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1. cancer metastasis is the :

a. escape of tissue cell from a primary site b. cancer cells growth at a distant secondary location v
c. is not related to tumor size d. all of above - >4 i
e. none of above ' ﬁ

2. cancer metastasis can proceed thru : ' ' 7-%%-
a. blood vessels : b. lymphatics . RS
C. arteries d. capillary /}2;?&—
e. all of above -

3. arrest of cancer cells.within a vessel . N
a.a passive event of entrapment ' //’$
b. interaction between lymphocytes, platelet and endothelial cells
c. platelet derived growth factor is involved d. all of above g_
¢. none of above -

4. stage of cancer metastasis : m
a. differentiation ' b. intravasation ' -
¢. extravasation d. btc
e. atbt+c '

5. .adhesion molecule involved in cancer metastasis :

 a.cyclinD - b. lecithin
¢.N-CAM d. angiostatin
e. fibrin v
6. cancer cell in the blood stream are destroyed by the following process:
a. low pH b. high glucosé
¢. mechanical stress d. immune system
e.ctd
7.  which of the follwing is true? :
' a. tumor necrosis factor(TNF) inhibits tumor cell adhesion
b. cancer cell adhesion to endothelium requires calmodulin and integrins
¢. cancer cell extravasation from the endothelium requires attachment of tumor
emboli with platelets ‘
d. all of above is true ¢. none of above is true
8. protease involved in cancer invasion:
a. serine-dependent protease b. metalloproteinase
c. plasminogen activators d. all of above
¢. none of above

9. angiogenesis :

a. occurs only in malignant tumor b. new vessel growth
¢. is not required for tumor growth : d. inhibited by cortisol
e. all of above

10. activators of angiogenesis :
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a, aﬁéidgeﬂin o b. fibroblast growth factor (FGF)
c. platelet derived growth factors(PDGF) d. none of above -
e. all of above ;'/;:i
1. ST A4 2 dm o085 2 5 X wgs_
a. Endocrine b. Autocrine ”77
c. Paracrine d RL%t .:}:’sf
12. Tyrosine kinase receptor % &/ 1R & 6 M H] 4 ? )} =
a. Hydration b. Dehydration z, k
¢. Phosphorylation d. Dehosphorylation
13. Janus kinases(JAKs)#5 4 i { B 45 : /fﬁ
a. Cytoplasma b. Nuclens
. LB d. %3k %-
14. Ras L F 5|47 45454 » R # active form ? )ﬂ
a, GTP b. GDP -
c. GAP d AE¥R
N 15. Ras St 174§ Disease # M ? )
a. Acute ML b. Chronic mono ML
c. Chronic ML d. Childhood chromic ML
16. Membrane receptor ¥ it cell-ECM (extracellutar glycoprotein matrix)4#k /8 & M & & ?
a. Integrin b. Cadherins
¢. Inmunoglobulin family d. Selectins
17. FrlT4FRRd receptor SR MT RN EH ?
a. steroid hormones b. retinoic acid
c. thyroid hormones d mE%2
18. Fibroblast growth factor X &4k f £ {7 # e # ?
- a. endothelial cell of blood ressel b. neuron cell
c. renal cell d. germ cell
19.. Poly peptide growth factor 2 insulin family 1,45 52 F 474 ?
a. Insulin b. IGH-I
c. IGF-II v d XLrL¥x
20. Hormone antagonists =7 /i #4548 5 456 % 7
a. Astrocytoma b. Prostate cancer
. ¢. Bladder cancer d. Cervical cancer
21. —&ﬁth&ﬁﬁﬁ&ﬁﬁl:}*#‘ﬁﬁ —
a G M b. S ¥
c.G:¥g d. M 33
22. FHm— ﬂh&!&ﬂ!ﬂ’ﬂi#ﬁzﬁﬁi&&
' a.G X b. S X3
. ¢ G2-M¥ d. Go¥g
23, Tﬁlﬁi‘*ﬂﬁ“&ﬂ&ﬂ A
a. N-ras Gene b. N-myc Gene
¢ Bel-2 Gene d. P53 Gene
24, FTHMTRAR NI HER ' ,
M ( > S N =
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25,

26.
27.
28.

29.

30.

31.

32
33.

34.

