1.

T 5 & 2 89 i @k %2 % (Squamous Cell Carcinoma, SCC) 2 & * %]+ ?
(1) Alcohol, smoking, betel nut
(2) Lye stricture

(3) Achalasia

(4) Glycogenic acanthosis

(5) Barrett’s esophagus (BE )

A. (1)+(2)
B. (2)+(3)
C.(3)+(4)
D. (4)+(3)
E. (5)+(1)

FHAEF M AR g (FM7 %) (achalasia) et » o4 3 & Fx ?

(1) Manometry % % aperistalsis » = @ i 35 45+ (LES) relaxation # 2>z % i

(2) ¢ FAME RS P4 SR FE 0 T w4 acid regurgitation

(3) Nitrate 2t calcium channel blocker ( nifedipine ~ diltiazem ~ verapamil ) +
ok Fi

(4) Barium esophagogram # £ & ig #% ~ - "bird’s beak”2 air in stomach fundus
£ 47

(5) i7# & POEM /(peroral endoscopic myotomy ) BotoxA Injection - pneumatic

balloon dilation & 5 % 4 <=2z > e 7 & # = > P~ Esophagomyotomy

(Heller’s cardiomyotomy ) ¢k L5 5

A. (1)+(3)
B. (2)+(4)
C.(3)+()
D. (1)+4)
E.(4)+(5)

= OA4 &R B LF L RRAE 1/43



iw % % ¢ '% i LESP (Lower Esophageal Sphincter Pressure) ?
(1) Nitrates, Calcium channel blockers

(2) Progesterone, Sildenafil (Viagra)

(3) Mosapride, Prucalopride

(4) Gastrin

(5) Smoking, alcohol, fat, chocolate, peppermint

A. (1)+(2)
B. (2)+(3)
C.(3)+(4)
D. (4)+(5)
E. (5)+(1)
7 M aE# 4 § (esophageal motility) & it fe i & £ ?
(1) %;E R ﬁwna‘ B EE R
(2) s THyed - 5 it §F (NO) & ¢ e"s4k (Acetylcholine) fx &kt &
(3) %E SN EEAES SR B R SRk ]|
(4) a8 rsfir:‘%a‘w (Hypertensive esophagus = nutcracker esophagus) #

5) > ¥ HHRARE (systemic sclerosis) ¢ 35+ =4 1/3 ch @ if 458 R 4

A. (1)+2)+ )
B.(2)+(3)+4)
C.(3)+(4)+()
D. (2)+(3)+(5)
E.(1)+(4)+0)

= OA4 &R B LF L RRAE 2/43



5.

7 B GERD (Gastro- Esophageal Reflux Disease ) 2 43 if » ® % 7 It fz ?

(1) Ffk + % Lopsk 52 Vi&w (heartburn) % % e (acid regurgitation )

(2) m44e™ GERD % 5. NERD » ERD (RE : Reflux Esophagitis ~ EE : Erosive
Esophagits) 2 BE (Barrett's Esophagus) = f& % i*

(3) GERD # H. pylori & # B 4% » duf ¢ Fjk B+ 5 » GERD g2 7 §

4) > BRL T EA K SE @R H (SCC) B o Bﬁ{sf%ﬁg’ oo fFEon
PPl ¥+ GERD % »x i#

(5) GERD # & & H. pylori & % - PI3 ¥ %% His g » " L. H 4% & & (SCC)

2 g

A. (1)+(2)+(3
B. (2)+(3)+(4
C.(3)+(@)+(5
D. (2)+(4)+(5
E. 2t gzt

~— SN =

$205 s dinttaop (GERD) 2 #it > w3 L ?

(1) 42— L) - p A& PF & mucosal break » % NERD (Non-Erosive
Reflux Disease ) & ENRD ( Endoscopic Negative Reflux Disease )

(2) Ambulatory 24-hour esophageal PH monitoring 4- % & % » B| ¥ F& T ok
GERD z_# %7

(3) & > B #%F 2 PPI (proton pump inhibitor) # 2 % #y 2. empirical therapy -
% F & k% GERD

(4) GERD 2§k e 42 > ¥ M LA~ (A~B~C~D) k&2 » ¥R H 5
R F ok

(5) T4 + 1131 dysphagia %% 5+ GERD = {7+ BE» 27 it £ &1 %
adenocarcinoma

A. (1)+2)+ )
B.(2)+(3)+4)
C.(3)+(4)+()
D. (1)+(3)+(5)
E. (2)+(4)+()

= OA4 &R 5L F L R5RAE 3/43



MY SEdnAR (GERD) 2 it » T4 LA ?

