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Aa (1-5). ESSAY.Write your answer in the space provided. (Choose TWO of five questions
To answer, 5% each) (73 )
1. The strategies that bacteria avoid of complement-mediated damage.
2. The antigen processing and presentation pathway on nuclear cell (MHCI).
3. The dual signaling required for full T cell activation.
4. Please describe the mechanisms how class switch is achieved on B cells.
5. Please describe the “dual recognition” model of the specificity of the cell mediated immune defense.
(1996 Nobel prize)

A. ( Please fill in the number of the first question that you have chosen to answer)

o AN .
SN
EEEE R

B. ( Please fill in the number of the second question that you have chosen to answer)

Question. (2% each). (****FHE /G E KR IEE HRA

Al. Which of the following destroys virus-infected cells?
A). Ty B). Ts C).Tp D). Tc

A2. Which of the following is involved in antibody production?
A). Te B). Ts C).Tp D). Ty

A3. Which one of the following causes transmembrane channels in target cells?

A). Hapten B). IL-1 C). Perforin D). IL-2 E). Antigen
A4. IL-2 is produced by T cells, to

A). Activate macrophage

B). Activate antigen-presenting cells

C). Cause phagocytosis '

D). Stimulate Ty cell maturation

E). None of the above.

Ab (1-7). MULTIPLE CHOICES. Choose the one alternative that best completes the statement or answers the
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AS5. Which one of the following cannot present antigens to Ty cells?
A). Mononuclear phagocytes B). B cells C). Dendritic cells D). Platelets

A6. Interferon is stimulated to inhibit
A). Prion B). Viral infections C). Bacterial infection D). Parasitic infections E). None of the above

A7. Which one of the following is secreted by TH1 cells?
A). Interleukin-4  B). Interlukin-10 C). Interferon-beta D). Interferon-gamma

Ac (8-12). MATCHING. Match ﬁve of the terms wnth the deﬁmtlons provnded below (2% each)

45

A8. Major histocompatibility complex class | A). Contains ITAMS

A9. Major histocompatibility complex class II B). Proteosome-degraded peptides
| ‘ Alo. CD28 ' - C). Expressed on professional APCs

e All. CD3 ‘ D). Costimulatory molecules

 ' A12 CD4 , E). MIIC vesicles

Ba (1 10) %EE(E:% —FE 1.54)) (PR

Bl. M- BEHHEEARANIFRE?
A) allograft
B) xenograft
C) isograft
D) autograft
B2. TFHM—RLE LR eY?
A) EXARAMEIGLEFT AMERREA THB bajiy
B) £ FHK R 42 &R H R B LHM— % &9 MHC haplotypes
C) ik graft rejection ¥ CDA'T tmfib B &R EE
D) spRABAMPE €514 8 1B £ AR E L e R E 2B A molecular mimicry 4 )& A&
B3. F #|#— 4% HIV(human immunodeficiency virus)#y 4% 47 :
A) 2B R fthamsh CDA'T tafity
B) HIV 4 i& & &% it 4= B 47 A%, multinucleate giant cell
C) HIV 4 4 % (diploid) single-stranded RNA 5 #
D) gp120 54 & gpdl T ¥ B # &t ta e
i E) A E%BE 1
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B4.

BS.

B6.

B7.

B8.

B9.

B10.

Bb (11-17). FEAE (=2 - — 14 - (Z

FTHHR—AERNE R AR

A) Hashimoto’s thyroiditis

B) SLE

C) rheumatoid arthritis

D) Wiskott-Aldrich syndrome

T 5 — R R ERR Y ?

A) #12 T = B0 5 fE 0% 5 3% rR R 4 M BY 3 (opportunistic infection)

B) SCID(severe combined immunodeficiency) R /& # X-linked % 5%

C) 4 X-linked agammaglobulinaemia(X-LA)#% A 24 M 2 754 IgA ¥

D)SCID mA £ R B A4 IL-12 8 p35 B &R

E) A L%

TR — Rl RS IR ?

