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(1). Inherited cancer syndrome (autosomal dominant)(Z 35 1F % &5 1 & & &
(inherited predisposition) D#HA G o TIE LUV D A 338~

1. PATCH - - - Nevoid basal cell carcinoma syndrome

2. NF1, NF2 - - - Neurofibromatosis 1 and 2

3. MSH2, MLH1, MSH6 « - - Hereditary nonpolyposis colorectal cancer

4. BRCA1, BRCA2 - - - Retinoblastoma

5. p16INK4A + - - Leiomyoma

a) 2 TCIELV b)123 c¢)1.25 d)1.35 e)3.45

(2). Primary germ cell tumors of the testis occur predominantly in the younger male
with the exception of

a. Embryonal carcinoma

b. Spermatocytic seminoma

c. Polyembryoma

d. Choriocarcinoma

e. Teratocarcinoma

(3). kD H b EMEEG 2 &1 X,

1. hepatoma

2. fibroma

3. seminoma

4. lymphoma

@134 012 ()23 (d)2,4 (e)1,234

(4). FEBEOLARINL, PR, BEEMRMICE SV T 6D Z EnEWn, L FOEE
OB THREL R b DA HIT K,

1. medullary ---- KEZO¥GK Z 57w LTV 5

2. scirrhous ---- % 72 HEME A

3.comedo- ---- %< OBIEMENEE N HHEH STV A IkEE

4. papillary ---- Jgfa D

@1 L2 ©L4 ()34 (e)3



(5) Two of the five children in a family are affected by a disorder that results in the
development of multiple skin cancers with sun exposure. The parents and other
relatives are not affected. Which of the following mechanisms is most likely operative
to produce neoplasia in these children?

(@) Inactivation of p53

(b) Chromosomal translocation

(c) Inactivation of the genes involved in nucleotide excision repair

(d) HCV infection

(e) Ingestion of the food contaminated with Aspergillus flavus

(6). R IR DGR 1% E v
1. Wy
2. 7=V aFE
3. 7k F
4, fEf W H
(@) 1,2,34 (b)1,3,4(c)1,2(d) 2,3 (e) 4 D

(7) In taking a history, you record your 40-year-old female’s previously diagnosed
medical conditions. Although she currently is asymptomatic, which of the following
preexisting conditions is most likely to increase her risk for cancer?
1. Phyllodes tumor of the breast
2. Tricuspid valve stenosis
3. Diabetes mellitus
4. Ulcerative colitis
5. Crohn’s disease
(@124 (b)1,45(c)1,2(d)24(e)d DA

(8) Occupational cancer (Z DWW T, LA FOMAEGDOHETIELWSH DX EI)N?

Agents or groups of agents Human cancer sites for which reasonable
evidence is available
1 Asbestos Lung, mesothelioma
2 Nickel compounds Stomach
3 Benzene Leukemia, Hodgkin lymphoma
4 Chromium compounds Colorectum
5 Vinyl chloride Angiosarcoma, liver

a) 2 CIELW h)123 ¢)1.25 d)1.35 e)3.45




(9) LA™ Oncogene @ mode of activation 35 & TF associated human tumor O #H 745
HDEDILH, ELWHOIFXENN?

Name of Oncogene | Mode of activation Associated human tumor
1 C-MYC translocation Burkitt lymphoma
2 HGF overexpression Thyroid cancer
3 RET point mutation MEN
4 KIT point mutation GIST
5 ABL translocation CML

a) 2 CIEL\W h)1.23 ¢)1.25 d)1.35 e)3.45

(10) tumor marker & < @ associated tumor OFLAEHETIEL WL DX ENN?