A. * ¥ B 24 Bk e % (squamous cell carcinoma, SCC)

T8 srdim (PP 5ok F&  iohecd 67 4%

B aAED ¥ A EE RS G AP

Los Angele’s Classification Grade 3 p 4412 %7 GERD 2 » &2
MEHE @iy grg ¥+

moow

$3+ 9 #7% 0 5k (Esophageal varices) 2 #cit » 4 % & F2 ?

A. i % (Vasoactive) 4 7 r g Fr% s jn > f8a PR > G
BE b g a
B. 594 it s & & #7%d 3 J1 5k P ¥ 1L JR quinolone # ceftriaxone % 37
B

C. PARBEERT NI G FIRY R 5 - X 1 d
D. Bblocker*’mgrﬁ%@% KW EF - A ZIEH L AR
E. B-blocker ¥ 3 [7 @ g # 5% d 5k ihd =&

i Drug-induced esophagitis ( Pill-induced esophagitis ) » =4 7 & 7 ?

=\

A. r JRZ 3 NSAID, doxycycline, fosamax, quinidine, KCI, Fe Z @ 5 § & eh
RpEf

B. f1#* p 44t (EGD) 2 double-contrast Barium meal esophagography
BT

C. BIREF L 12 6 RW 2 gk & Hop 617 bR > 4ot Bk § Mo R
v e o

D. JREpeh-k 100 & & 2+ 22 90 5 (22 30 4) ) * = TipP EIE [ 7

E.’wla GF § R TRARG L § B g 4ot o AR B b

- OF ERF I E PP LT 4/43



10. 7 M s i Caustic Injury (corrosive esophagitis ) 2 5 it » # 4 % & F2 ?
(1) 524 (lye. button battery) ¢ = #% 7 liquefactive necrosis » & it » &g 4f
D BRE s s RFE
(2) sepc (PP~ Frpd ) i = #X o0 coagulative necrosis > 2) = eschar > i 4f i
fE o oW RNk R F 0 & acidosis 0 v = F ik 4k B
(3) pAsieh (EGD) & 212 3 48 | prrup (7 » R3=RAPEL FALR
(4) 8EFIEN 125D FFES > A GFENT 2R EEINZA4EYNEAS
(5) % 7 caustic esophageal injury 5 ¢ - 20-30 & 1215 2 4 &g & (SCC 2 9:}1
) S € e

A.(1)+(2)
B($+@)

()()
D. %t s
E. m1 %% bFk

-1-‘
Nh-x

1. =73 W eosinophilic gastroenteritis 2 45 it v - 4 3% ?
(1) Bd3 280 30 fheme A
B (2) A ARLFF Lk
3) ¥4 ¥ & Hf ¥ ¥ & 7] hypereosinophilia
(4 W2 I ie 2 T k2 8 5 eosinophil count >10
Eosmophlls/hlgh power field
(5) Corticosteroid therapy ¥ ¥ 7 »<in i & 7 s

)
)
) 4
) i

A (1)+(@3)+(4)
B. (1)+(4)

C. (1)

D. (1)+(2)+(4)
E. (1)+(4)+(5)

= OA4 &R B LF L RRAE 5/43



12. T #lir  $ potassium-competitive acid blocker (P-CAB) £ proton pump
inhibitor (PP1) 2_%5 3 it 72 ?

D (1) Vonoprazan z_ #rf it # # esomeprazole i i

(2) P-CAB i & & d cytochrome P450 CYP2C19 3t

(3) Vonoprazan z_ #rpii * # PPl % < 4 5 2. B2 58

(4) tds ™ L% 4% F clairthromycin $2% 5 % cp & >

\.

Vonoprazan-amoxicillin-clarithromycin = % = & J /% 2. &

# Lansoprazole-amoxicillin- clarithromycin = % = & 5/ %

(5) Vonoprazan # lansoprazole fi¢f € & BF 2 a3 L g 2 a3k
L&
v

A (1)+(2)+(4)

B. (1)+(3)+(4)+(5)
C.(1)+(5)

D. (1)+(4)+(5)
E.(1)+(2)+(4)+(5)

13. T 71} M Menetrier's disease izt v & £z ?

¢ 11 IR protein-losing enteropathy
R ¥ A 3| giant folds
W 4E FR % 45142 Menetrier’'s disease i %]z -

A (1)+(2)+(3)+(4)+(5)
B. (2)+(3)+(4)+(5)
C.(2)+(3)+(4)

D. (1)+(2)+(3)+(4)

E. (2)+(3)+(5)

= OA4 &R NP BFLF L RRAE 6/43



14.

15.