a. BRCAI Gene b. RB Gene %i

c.MDM; Gene d. P53 Gene e
L EY LS P g
a. Apoptosis T i@ % & 4 ¢4 8.5 1% b. Apoptosis ! ¥ & & % — X Bfsa gl }a‘é’
c. 3 BAX 7T % 5% Apoptosis d. &2 Bel, T % % Apoptosis e
About Retinoblastoma (Rb), which is wrong ) i Pty
a. The differences of familial connection with Rb (bilateral vs. unilateral) are explained by the numbers of
mutations (hits) required to generate a cancer /{ﬁ
b. Rb gene is located on chromosome 13q14, produce a 110kDa serine/threonine phosphoprotein that
inhibits the cell cycle g
¢. The age of onset of unilateral cancers is about 2 years old and familial cancers is about age of 4 years. m
d. The sporadic type of retinoblastoma is unilateral type.
Familial type of retinoblastoma cases are at increased risk of
a. breast cancer b. bone cancer
c. lung cancer d. bladder cancer
Wilms’ Tumor, which is wrong ‘
a. It is inherited as an autosomal trait and single hit are required for tumor formation
b. Wilms’ tumor gene is located on chromosome 11pl13
¢. Wilms’ tumor gene can act in a dominant-negative way that both alleles need not be needed
d. The most commonest abdominal tumor in children is Wilms’ tumor
The commonly seen chromosome related to Colon cancer include the followings except:
a. chromosome 5q b. chromosome 2
¢. chromosome 3 d. chromosome 17q
The major difference betveen Familial adenomatous polyposis coli(FAP) and Lynch’s syndrome(HNPCC)
is : :
a. FAP germline mutation is on APC repressor gene while HNPCC is mostly on MSH2, MLH1
b. FAP chromosome defect is on 5q and HNPCC is on chromosome 2 or 3
c. In USA, FAP accounts for 1% of all colon cancer and HNPCC accounts about 3-5% of colon cancers
d. FAP is characterized by the development of adenoma and the HNPCC is presented with diffuse colonic
polyposis
About Breast cancer (BRCA) gene, which is wrong? ‘
a. Women with breast cancer had a lower recurrence rate and longer disease-free survival better if BRCA1
is(H)
b. BRCA genes are thought to be involved 99% of all familial breast and ovarian cancers
c. BRCALI is a tumor suppressor gene while BRCA2 is a DNA repair gene
d. Currently, there are three different BRCA genes had been described.
Currently, the gene that was found to be associated with male breast cancer is
a. BRCA1 b. BRCA2
¢. BRCA3 d. MSH2 i
Familial breast cancer is different from sporadic breast cancer in age of onset of familial type is

a. earlier = : b. later
¢. no difference d. earlier in BRCA1 and later in BRCA2

In chemoprevention of family colon cancer, the following drug is found to have significant effect:
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a. Aspirin b. Sulindac(Exisulind)
¢. peroxisome proliferator-activated receptors (PPARs) d. All of above .Z;‘t;i
35. When a women was found to have BRCA1(+), the lifetime risk of developing cancer by the age of 70 /'"if
years: "’%—
a. 20-30% | b. 40-50% ﬁ;—.,
c. 70-80%  d.100% }j{%_:»__
36. Overall survival X 45 #F — 5 8% 1 ’ . ~—
a. Diagnosis #] Relapse b. Relapse %] Death A L
¢. Diagnosis #| Death d. # Relapse-free survival /{ﬁ'
37 BMAEHBARRAFEA?
a $i b. %A - ,;’3?.
c. B¥E d KERTH
38. Tumor staging &9 #| 2 + & £ Rk L ? )q—:]_
a. Tumor size b. Lymph nodes ‘
c. Metastasis d %2
9. BH-MhMBA 1g 8 £5BH BT 99.999%(5)4Y tumor cell 1 » £ AT T8y tumor cell &&tb
b UL L L LIS S
a.0+ 0% b. 10 » 50%
c. 10 » 70% d.10*» 100%
40. BMWELCRT X AT ?
a. HKMiER b. Figinr
c. {t®itR . d mLE%E
41. The difference between the minimum effective dose and maximum tolerated dose 5
a. Survival index b. Theraperitic index
c. Toxicity index d B L%
42. TF 3k AARE AN DNA #
* a. Cyclophosphacinde : b. Methotrexate
¢. Doxorubicin d. 5-Fu
43. F 74744 M ¥ T i& &, Drug resistance
a. Drug metabolism b. Altered targets
c. DNA repair d ut%E
44, B tumor marker ¥ T}ﬁ#‘ﬁﬂﬁiﬁ? ‘
‘a. Bilf b. e Ru R
c. WHME ' d xL%t
45. Hormone therapy #4 & R #4574 5 9E ?
a. DNA destruction b. Disruption at steroid synthesis
¢. Steroid Receptor Antagonists d UEHt ‘
46. Photo dynamic therapy ¢4/E R £ £ 4
a. damage cell membrane b. deleterious effects of DNA
c. damage RNA d L%t
47, FHRLEREGHM  colonca AEMBHAKRTR S £HERAS D ?
a.40% b. 60%
c. 80% ' d. 100%
4
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48. Cell cycle ¥ {7744 stage ¥ RT J 4 & ? <A>G, <B>S <C>G; = <D>M =
a.Aand B b.Band C 7"&.
"~ ¢ CandD d.Dand A -z
49. % 14 chemotherapentic drugs # 1 B 8/ 41 K ] % Alkylating agent 9 A B & : 7.}\’7;3
a. DNA b.RNA r:l%"
¢. membrane d. protein . | 2
50. Hormone therapy =T A # °F 5|47 #§ cancer &4 % ? , k
a. Brain cancer b. Prostate cancer
¢. Testis cancer d SE%A /{;ﬁ;
e
.4
=R = I
Inherited disorders linking DNA repair defects with carcinogenesis. m
Condition Characteristics Defect )
Xeroderma pigmentosum Sensitivity to ultraviolet light 52
. Increased risk of ___ 51
2 Bloom’s syndrome Chromosome fragility 53
Increased risk of leukaemia
and lymphoma
54 Sensitivity to radiation DNA processing or damage
Neurological and immune . control
defects
Increased risk of leukaemia
and lymphoma
Fanconi’s anaemia Chromosome fragility ?
* Increased risk of S5
Li-Fraumeni syndrome Multiple cancers S6
57 Multiple cancers Mismatch repair
(hereditary non-polyposis
colon cancer
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1 2 3 4 5 6 7 8 9 10 %zi%-
11 12 13 14 15 16 17 18 | 19 20 )}:‘::AE-‘—
<
21 22 23 24 25 26 27 28 29 30 /{#—T;
=
31 32 33 34 35 36 37 38 39 40 m
41 42 43 44 45 46 47 48 49 50
,
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