A) X-LA & s & B & B-cell cytoplasmic tyrosine kinase(btk)&k s 77 3| 42

B) CVID(common variable immunodeficiency) i &% B & T 4a o & 1514 4 4 4.8 4 B taph 3] 42
C) £CVID 5 AR R 754 IgM 8t

D) 70%#) HIgM (immunodeficiency with increased IgM)i& 2 & B 2 CDyo #F&Ffr HE A
mixed lymphocyte reaction =T F 4 4 i8]

A) hypersensitivity type I

.’B)CVID

C) hypersensitivity type IV

D) prevention of rejection
THR—RERARERATRER 45147

A) Fa 2% AL BT SRR(BAL) ¥ A7 4 6975 7 PE & fa 3K 4w p (eosinophil) kb 45 & 3% 2V
B) fik &+ % & ¥ 49 IgE it

C) non-specific bronchial hypersensitivity (BHR) K /& %
D) £ & & & Th2 i R 6938 B R A & Ak

F 7% — 18 B 7 T-cell deficiencies % 5% ?

A) SCID(severe combined immunodeficiency)

B) Goodpasture’s syndrome

C) seasonal hayfever

D) multiple sclerosis

E) s L% 3k

TF 3| — 1R ELhypersensmvnty type I % 5% ?

A) atopic dermatitis

B) allergic asthma

C) anaphylaxis

D) contact hypersensitivity

- E) urticaria

(A) hypersensitivity type I (B) hypersensntnvnty type I1 \
(C) hypersensitivity type I (D) hypersensitivity type IV

B11. It is mediated by IgG and IgM antibodies binding to specific cells or tissues

F(4 29 H)H
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B12. Incompatible blood transfusion

B13. Tuberculin-type hypersensitivity

B14. Itisa delayed hypersensitivity reaction that takes more than 12 hours to develop

B15. Mast cells release mediators after cross-linking of the IgE receptors on their surface

B16. It involves antibodies directed against soluble antigen in the serum, leading to the formation of circulating
Ag-Ab complexes.

B17. SLE (systemic lupus erythematosus)

IC (1-11). BEE (2 . —E15) (il
Cl. THAREEE (vaccine) &l T 4 A R /E AR T 4l (CTL)?

1)HBYV vaccine. 2). DNA vaccine. 3). Influenza vaccine.
4) H. influenza capsule polysaccharides-Tetanus toxoid conjugate.

C2. SEERBESFE N R Vaccinia virus BHURERE (vector) FIRKE
1) B 1798 4 Jenner BAA({H A4 REETHARTE » ©38M Vaccinia virus RB#HRE -
2) Vaccinia virus JREGE » DIRBERIAEE @ WEBERE -
3) gREUE TEAEREIEAWRTF Tl (CTL) -
4) Vaccinia virus B{BAHY DNA virus » A SEHUF R — @A R —RET -

ERER? .
1).1,2,3 2) 12,4 3)1,3,4 4)1,2,3,4
C3. ¥R R R » s AJERABREE (human immunoglobulin) FHETT Postexposure
prophylaxis
1). HAV (ABIFF4#) . 2) Influenza virus (FRRE) .
3) H4E 4) Streptococcus mutans .

|C4. BUE H influenza 5% » #& H. influenza capsule polysaccharides # Tetanus toxoid FESWTFEENE

1). &5 ¥ 2 cytotoxic T lymphocytes -

2). Tetanus toxoid £ adjuvant {ERS » AJ{ polysaccharides Ags SRR LR R SRR -

3) AHIEEEZ Thcells » FHZ cytokine AJ{RE B cell LETT44 Ig G B9 Plasma cells #] memory
cells »

4) REZEII(polyvalent)FH -
C5. THMEMEREE (vaccine) BHFE{R » B Ag peptide EHE R MHC class I molecule % complex,

BRI CTL (F%F Tcells) B?

1. Attenuated vaccine. 2. Inactivated vaccine.
3. DNA vaccine. 4. Subunit vaccine.
ERER? '

.12 21,3 3)2, 4 4)1,2,3,4
C6. WHO 7 1967 - #ist BT Smallpox, #ERETEIHESTETEE HRRY Smallpox A7EHE -
FHIBIF Smallpox TJLAH5E 2 1RIRAY R U & R IERE ?
1) WHREBWTEEFREAE -
2) [HFEEA envelope RTBE » RAEKRHNAIERETIRESL -
3) 1798 £E Jenner L BY IR ARG RS AT R BB 4 B SR IE R PEI PR TEAS B
8 RIEFBEBNER  BRERTEHRERSTGHIRIERIEER - FWEE -