Ty M &f’if‘fﬁf’ia . (Chronic atrophic gastritis ) z_ 4zt » = 7| @ ﬁ 29

(1) # % environmental metaplastic atrophic gastritis £ autoimmune
metaplastic atrophic gastritis

(2) autoimmune metaplastic atrophic gastritis z. atrophic gastritis i & 2 4 3
# 2% (gastric antrum)

(3) autoimmune metaplastic atrophic gastritis ¥ ¥ anti-parietal cell antibody

A4 M
(4) environmental metaplastic atrophic gastritis % ¥ alz:F"’ PR SE Fe H 7 M
(5) autoimmune metaplastic atrophic gastritis ,& ¥ > 5 hypergastrinemia z_ {2
A. (2)+(5)
B. (2)

C.(1)+(3)+(5)
D. (2)+(3)+(5)
E. (1)+(2)+(5)

P o A LTS F e £ 0 Bds AR R 4R ) clairthromycin 5% 5 18%
Hil R TERET AR K,% Al i Bl A2 Kf A7

(1)7 % 2. 4% = &5+ (standard trlple therapy )

(2)14 = 2 &% = & % ;> (standard triple therapy )

(3) 14 = 2_ = 5 ;2 (concomitant therapy )

(4) 14 = 2.8 & % ;> (hybrid therapy )

(5) 14 = z_4&&#| v & 2 (bismuth quadruple therapy )

A. (2)+(3)+(4)+(5)

B. (3)+(4)+(5)

C. (2)+#H)+(5)
D. (1)+@)+4)+ ()

E. (2)+(3)+(5)

= OA4 &R ] PHBFLF L RFALT/43



16.

17.

T 713 B non-steroid anti-inflammatory drug (NSAID) 31422 % % ig 4f i 4z
it @ % Frx?

(1) % # ¥_NSAID-induced peptlc ulcer z_ 5 ' ¥+

(2) Eneteric-coated NSAID # 3 »x%g I# NSAID-induced peptic ulcer bleeding
(3) FrerHERLE? 2L ﬁp ¢ * COX-2 inhibitor

(4) COX-2 inhibitor ﬁh non-selective NSAID 314" it {5 2 # 5 3

(5) Antacid ¥ 12 5 »%3f I# NSAID-induced peptic ulcer

A (1)+(2)+(3)

B. (1)+(2)+(3)+(5)
C.(1)+(@3)

D. (1)+(3)+(5)

E. (1)+(2)

T3 M ek % (gastrinoma) dhkcit o e A ?
LN e e T
A SR O ER
=3+ = 4p % 2 gastrinoma & ¥ # 2 ** second portion
B4 % parietal cell mass 3 3§ 4c 2 7
# % multiple endocrine neoplasia type | s 32 -

(1)
(2) .
3)
(4)
()

A (2)+(4)+(5)

B. (2)+(3)+(4)+(5)
C.(1)+(2)+(4)

D. (1)+(2)+(4)+(5)
E.(1)+(2)+(3)+(4)+(5)

= OA4 &R iP5 LF L RRAE 8/43



18.

19.

20.

- ET2RAPBBERFELIEL > FEARAFRITFH N FHEH S
PP AP 0 B AR e 7

(1) gastric ulcer with a clean base

(2) gastric ulcer with a non-bleeding visible vessel

(3) gastric ulcer with flat pigmented spots

(4) gastric ulcer with adherent clots

(5) gastric ulcer with a spurting visible vessel

A. (2)+(5)

B. (2)+(3)+(4)+(5)
C.(2)+(4)+(5)

D. (2)+(3)+(5)
E.(1)+(2)+(3)+(4)+(5)

TR SRS R BT S A R D
(1) &% 2 A#35 pes e (basal acid secretion)

(2) ?.J‘ 2 AA# % wE A4 E (basal gastrin productlon) R
(3) £ 4% %48 {31422 antrum-predominant gastritis 4p B
(4) & CMV virus 5142z antrum-predominant gastritis 4p i
(5)

B2 flgis 5 pia v g (stimulated acid secretion) 3 #c

A (1)+(2)+(3)

B. (3)+(5)

C. (1)+(2)+(3)+(5)
D. (2)+(3)+(4)+(5)
E. (2)+(3)+(5)

- =60 % 92 & * clopidogrel (Plavix) sg 17 ¥ b 48 » T R F]+ = 4%
FHFF N e Rl 2 F G L& BFR T clopidogrel & iE
P F R ﬁué*fw”—ﬁ%w MAR I TR s 2 R 9

A. Antacid

B. Histamine-2 receptor antagonist
C. Proton pump inhibitor

D. Sucrafate

E. Misoprostol

= OA4 &R ) B FF L RRAE 9/43



21.

22.