Tumor marker Associated tumor
1 CA-192 Ovarian cancer
2 Calcitonin Papillary carcinoma of thyroid
3 Human chorionic gonadotropin | Trophoblastic tumors
4 Alpha-fetoprotein Hepatocelluar carcinoma
5 Catecholamine and metabolites | Pheochromocytoma and related tumors

a) £ CIELW b)123 ¢)1.25 d)1.35 e)3.45

(11) p53 PZERIX, b MELICB W TEHEERERHZ R LET, BB E LT,
UTOI>BLTELWLWSEDIZENN?
1. G1 check point 23M@7>72 < 72 %
2. p53 |2 & » THREEMAL S 415 Bel-2 73 apoptosis (2B 5
3. apoptosis NEEIZ K2 D
4. BIEFERNBELG D
@ 1234 (b)1,34(c)12(d)23 ()4 D%

(12) B b (malignant transformation) T, —#XIZERD HND FROH S
B 72B) ZEELTELWEDIZERN?
1. VESHIR AR AFHE O TUIE
2. VAR EE D EL 72 %
3. BEfhHIE O 3E
4. TEREZAL
5. RGOS
a) £TIELW b)123 ¢)1.25 d)135 €) 345




(13) ML DEME LI > TRRO bNDL —xA72 2 L & LT, IELWb DL ER
2

1. sustained angiogenesis

2. self-sufficiency in growth signals

3. ability to invade and metastasize

4. limitless replicative potential

5. evasion of apoptosis

a) £ TIELW b)123 c¢)1.25 d)135 e)3.45

(14) anaplasia T O LD EREE{E LT, IELWE DT ENN?
1. pleomorphism

2. abnormal nuclear morphology

3. mitoses

4. loss of polarity

5. formation of tumor giant cells

a) 2 TCIELV b)123 c¢)1.25 d)1.35 e)3.45

(15) \ioup % Cancer predisposition disease (ffi 2 E > T L £ 2 1%, i@ L 0 EME
JEER B ECTVWEER)E LTELWL DT ENn?

1. Ataxia-telangiectasia

2. Fanconi’s anemia

3. Nijmegen breakage syndrome

4. A-T-like disorder

5. Li-Fraumeni syndrome

a) 2 TCIELV b)123 c¢)1.25 d)1.35 e)3.45

(16) KD H b, LW DX ENN?

1775 h&%vy BLICEBIFAATO p53 Z5 8 Tlk. AGG(Arg249)
->ACG(Thr249) D2 BN RJIZZ N2 E N BTV D

2.p53 @ hot spot ZEEAL & LT, Argl7s, Gly245, Argz48, Arg249, Arg273,
Arg282 72 ERHI LTV D

3. benzo[a]pyrene O{EHEY B[a]PDE (%, G @ N2 fZIZfEA LT, G->Atransition
BRI ENZ,

4, MYH O biallelic germline mutation 23 % & hix, KGRI, K%K Z
LOWZ EDRFBNTWDEN, ZORROIEFIZIITS APC £ & LTI
G:C->T:A transversion mutation 732\,

5.0GG1 1%, % DOAvABREGHEEEEIENEIC L 0 8RB RMBIEEL A+ 5, 2
DOIEZIEMEDIK TIZ L V. G:C->C:G transversion mutation 2335 & 5 < 72 5,

@ 1,24 (b)1,45(c)12(d)24 ()4 D



A7)E LWV HDIE L2

1. Y«fa 1K fluorescence in situ hybridization (FISH)#A1L. MRS VSR
o

2. HNPCC 5 CiX. microsatellite stability 275 L5,

3.N-MYC & L-MYC D& {xf-HibgiL, Zi£4u, neuroblastoma & Jifi/Nified 23 A
TROLNDILONELTH D,

4, tumor angiogenesis DFFE & LT, kD Z L 23%1F B 5: “Abnormal structure”
“abnormal function” “inappropriate to location” “stable” “not leaky”

5. X-linked isoenzyme cell marker (3. 3% @ monoclonality % /=9 OIZFIH S5,

AL TIELY b)123 ¢)1.25 d)1.35 e)3.45

(8)IEL Wb DX ENn?

1. There are genetic variations in the level of activity of xenobiotic-metabolizing
enzymes.

2. The CYP1Al gene is induced by polycyclic aromatic hydrocarbons present in
tobacco smoke.

3. An example of activation of a xenobiotic by cytochrome P-450 is metabolism of
benzo[a]pyrene to a secondary metabolite that binds covalently to DNA and causes
lung and skin tumors.