|( 52 9 )EH
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C7. HTREHFEMEFERERGERRT) - R EAZENEFERINEERANER » B EENERVE
#4325 Humanized mAbs @ &4 immunoglobulin F{R SRS A SERIPUEEME ?
1). Fab 2). Fc 3). Heavy chain 4). Light chain
C8. SEFERBBIEHVHFCHFIFAERLER (Choleratoxin) F#HE (adjuvant) RIFFER
) ERBRENIMEFELGREERNORT THMME (CTL) -
2) BERLBERTOEE  AIEEMEPRE Ag-
3) ERLBRITHISIGET sIgA B9 -
4) ERLERTTRS | ERHIMR SN TSR -
IC9. THUFTMAYUTERIE R IE
DFRF T % IEIER Mg (CTL-mediated lysis )

2). NK {OREs%3EiE AU (NK-cell lyse tumor)
3). ADCC (Antibody-depd. Cell-mediated cytotoxicity )

4). Activated macrophages secret cytotoxnc factors, such as TNF-a
EAREEMEENR

1).123 2).1,24 3). ],3,4 4).1,234
C10. T5IHRH Nude mice (#RE) BRI ETIERE ?
D). BRI ARIR - FTUMEPIRE TR - (B0576 B MR I REEREIER -
2). HREFFER) NK HEfARStIEm AN -
3). BEIAE Th (H§Bh) MM - ERTREFET T MRS TIERMNE (CTL-mediated lysis)
4). HEMEELEVE  HERSRE T  FIUMLEEEERIE A RYE -
rCl 1. THHAIE R/ N SO s BE /530 7

1). #¥REELL Formalin Z3EMERBAK -

2). BREBLEBE R BRIRGGEIEREGL -
3). HR AME PR R EE LB -
4). AR IEEEREE PGS -

D (1-8). RIFRE(BE - —fH25) (HEE

D1. Which factors can affect the regulation of immune responses?

A. Antigen & antibody;

B. Genetic factors like MHC locus & neuroendocrine;

C. Lymphocytes & natural killer cells (NK);

D. All of the above.

D2. Which of the following is incorrect concerning immune tolerance?

A. Tolerance induction is antigen-specific

B. Tolerance results from inactivation and/or elimination of B and/or T cells

C. Immature neutrophils are more susceptible to tolerance than mature neutrophils

D. The breakdown of tolerance can result in autoimmunity

D3. When a tolerogenic injection of a protein antigen is given experimentally, it can be shown that
A. B-cell tolerance is more rapidly induced than T-cell tolerance.

B. B-cell tolerance can be induced only when low doses are used .
C. T-cell tolerance can be induced only when high doses are used

D. T-cell tolerance is longer lasting than B-cell tolerance.

B(6 2 9 )H
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D4. Blocking any of the following processes can result in peripheral tolerance in mature T cells except
A. the interaction of costimulatory molecules on T cells with their ligands on antigen presenting cells
(APCs).
B. the binding of antigen with MHC molecules.
C. the antigen processing capacity of the APCs
D. negative selection of the thymocytes _
D 5.  Which of the following mechanisms can achieve immune tolerance
A. Privileged sites’ active suppression mechanisms
B. Clonal deletions during development
C. Tolerance maintained by active immune regulation
D. All of the above
D6. I n the primary lymphoid organ, T cells are “educated” to be self-tolerance through the processes listed below,
except ,
A. T cells that recognized self antigen + MHC are eliminated by “Negative selection”
B. Medullary epithelial cells play no part in this education.
C. Dendritic cells play an important role in the process of induced self-tolerance in T cells
D. “Negative selection” is mediated by induced T cell apoptosis.
D7. Immunologically privileged sites include the following except
A, brain
B. eye
C. tonsil -
D. testis '
D8. Immature B cells can become self-tolerance in bone marrow by which of the following processes?
A. Those B cells surface will express IgA in response to self-antigen and enhance the process of receptor
editing ,
B. B cells that recognize multivalent self-antigens will go through receptor diting or clonal deletion.
C. Receptor editing require helps from T helper 2 (TH2). ’
.D. None of the above

E (1-22). BERE(—8 14 - BIFEIRE 25 (K

El. TJRES [EEEEZHR - BB A CEER
A). Trichophyton spp  B). Piedraia lartae C). Exophiala wemeckii
D). Malassezia furfur E). Trichophyton gypsum