B35 R B e B gt o TR G2t

(1) @« %48 B (H. pylori) £33 i § £ & sy 75

(2) me LR 2L P 5 RhE & R TS

(3) L R* 2EF A L k7 E (NSAID) € 34§ Kbk &

(4) 7 Familial adenomatous polyposis 14 » %3 % i fundic gland polyps ¥ -
P TV N WP E BT

(5) Peutz-Jeghers syndrome &_5 J§ 1% & F]+

A (1)+(2)+(3)
B. (3)+(4)
C.(4)+(5)
D. (2)+(3)
E. (2)+(3)+(5)

B Y MUR TRA R A e T AP R 22

(1) R T ’JJTU% (diffuse type ) =3f {4 22 %5 4] § 9:]1& (intestinal type ) 2 7
e

(2) F 3 RS ERIET L T L T A A R RESE A
* o P wE BRSO AFIRE St

(3) DNA damage repair (DDR) pathway £ /&% 3] 2 %5 4 5 g 2 % 5 4 b

(4) iz Siewert ~ #f ( Siewert classification ) - EG junction 3 junctional cancer
vz A 29 8 = 3] (junction 12T 2-5 24 MUK ) 82 A SR
7 AP B

(5) 7 CDH1 & %1% ®% 4 (CDH1 germline mutation) > 3 70%:4 ¢ 3% 4
A

A. (1)+(2)+(3
B. (1)+(3)+(5
C.(1)+(@2)+(5
D. (2)+(3)+ (4
E. (1)+(2)

- OF ERF I E P AP LT 10/43



23. M5 S AT (GIST) v ¥rd o 2 it > 7 Hie 527
(1) ** 22 T b F R B 77 P i & & PARELT (17 5 2 p I o
A (2) BEF D1k P i MRS AT H T BB A RE b G
(3) "> = 4 ¥ 4 Jdp #>5/50 HPF > jivis 22 ik %+ Imatinib 400mg & p
- & 3 E
(4) A&7 7 2rr2 GIST % - 475%™ Imatinib 5 g4
(5) ##1+ GIST » 2 Imatinib icF > 7 90%67:)1% A ¥ i# complete remission

A (1)+(2)+(5)
B. (3)+(5)
C.(1)+(2)
D. (1)+(3)+(5)
E. (1)+(5)

24, BT REG %E 4 2 % (Primary Gl lymphoma PGIL) ™ 7 4zit i@ Aﬁ * It FE?

(1) Ao® T ERFHTSEHT % (PGIL) g8 » F 50-70% = +

(2) ed ®z &% > | 5 H_PGIL 473 aafR iz

(B) w7 flehim e B 43 R REMI BEH" B2

(4) 5 T He > F 38%-48%E_mucosa associated lymphoid tissue (MALT )
lymphoma

(B) fh®l® & o % o R MR BT 2 g4 kg

L
<l
&
3
~
|

945211

A (1)+(@3)+(5)
B. (2)+(3)+(4)
C.(2)+(4)+(5)
D. (2)+(5)
E. (4)+(5)

—Od RN PR PR A AT 11143



25.

26.

R ST AEMEAR B o T B 4« # = & (MALT lymphoma) & i #i- MALToma 5% 2 3

6 T AP X g Lzt 9

(1) s ifgds 7 (HP) &3 MALToma fhe & o5 F]+ > 4700 F HP & % 2 3
MALToma & % - ¥ 23k %7 Mf iR

(2) = 3 iééi“&iiﬁ&lbmq&a& #HRET T MALToma hg f > fdest da P LR s
FI'f Fie R ie 0§ * 5 60%-80%k F ¥ i& complete remission

(3) i MALToma & & 532 4 e & “Iymphoeplthellal lesions”

(4) 5 MALToma 5 & ez & 5+ 9 5 80%-95%

(5) Lugano Stage | 7% MALToma £ 3 > 4% du " {5 5 f
Ve 23 R - BN TE complete remission

s > 90%:n

, \

A (2)+(3)+(5)
B. (1)+(2)+(5)
C.(2)+(3)+(4)
D. (2)+(3)
E. (2)+(5)

i >+ % e Diffuse large B cell ymphomas (DLBCLs ) &h4zif » T 7] i@ T:{ L 2E9

(1) 5 k= H%*® > 3 ~ % 50%%_DLBCLs

(2) 7 25%-40%:DLBCLs > # ic 2.4 MALT ;7% ™

(3) Lugano Stage Ill 0 & # - =+ jiwic & i disease-free survival 3t i 8 i

4)L ugano Stage | h R > F 3 de P LR ds FRE 4 ’f Flie R 183 710% 55

¥ i# complete remission

(5) Lugano Stage IIl g 4 > et i Fing e o 5 5%-10%hk 4§ § Flha &

FIta §E SR

A.(1)+(2)

B. (2)+(3)+(4)

C. (2)+(3)+(4)+(5)
D. (3)+(4)+(5)

E. (3)+(5)

S OF ERF I E P AP L T 12/43



27.

28.

B>t R A 2 4xit > TR g e2e?