4. tobacco smoke H D carcinogen & L S .
4-(Methylnitrosamino)-1-(3-pyridyl)-1-butanone <>, N’-Nitrosonornicotine 7334,
Tdh b,

5. Glutathione-S-transferases are enzymes involved in detoxification of xenobiotic
metabolites by conjugation to glutathione.

a) 2 TCIELVW b)1.23 ¢)1.25 d)135 e)3.45

LYEL WD END?

1. Nearly all benign tumors grow as cohesive expansile masses that remain localized to
their site of origin and do not have the capacity to infiltrate, invade, or metastasize to
distant sites, as do malignant tumors.

2. In situ epithelial cancers display the cytologic features of malignancy without
invasion of the basement membrane.

3. With few exceptions, all cancers can metastasize. The major exceptions are most
malignant neoplasms of the glial cells in the central nervous system, called gliomas,
and squamous cell carcinoma of the skin.

4. The invasiveness of cancers permits them to penetrate into blood vessels,
lymphaticus, and body cavities, providing the opportunity for spread.

5. Certain cancers have a propensity for invasion of veins. Renal cell carcinoma often
invades the branches of the renal vein and then the renal vein itself to grow in a
snakelike fashion up the inferior vena cava.



a) £CTIELY b)1234 ¢)1.245 d)13.45 e)2.35

(20) IR D 5 BLIFJED K & 72 5 & DIF E e

1. B E = _EH-

MAEBE IR 3K

FHRRIE DK T

AR E IR BT D 5

I REIR g5 I T

a (1,2,3), b (2,3,4), c(3,4,5), d(1,3,5), e(£7T)

Ol = W DN

(21) HifL OPIRIZ DWW TIE LUV S D 23

1. Internal hemorrhage — FHRRMIPR « & WElgias « RIERNIZ T 5 Him

2. Hematoma — FAHEMIFRICHIM L7=H DT, HHFEE KX 2R HIED ERIR D
HH 1.

3. Sugillatio — J&V AT IZEE FARBIE 72 i 08 2 H 7= 1k e

4. Ecchymosis — /|N& 72 R oD Hi 1.

5. Petechia — /NS ZRERRH I
a(l1,2,3), b(2,3,4) c(3,4,5) d(1,3,5), e(&TIELV)

(23)Virchow’s triadZ k™ 9 HHxHEENR
1. Hypercoagulability

2. Abnormal blood flow

3. Endothelial injury

a(l), b(1,2), c(2,3), d@B), e(1,2,3)

(24)Major risk factors associated with development of coronary and generalized
atherosclerosis include all the following EXCEPT:

a. Cigarette smoking

b. Elevated high-density lipoprotein level

c. Diabetes mellitus

d. Hypertension

e. Hypercholesterolemia

(25) MAEDFEEE & 2 DOFBHIZOWTIE LW DX Ehun

1. AfAe—InE N OREE S MAEBERAL ~D M/ MROREE « BEL, N
FEOBFENLZ D EWGEIZBZ D

2. FRfife—E & U CHRIMER E fibrink 0 72 %

3. IRAIMe—AGiTAfGmie s FEOBZR L, REOETIIREAME & FREED
B ERT

4. W7 bimte—FibrinZz FRE L, —E#8i/ M2 & Teifite T, BEEROTLHEIC



L5
a(l,2,3), b(2,3,4), c¢(1,2,4), d(1,4,5), e(&TIELWVY)

