitment of immune cells
and platelets — represents a mechanism of intravascular antimicrobial defence. This process is specialized to
suppress the dissemination and tissue invasion of pathogens and the circulation of damaged host cells. The
involvement of immunothrombosis-associated cellular mediators (for example, neutrophils) and molecular
mediators (for example, intravascular tissue factor) in pathological thrombosis suggests that the dysregulation
of immunothrombosis forms a decisive biological basis for thrombotic disorders, including venous
thromboembolism, atherothrombosis and aberrant coagulation activation associated with sepsis. (Adapted
from Nature Reviews Immunology, 2013:13:34-45)

~ HRAE K% & (Gram Staining) A % &R RIHE? (10%)

ST 5 8 E P BGE 2 B ARFE (10%)
Pasteurization
Immunohistochemistry
Immunofluorescence
Pathogenesis
Microbiome
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Many are frustrated with the lack of translational progress in the pain field, in which
huge gains in basic science knowledgé obtained using animal models have not led to the
development of many new clinically effective compounds. A careful re-examination of
animal models of pain is therefore warranted. Pain researchers now have at their
disposal a much wider range of mutant animals to study, assays that more closely
resemble clinical pain states, and dependent measures beyond simple reflexive
withdrawal. However, the complexity of the phenomenon of pain has made it difficult to
assess the true value of these advances. In addition, pain studies are importantly affected
by a wide range of modulatory factors, including sex, genotype and social
communication, all of which must be taken into account when using an animal model.
(Adapted from Nature Reviews Neuroscience, 2009. 10, 283-294). (10%)

. The large differences in cancer rates among countries, striking changes in these rates among

migrating populations, and rapid changes over time within countries indicate that some aspect of
lifestyle or environment is largely responsible for the common cancers in Western countries.
Dietary fat has been hypothesized to be the key factor because national consumption is correlated
with the international differences. However, detailed analyses in large prospective studies have not
supported an important role of dietary fat. Instead, positive energy balance, reflected in early age
at menarche and weight gain as an adult, is an important determinant of breast and colon cancers,
consistent with numerous studies in animals. As a contributor to positive energy balance, and
possibly by other mechanisms, physical inactivity has also been shown to be a risk factor for these
diseases and in part accounts for the international differences. (Adapted and modified from The
Oncologist, 2000. vol. 5, no. 5. 393-404). (14%)
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S 9

8 3 4= B, B 22 (Cytoskeleton) & 2 54 f& B 47 = (10%)

Hh AR AT 45 A &9 B A% K cell line derived xenograft & patient derived xenograft &9 £
B B BAEF &R EE - (15%)

R I F B ko 4T 25 R AR RS/ fm BE, - (10%)
3% 37,88 47 3§ %= B /8 < (apoptosis) » & “#(autophagy) * 3% FE(necrosis) © (9%)

2016 F A RELBEE T HBAMTAEERLREAPSRBEEE . @8 %% ERY
BRI EROMRELETRAPE > FHEAFTHR A0 A BRI HBEE A RAP B IR
et R R IG BRI F & o (11%)

FHTHFRTTEEIBMREL  (5%)
mRNA, tRNA, ribosome, amino acid, P site, A site, peptide bond: 3F#| A Eik Z2 427 » 3k &
#% a6 3% 3% (translation) 49 i& #2 -
primer, primase, DNA polymerase, leading strand, lagging strand, Okazaki fragment, ligase: 3%
FIR b3k 2 3257 o 33 A A% e B DNA 48 (replication) % i@ £z o
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1. RNA polymerase
2. ribozymes

3. TATA box

4. intron

5. RNA splicing

6. restriction enzyme
7. insulin

8. thyroid hormone
9. telomerase

10. reverse transcriptase

B R (RES-RATZER) (10%)
1. F 5|4 %4 4 7 H A% ba i b4 #a f A% (nucleus) A > 38 4o -4 4 2
(A) Transcription
(B) Protein sorting
(C) RNA splicing
(D) Poly-A tailing
(E) 5’ capping

2. Bki% (pulse) X 4r H LRI EAA?
(A) /& (blood pressure) °
(B) i i £ (cardiac output) °
(C) 4% 5 F (stroke volume) °
(D) =% ik # (breathing rate) °
(E) = 3ki® & (heart rate) -

3. {728 T essential amino acids ; ?
(A) ABEFRREBAT A RS+ AR AR -
B) 8L E S HEERIEINR -
(C) FuN#EAART » HEFPELETESHTLEAR -
(D) 4 B R AR FAAESE QDI -
EB) #E—HEHhms - EAFELATER  LEKR Y TR A8 -

4. fiR ¥ AL BHHE e FRT FTHEERT
(A) fuik + 5% B § Ak (bicarbonate) 8y & [F1K o
(B) fn%x % (hemoglobin)¥ £, &9 Fe f1 3 o -
(C) ok & 5 F (acidity) 3% Au o
(D) ok %% B B (carbonic anhydrase) 4y € 3 fu °
(E) A BB 3k -

% 2 A BEHA » Lo
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5. Fal 4 Rt 52 Bl - TH8RY
(A) kB (uric acid) — =T B 5T #(precipitate) & X 47
(B) k% (urea)— &M # £ (ammonia) & /| o
(C) ek —ABREFHK -
(D) &—HiENK-
(B) fkBs— Eakdkhing > FHEAKED -
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