(1) % end p @ » % 509% %_fundic gland polyp » 4096 &_hyperplastic polyp °
10% %_adenomatous polyp

(2) # 4 ¢ * proton pump inhibitor 4z 5 # - hyperplastic polyp =% 2 b ' ¢
B4 4

(3) #73 = fundic gland polyp & % 5 3 ek '& ¥ i > 317 F &7 0g

(4) 7 mADLE > F dysplasia 2 #73 7% B;jlﬁvi’%??%*r T
FOERE A R Qe R EG 10002 %S R

A. (1)+(2)+(3)
B. (2)+(3)+(4)
C.(2)+(@3)

D. (3)+(4)+(5)
E. (3)

TR MUR At 0 P R 20

(1) CEA 2 CA19-9 &% penZ ¥r2 SRR AR RE FBR Y AM > 7 £
B*ig o TR

(2) CA72-4 1% BB ST R R B AR B 7 3

(3) *~ % B ﬂ:p%ﬁ F-18 fiuorodeoxyglucose (FDG) ¢ uptake # i

(4) ¥z F (MRI) $225 % T 2 N chs ) 50 T %tk - Flt 2w 4 8 7
gL iEH MRI

(5) Mt T ¥y W L FER LA LT B (D2 resection) o g 4
B & = Z gt D1 resection

A (1)+(2)+(#4
B. (1)+(2)+(5
C.(2)+(3)+ (4
D.(1)+(4)+(5
E.(1)+(4)

~ N ~— ~—

S OF ER I E P AP L T 13/43



29.

30.

31.

MR A S R kit > TR L A ?

(1) * % 50% % H 5 > 5 Trefoil factor 1 4 it & 4 (Loss of TFF1)

(2) E-cadherin # 50973 %@ 3 & T ' R 4 (decreased expression )

(3) % i 90% 1% A1 % e > E-cadherin eh& LE ¢ T '

(4) ~ % 40%% 41§ 25 ¢ > microsatellite = activity £ (MSI-low)

( ) i% F|I|pes group 4 58 0 % 1 Aleni % AL iv 4 §_complete type IM > H
[P 22 g) W R

A (1)+2)+@3
B. (1)+(3)+ (4
C.(M+2)+#4
D. (2)+(3)+(5
E. (3)+(4)

~ S~ ~— ~—

M3 i AT (GIST) shgcid = 7lim & 5 2.9
(1) + 294 51 GIST 485 C-kit (CD17) # e % - Bx Cokit 36 b o0
LERE S 1 E/}é‘

Q)ﬁdwﬁ“mﬂziﬁ( 50-60%) * % (¢ 25-30%)

(3) f& st d C-kit 34 (-) - DOG-1(-) - Desmin(+)

4) ~=+ }gaiﬂ’ F-80% 7 C-kit & F1% %>10% £_PDGFR 7% %> 10% #_wild type

(5) " imre ek RE A AR p § g EECR R chiggiz iz (ICC cell > intestinal
ceII of Cajal)

A (1)+(2)+(3)

B(1)+()
C.(3)+(4)
D. (1)+(4)+(5)
E. (3)+(4)
mi A RITR IV SRR L FRRF Tk T AR R
T 7

SRR T
By
B

OO0 Wy

- OF ER I E P AL PF L T 14143



32.

33.

34.

7 M L~ s (inflammatory bowel disease) * 7 1£% ¢ (ulcerative
colitis) {r#.f <5 (Crohn's disease) hicit » @ FrAE?

(1) #°F & # 4 B 125 L 2

(2) 7% § &% £ (appendectomy) ¥ 14 = i 125 g 2
(3) i * v Ry & (oral contraceptive) ¢ 3 4r i lh < % 2
(4) %7 15-30 fet > A F & 4+ 60-80 ki § ¥ - 4 B #
(5) LS pL g 4 s R0 T

A. (1)+2)+ )
B.(2)+(3)+4)
C.(3)+(4)+()
D. (1)+(#4)+(5)
E. (2)+(4)+ ()

T 7|3 B NSAID (Nonsteroidal Anti-inflammatory Drugs)-induced
gastrointestinal complications 2 #zit - ir ¥ 45 3% ?

A. NSAID ¢ #ri| prostaglandin synthesis > %]t ¥ * misoprostol ;¢ %

B. H. pylori & % 2 NSAID-induced 3 #%;%% % & B 5

C. o3 PN RpL LB EpeH

D.65 &t xapmt@* 5 HE NSAIDs > ™5 RF b 'ag a2 FHFRE
E. proton pump inhibitors (PPIs) & 37 ¢t % & 4z 2 7 iE

B+ IBD (inflammatory bowel disease ) 2 #cit » i ¥ 4% 3 9

A. Ulcerative colitis 2. ﬁ % 7 proctitis

B. Ulcerative colitis 2. ﬁ 2_Jg A # 5 acute onset » Crohn disease 2, ﬁ UK a4
indolent onset

C. Ulcerative colitis & - #&% 3 enterocutaneous fistula

D. Crohn disease & 4 #&.% 3 perianal abscess

E. = —‘5 4 % ¥ a2 genetic predisposition, immune dysregulation %
environmental triggers

— O R P PR AR 15043



35.