(26) ZERRIEIZ DWW TIE LW | D 8

1. IMARSEARE—N - B - M - B IRIC AR 2 0 By

2. FIKRFERRIE—IRF O /NS I E SUEE O = FRIRD B EAKRI AN Y | R

KIS DERE TR T D

3. NEWiZERRIE—AME., B, Bk, KIETEZV S5

4., ZERIERRIE—BIEEITHII0mI LA ETH DL, FNLLTFTHR I 55

5. MG FEARE—EE RS O 1 B R ERIC K 2 bRt~ O R & N O ZEke
a(1,2,3), b(2,3,4), c(3,4,5), d(1,4,5), e(&TIELW)

QT) DI ZE DRGSOV TIE LWV G D A i

1. 12-24 hr—Ongoing coagulation necrosis; pyknosis of nuclei; myocyte
hypereosinophilia; marginal contraction band necrosis; beginning neutrophilic
infiltrate

2. 1-3 days—Beginning disintegration of dead myofibers, with dying neutrophils;
early phagocytosis of dead cells by macrophages at infarct border

3. 3-7 days—Coagulation necrosis, with loss of nuclei and striations; interstitial
infiltrate of neutrophils

4. 7-10 days—Well-developed phagocytosis of dead cells; early formation of
fibrovascular granulationtissue at margins

5. 10-14 days—Well-established granulation tissue with new blood vessels and
collagen deposition

a(l1,2,3), b(2,3,4), c(3,4,5,), d(1,4,5), e(®&=TIELLVY)

(28)VasculitislZ DWW TIE LWHA AR EIX Eun
1. Takayasu arteritis— Large vessel vasculitis
2. Polyarteritis nodosa— Small Vessel Vasculitis
3. Wegener granulomatosis— Medium sized vessel vasculitis
4. Kawasaki Disease-—Medium sized vessel vasculitis
5. Microscopic polyangitis— Small Vessel Vasculitis
a(1,2,3), b(2,3,4), c(3,4,5), d(1,4,5), e(&TIELW)

9) IEAKDJFERIZ DUV TIE LW D %138

1. FRETCHEIC KD b o —MkiAe 22 & ORFRIME, FFEEZL 72 & O FFRNME &
Budd-ChiarifiEEfE7e EDOIFZEMED b DIHFE IS,

2. 9 oMM LARE—FBEIE, ODAESR E

3. Vit ) oi—7 47 UTIERE

4. MiFa v A NREEKRF—FIE, r7a—EE



a(l,2,3), b(2.3.4), c¢(1.3,4), d(1.2.4), e(&=TIELWV)

29) BRI AL IMIZHSOWTIE LW DI EnD

1. BEEEM: (EEERY) FRIL—EEBRFO A, 1HAERFOTELE AL IR, EIRFFD T
E8/A

2. RIEVEF M—IE VEENMEM B C K 2 & RiEME O Feifn

3. OB MR i —2 i MR ZE B 0 JE I A E M ML NS = - TR 1 LR
95

4. M T2 03 BRI 7 1 — 1 A S AR ORI Lo TR Z A KM AV 9,
PR R - 5 B 5

5. I EE AR FE M — I E B R 2 L 7= e A 9
a(1,2,3), b(2,3,4), c¢(3,4,5), d(1,4,5), e(&=TIELWY)

(30) 9 S MLIZHOWVWTIE LW D %8~

1. BRPEFE ML & ARSI —BMETH D 2 L BL N

2. FRE (BB, FEER, BRIk, FEERIRZ: &) b 95 - A5 2

3. o oM TliE., Mif@diZ hemosiderin Z &R L 7= .0 g A D heart
failure cell OHEBAZADLZ LENHH

4. EEVEOWLRENE S o fizid, BrELE - RESBMEOLFREEMER R heart
failure, 5ER « ODEEKIE - DAVRBLH D

5. WAROMAEL L OMHETLEHMEDO Z ERZWN
a(1,2,3), b(2,3,4), ¢(3,4,5), d(1,4,5), e(&=TIELW)

(31) AL D —IRIIZAL L BERIZ DWW TIEL WS DT s

1. B —Ike ORI EE X | AR O M58 135350 7> & EIEE R A ke N 12
AU, [FIERC RIS ) B B0 OF AN MARPNICE Z v, EICETA
T D

2. FBUE—WNEZPAZE L7 2B b iinte Tk, 2V LB ER CARBLRI 22 B M 45
A3, AR OO HARAR & R RS 2 A% U, MR 28 kR PN 2 13 U A 1 3 mAkAE
o< D