E2. Spaghetti and meatballs H#ELLRIBAERE 2B
A). Trichophyton gypsum  B). Piedraia lartae C). Epidermphyton canii
D). Trichosporon beigelii E). Malassezia furfur

E3. Pytriasis versicolor &R,

A). ki B). 2 A O). MRS EIf

D). ERRKH E). BB &l
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Ed. T+ FRESRZAE SHMELE

A). Mycelium B). Conidia C). Blastospore
D). Arthrospore E). Dimorphic yeast

E5. gAEBYIA PHEEFERY BEEFRCRERBRTER
A). Gram stain B). 10% KOH C). Coomassie blue D). Acid-fast E). Negative staining

[Es. FESREI TS

A). Microsporum B). Exophiala C). Trichophyton
D). Trichosporum E). Epidermophyton

E7. TE:EEEZH@%%E% €& Tinea unguium B}

A). Microsporum B). Exophiala C). Trichophyton
D). Trichosporum E). Epidermophyton

E8. ALY Tinea unguium BTTHEZ G IREERR

A). Potassium lodide B). Ketoconazole C). 5-F-Cytosine D). Polyenes  E). Tolnaftate
E9. ZEERLEETENIRKRS

A). Microspore B). Mycelium C). Macrospore D). Sporangiospore E). Yeast type
1E10. ¥R THER:

A). Paracoccidioides brasiliens
B). Histoplasma capsulatum
C). Blastomyces dermatitidis
D). Coccidioide immitis

E). Cryptococus neoformans

E11. R %ﬁmﬂﬁﬁﬂiﬁﬁﬁfﬁmﬁﬁZ@ﬂﬁ 2R

D). Coccidioide immitis  E). Fillobasidiealla neoformans

E12. B [#EIRIE YL Aspergillosiss 7 BB

A). Candida albicans B). Asperillus fumigatus O). Rizopus stolonifer
D). Pneumocystis cariniii  E). Fillobasidiella neoformans

E13. B Sporotrichosis T] F LA T {AIFEEEY) AR

A). Fluconazole B). Potassium lodide ~ C). Naftifine \
D). Amphotericine B E). 5-F-Uracil

A). Candida albicans B). Blastomyces dermatitidis C). Saccharomyces cerevicieae

B8 & 9 H)H
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E14. 558 Candida albicans 4 Germ-tube Z 558 kR MFE LB JRaI AT AR — & RBI(ARE 2
T

A). YEDA 25°C B).PDA 37°C C). YEDA 40°C
~ D).PDA 30°C E). YEDA 45°C
E15. L TEBEA Dimorphism 748
' A). Candida alicans B). Cryptococcus neoformans C). Sporothrix schenkii
D). Exophiala wemeckii E).A,B,C,D F).A,B,D G).A,CD H).B,C
E16. 1RiR{1/EEH Pneumocystis carinii #3352 —EEEMIERR
A). HBREE B). #HREEREMK C). HMHRARAE K

D). Ribosomal DNA FFILEBZ AR E). hBREERFY
E17. 5-FU ZiEEHEEGE25)
A). i Mycosis Z H1T B). #IEIMRAEE &A% C). #% Ergosterol &AM AR

D). 444 Triterpene &K Ergostero ARG E). [HEE RNA &F%
E18. HEVSEEES A Chemo-hetero-trophic (fLE R M) KILHEIEBREPTAIRDZRIIE
A). Chlorophyli B). Nucleic acid C). Glucose o
1 D). Protein E). Vitamins _
- [E19. A ER—E
A). Arthrospore B). Chlamydospore ). Phialospore
D). Blastospore E). Sporangiospore

N An' .
E20. B EESEFATRARS BRI

A). Spore B). Septate hyphae  C). Coenocytic hyphae
D). Yeast E). Conidia

p IR ;

E21. T3 FEARERMMHEEL (Thallic type)
A). Phialospore B). Chlamydospore  C). Sporangiospore
D). Blastospore E). Conidia

E22. C EARRLATEESIREAL

C

A). Zygomycotina B). Basidiomycotina C). Ascomycotina
m D). Mastigomycotina  E). Deuteromycotina

H£(9 2 9 )EH