36.

37.

38.

7 % Angiodysplasia » T 7l it i %7

=\

—=h

A.

moow?»

00w >

EEANITH D E TR

A f]* capsule endoscopy ¢ deep enteroscopy

80%m + 4w 59 angiodysplasia > ¢ p #° ik dw

U H LK 5-30% F jiis g £ da
B % 2 o] % 2 4 (adult intussusception) szt » A ?
aEE AN IR R R

ik R .rw;—y “f

% m ;% * hydrostatic barium enema i* reduction

EVER VO HD EBL

Adenocarcinoma
Carcinoid
Sarcoma
Lymphoma
Metastatic tumor

i Gastrointestinal stromal tumor (GIST) > T 7| i@ «‘ﬁﬂ FE?
GIST a8~ § gk > CFHBEL XA HEFFS D ~ EIMER A SRR

R R 8
$ A2 B T0%PGISTH 2t %> B 53 > £ kL5

EY TR P TR S > PIE R e S LN PR (7] 5 R R R S
:

oI e Bt o GIST b 8 i 0 i 3 oy iy & 75 BReniE & - L TMN
staging » @ 2L < o B2 A Y R R

M N2 ,’fmgﬁf}%’ ol et g P 2R S RSB e L

ik (CCRT ) 1R B AT eif 1S

- OF ERF I E P AP LT 16/43



39.

40.

41.

fl_#—'f GIST)?-} A » 7F IJV}VKIE E»Erdl _a—": IV %]‘94;//\%

A. loss or mutation of APC

B. ¢c-KIT mutation

C. mutation of K-ras

D. loss of P53 E. EGFR mutation

- B T3AT IR BRRALA R R A B R E 0 IR
%ﬁ£%#°imf - 2 < Flrd w {f cEEWR A D EINT Hoa R
HoMPRLES 37 Red a B L% TR B AT
F//\L‘*Tﬁ*—r;q'?”%?

R R E NG

EER O e a1 NG ®

Tl itiE s g R ¥ H 2 (angiodysplasia) s

EREy e BEY

Lo hyFy e

moow?>

WE XK &%ﬁ R R LR R @ (the US Multi-Society Task Force

on Colorectal Cancer) %" 4 % % §; q ,%EL %ﬁ % (Fecal Immunochemical Test;

FIT) z % F%%aﬁ*ﬁi*‘i‘ ' UTE R 'ﬁ aE_?

(1) - =cd 524 etk s¥ %2 %% (colorectal cancer) & R4k & 4
% 50%

(2) - K f 52 L Fn ik & &7 A 9:]1% (Advanced adenoma ) # ip|aTR
& (Sensitivity) £ 5 20%-30%

(B) # 1 Wiy > FIFERRAEMNALAZL{Ec L T & 1T
PRARIE < B B G AR B v

(4) BP L TR AL FEAFGCILEF T RILTRE

A (1)+(2)+(3)+(4)
B. (2)+(3)+(4)
C.(2)+(3)

D. (3)+(4)

— O RN B R L AT 17/43



42.

43.

44,

v

#30F & %4k h (High-quality colonoscopy) » w2 ™ fr 4 5 &7

(1) =& 3E 7 % & A= & e (anastomosis )
(2) i FIT screening program 7§ © §4 {7 < % &Len g f7 H % 1 ipl 5 (adenoma

detection rate ) it iE 3 25% 12 }
(3) it ¥ 7% # % (adequate bowel preparation )
(4) #73 # I&ﬁvﬂijﬂ\%%’wﬁtiﬁ%i%“,f

A (1)+(2)+(3)+(4)
B. (2)+(3)+(4)
C.(1)+(3)+(4)

D. (3)+(4)

MO g s g AT T AR b A2

A (1)+(2)+(3)+(4)
B. (1)+(3)
C.(1)+(2)

D. (1)+(2)+(4)

# % (Inflammatory bowel disease) ip & > # 4 % % 2 % %

(colorectal cancer) ik ' § #& % > 1T P H 5 A7

(1) & e 2% A% (Inflammatory bowel disease) s & 0+ % & % &
(colorectal cancer) f 7 & » v & = B fehit

(2) ¥ L5810 & » A4 X B padh ‘GRinkpx + o

(3) oAkt RN EEEF RS AR

(4) > %% X (Pancolitis) g A Rt = RIS L (left-side colitis ) s 4 % e
[

A (1)+(2)+(3)+(4)
B. (1)+(2)+(3)
C.(2)+(3)

D. (1)+(2)
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45.

46.