3. Ik OFERIE—FIEE L 7~ A & FEHe embolus & 5 9, ZEM DML O EAL O I
% PAZE L T-556 & 2Ek iEembolism & UV 9

4. Z¥EALDIA Aoy Za Al XaBAE U 72 gk K 2 EMEoie & Y Eodu
MICHEEZEH L, TIIWCAKIENBZ2ZE0nH 5D
a(1,2,3), b(2,3,4), c(1,3,4), d(1,2,4), e(&=TIELW)

(32)DIC (Disseminated Intravascular Coagulation) |Z-DUVNTIE LU D% 3~

L At diErE, 1B MR R 7R A8 PN MR E 3 L OV s m 2 R & 5
P R

2. FATHA « oo - Al - RN - IR - R - PGS L OB RAE Ol ER RSO M



BNICHBLT 28D &m0

3. IMAEPNEERE. MARAFAET D05, ZIRIRBERILEITB Z 5720
BORERIR TIE, IREE AR P AR K 2 ROSTEDO N Bl DRAL & B FE D BE
W% I %

5. HFURAREERTIX., 7 4 7V AR K AR R ZE & i A D
a(1,2,3), b(2,3,4), ¢(3,4,5), d(1,4,5), (& TIE L)

(33) HIMMER RN OV TIE LWHAS D D & 8-~

1. If % 5% O $s —3& A M H i M =B M 1% §5 3R JE . Henoch—Shonlein#R B |
MarfanfiEfEfE

2. HE[E R DB —VITTA 1 RHEE (AW A JHEEZE

AR DR —TFF A ) —H U RZNE, DIC

4, BEERRARILEERNOR Y —T v F v EVIIIRZ, V=T AT F a7
ZAAV

5. /MR D B H—F AR BIEZ ML, von Willebrand %5, RiIE
a(1,2,3), b(2,3,4), c(3,4,5), d(1,4,5), e(=TIELW)

w

(34) DHIEDFEHE D 5 HIE LW D &8
JERALAHIEIE30-40% 2N BARRY IR RN K 5 AT D
o PRERLODE T B R B R TRIEST 5 2 L b o Tnd
- EFRARLOARE & IO ANE & 2298 E DRI & 720 5 %
- PERALDIE © AR AE & B /2 A & L ClX, actin, JB-myosin,
«a —topomyosin, troponin TOZF 72 B3 5
a(1,2), b(2,3), ¢(3,4), d(1,4), e(ETIELVY)

—_

= W DN

(35) iR BlEME REIAREEIZ DV TIE LU 0D A 8

1. Marfan syndrome. EIMLJEIZEBWNTREI DT

2. StanfordZ¥ETIE, AT KENRICLS S ONAR RiZ7enb0a2BAl L LT
W5

3. RKEMIRNIEICBRZANA T, Z ZICmE A L TRAENET 5

4. DeBakeyZ33ATlx. FATKEARICAOE 2 H 0 . KEWRZE L FICEREDS H 5
HLOE EITRENRICAEBENIRE T2 b OIFTTHL, FATREINRICA DN
HHHLOIFITTRESFEL TV,
a(1,2,3), b(2,3,4), c(1,3,4), d(1,2,4), e(&=TELW)

(36)Sterile cardiac valvular vegetations are associated with all of the
following disorders EXCEPT:

a. Mitral valve prolapse

b. Systemic lupus erythematosus

c. Underlying adenocarcinoma



d. Indwelling pulmonary artery (Swan—-Ganz) catheter

e. Rheumatic fever

(37)Consequences of rupture of necrotic cardiac muscle following a
transmural infarction include all of the following EXCEPT:

a. Cardiac tamponade

Acute mitral valvular insufficiency

Left-to—right shunt

Acute aortic varvular insufficiency

N A

Hemopericardium

(38) FEMFITIZRBW T, FBOMBRICHERMICRIA L CWH BB TE2RE L, 2k
VBB HT A Z EITEETH D, K, RNAORBLEIL, —F - Ta v T
S T TRRLINTE 2, Zufb . 19 9 0FERDBIAS HWLINT
U D MEFER 72 8 n BT O — X E i,