47.

MR S % % E %o (colorectal cancer) 3 b e R ?

(1) i #4< % & ¢ g (Familial adenomatous polyposis) s &

(2) 2ol g iE¥ (Peutz-Jeghers syndrome) s &

(3) #2415 gL ¢ g iE3¥ (Hyperplastic polyposis syndrome) i &
(4) #=& 5k 55 L ¢ gz i23¥ (Serrated polyposis syndrome) i &

A (1)+(2)+(3)
B. (1)+(2)+(4)
C.(1)+(3)+(4)

D. m+ % &

T A J‘Ff 2t familiar adenomatous polyposis syndrome 7% ig ¢t B 7
(1) Mandibular osteomas
(2) Dental abnormalities
(3) Medulloblastoma

(4) Anal fistula

(5)

5) Cutaneous abnormalities

A. (1)+0)
B(E+@)
C.(3)+(4)
D. (4)+(3)
E. (2)+(4)

TH LA S E SRR E fa.ﬁ CARFEP T UG E MR B K7
(1) Colonoscopy

(2) FIT (fecal immunochemical test)

(3) gFOBT (guaiac fecal occult blood test )

(4) Flexible sigmoidoscopy

(5) Double contrast barium enema

A. (1)
B(1)+()
C.(M+(2)+3)
D. (1)+(2)+(3)+(4)

E.(1)+(2)+(3)+(4)+(5)

- OF ERF I E P AP LT 19/43



48.

B

49.

1395 2020 & B 370 R § %5 g ¢ 1 i¥ ] 2 (US Multi-Society Task Force;
USMSTF) = "% 4risif 4 S B ek > 300 EX L > Kf = (Polypectomy )
i dhE koo oriEsk et § < Y 4LiEBide & (Colonoscopy Surveillance ) » 17T e

x ¥ 9

p o= S

(1)1 2 2B > 10mm sha F 4248 ;;,L);;T\}an (Sessile serrated polyp) » s & 4 ¥
*71£ (Polypectomy) 15 5~10 & % >~ H &tk &

(2) 1035 4 ¥ § - M R afpgg BB R BRLE %
(Polypectomy) 74 3 #4#& % >+~ S 44 4

(3) & F 424 % ’J;]U%‘*; (Sessile serrated polyp) > * <] 5 10mm 2 F » & & 4 #
szt (Polypectomy) & 3 #4552+ &tk &

(4)1 1 7mm g &< B]fugq (villous adenoma) » & & 4 p *» “f ( Polypectomy)
(R R ]

A (1)+(2)+(3)+(4)
B. (1)+(3)
C.(1)+(2)+(4)

D. (2)+(3)

B> g2 & { ex ¥ & (Fecal Immunochemical Test; FIT ) * »* % 55 8 % Jf &

oMU F LE?

(1) f# % % { & ¥ & (Fecal Immunochemical Test; FIT) 54+ » © &% {7 <
BAETY > LA FRWE N

(2) HFHeed WL P FLFHET MTE - B2

(3) B e BB B E 4 B A MY A7 £ BTG B FHY 60%
.k

(4) =L {HFL & h%F 2 20mg/gstool & 7 & (cutoff) » RIFEs < %
HtkaY rimw]z,)%"; i pl % (Adenoma detection rate) & < ** 209 » % (£
3R] 5 % > 1596

A (1)+(2)+(3)+(4)
B. (1)+(3)
C.(1)+(3)+(4)

D. (3)+(4)

— O R P PR AR 20/43



50.

51.

52.

i »* Lynch syndrome (Hereditary Nonpolyposis Colorectal Cancer ) 4p & %
G

R

+ ¥R

A 8 R

135 :3: j%,

moow?>

B A%+ mother-to-child transmission & € & & % 13 2 = ?

A. Maternal HBsAg level
B. Maternal HBeAg status
C. Maternal HBV viral load
D. Maternal age

E. Infant birth weight

B A3F L& &4 o chicit > T AR FERE?

(1) & »=* 3% (pegylated interferon-alfa) — # # 2 > 3t HBeAg F 1+ el 14
BAl'+{ L% - sk %4 6% > HBeAg seroconversion rate ) 3 29-32%

(2) & »=* 3% (pegylated interferon-alfa) — # 7 2 > 3t HBeAg I 1+ el 14
B A+ B ﬁ » HBsAg seroclearance rate 4 & ¥ i 30%

(3) Entecavir ¥t treatment-naive chronic hepatitis B - 5 & ey 14 5 1.2%

(4) Tenofovir alafenamide 2% renal organic anion transporters ( OATs ) #h

substrate » ¥ 1R T3 4

A. (1)+(2)+(3)
B. (1)+(2)+(3)+(4)
C. (1)+(3)+(4)

D. (3)+(4)

E. (3)

— O R P PR AR 21/43



53.