1. —F A

Dx AR e TayT 4T

. Uk

.Y A a7 A

. PCR

O = W

(39) 7/ LDERZ RN BIE,

1. »5EMICHARBEIER CREREEE T,

2. DNAZHEIET 57O DHMTH 5,

3. DNADOIEIA/HITH D,

4, BIREBROBENMNTHY, A v Vv —RNAOFIEZIT L TH /37 E~F
RENb,

5. HOHEMNHELT DX T EORRIKE X9,

(40) PURIE R TR IR OFIRE TEE L THER SR TWD, FiikiaiE s LCH
WD HURIZ DWW THE B R NE DM AG DOE L IRD1I-5DH1) HIE,

A MR CTRBELOESWY X7 HEOTXTHIERIBEREORWY —5 > N Tl
70 < W SOIRRIRIC R BL T D X NI EE L,

B. VI FIMREZET 2R GIERIELRD 5 5,

C. PURIBIELIERDOPUER] (T R T <A LRV AT TF U ip EOIKRS 11k
EW) OPFHIIARFTRETH 5,

D. PURIBRIIIEROFEAI L ZICF X 25 Z LN TE 5,

E. WBERZK EHAEDbED Z LI2L > T, I XRTOBRFITEHAT L DO TIERL,
H—lry e lp B2 R EERBL COBIEFICOARFTUREZ R G T Z &2
AEECTH D,

10
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(41) PEMERHE 2 Je o H YTk B

(42) BAGPERWGEE OB Z H1F FINEIE A2 >V TEHIAE &

11



(43) WOFALIAE LT DA FEMEO EREEREE) < —&

KA TED

B

B4

RED H

It
§E

12
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MREAS  JBHFZEICB W T, BOMBRICHERMICREA L W B F2REL, 2
WrCTR BT D Z LITEETH S, K, RNAORBLEIT ) —HFy - 7a vy T
S T TRRENTEEZR, ZUXfbb, 199 0OFERNLIAKHVWLERTWD
HERE 72 3B AR 1B O — X E i,

1. =R

LU AR s TayT g

. Pk

. w77 A

PCR

O b W N

RIEA6 7 ) DDEFRE IR HIEA,

1. & DEMCVARBEEER CROREIRE X7,

2. DNAZBEHE 4B 7= DOEi TH 5,

3. DNAOYEIESITH 5,

4, BEBEROBALTHY , A v VY —RNADOFBZ I L TH /7 EA~FR &S
nos,

5. BHAEMNRE T DX LRI EORRKE ST,

4T  PURIREIIIREROBIREGIEE L CTEH SN TW5S, JiikigE s LT
WD HURIZ O W TR 2N DFLAE DE Z RO 1-5D ) 58,
A AR CRELOmWS N BEOT X THHURIBROBRWS —5 y M Tid/e <,
SISO B D & N T EFE L,
B. VI NnEEAETHIHUERGIERIEL 2D 9 5,
C. PUKIBR EIERDOPIER (T R T ~A VR0V AT TF o EORS LS
¥) OPFRIZARRETH 5,
D. PURIEERIIMEROPUER L 0 ZMICH I 25 Z N TE S,
E. WERZEEHAEDLED ZLIZL-oTC, T RTOEFICEATLHDOTIH L,
H—lry Nl BR U N IB BB L TCWAIERIZ Dbk E2 54252 L A3w]
RETHD,

1. A D

. B,

’

’

ol ole!

O bk W
> o =
el esilww)

)
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48.  HPEMMEA QLT DRl E T

49.  BIEMEREGREOHZ H T, JRNEEFIZ OV THAE X

50.  ROENLICAET D034 CEMEO LRVEEE) C, —FHE O WM 2 %55 TE T

I8
o

BOE
N,
OY

T
$E

UL BT,