B

54.

B A5+ % #‘a:),%% # ¥ nucleos(t)ides analogues (NA) /5 & % chézif » T 7))@

H AR

(1) 2018 AASLD HBV guidance #f** HBeAg I [£3F4 i 5 & - & 3] HBeAg
seroconversion » £ 3% 7 A & indefinite /5 %

(2) HBeAg Fs 12225741 it 5 & » NA /5% i ¥] HBeAg seroconversion & » 1 -~ i&
& &4 12 % ? ¢ consolidation 75 %

(B)NA /% = Z chpiil » 2 & % § virological relapse - liver decompensation
B &

(4) HBeAg ta {2 22074 it o & - NA B & 18 5 77 7 % 4 7 113 % HBsAg loss # ¢

A. (1)+(2)+(3)
B. (1)+(2)+(3)+(4)
C. (1)+(3)+(4)

D. (3)+(4)

E. (3)

D 9% chipy > 5l im ¥ A 2

(1) % ¥ =i HBV DNA 2 HDV RNA level

(2) F4# 7 5 L& ayp > 50

(3) *# %4+ NA» ¥ 23 3 HDV RNA undetectable rate
(4) NA /5% 3 243t HDV & suppression

A. (1)+(2)
B. (1)+(2)+(3)+(4)
C. (1)+(2)+(3)

D. (3)+(4)

E. (1)

— O R P R A AT 22/43



55.

E

56.

HBV/HIV coinfection #4zit » = 7] #® ﬁﬁ Fr?

(1) HBV/HIV coinfection ¢ 4 :# liver fibrosis progression » #f 4v 741 it 2 3 o
B &

(2) ix% 0% 5 2 NRTI (nucleos(t)ide reverse transcriptase inhibitors ) 3 2 =
2

(3)NA 4 ¢ TAF 3 anti-HIV effect

(4) Entecavir ;X 3 anti-HIV effect

A. (1)
B. (1)+(2)

C. (1)+(2)+(3)

D. (3)+(4)

E. (1)+(2)+(3)+(4)

B A *+ X mother-to-child transmission 4zt » T 7 i@ ﬁ T FE?

(1) 2~ > ¥ HBV 3 54+ £ (>200000 IU/ml) > ¢ # 4 B 315+ %
mother-to-child transmission k. *%

(2) NA (nuceos(t)ide analogous ) ;% ¥ 14 & *> mother-to-child transmission
I

(3) 1% ¥+ NA :E % 12 TDF (tenofovir disoproxil fumarate) = &

(4) g 1# mother-to-child transmission - $f** % & £ 2 4 > B> RE
A5 NAS ED A4t 4% > w2 7 v it

i3
¥ 28-32

A. (1)
B. (2)+(3)+(4)

C. (1)+(2)+(3)

D. (2)+(4)

E. (1)+(2)+(3)+(4)
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57.

B

58.

B 4|5+ :z’i:),;q% reactivation 72 % > iz 45 2018 AASLD guidance> ™ || i® —‘5 T FE?

(1) Baseline HBsAg+/HBV DNA detectable: a 10-fold increase in HBV DNA as
compared to the baseline level

(2) Baseline HBsAg+/HBV DNA undetectable: HBV DNA >1000 |U/ml

(3) HBsAg+/baseline HBV DNA not available: HBV DNA > 10000 1U/ml

(4) HBsAg-neg/anti-HBc positive: HBsAg reverse seroconversion or HBV DNA
becomes detectable

A. (1)
B. (2)+(3)+(4)

C. (1)+(2)+(3)

D. (2)+(4)

E. (1)+(2)+(3)+(4)

B A"+ Iz’i:),;q% reactivation s4cit > T 7w —%‘I_F FE?

(1) &% AGA %4 % > high-dose corticosteroids # % = =10mg for =4 weeks
(2) HBsAg-negative/anti-HBc-positive 7 Diffuse large B cell lymphoma B
£ rituximab-based chemotherapy > &% 2018 AASLD guidance > & % -
entecavir > TDF » or TAF #g f#» HBV reactivation > & 3|t e 1 > 12 B 2
(3) HBsAg-positive 2 b i B & L & > 4% 5 £ LRI AR 0 § 3 4 HBV

reactivation h *&
(4) 2020 ASCO Provisional Clinical Opinion Update 3% : HBsAg, anti-HBc,
anti-HBs = 3% B "4tz o &1 fr @ 30 F £ kiR

A. (3)
B. (2)+(3)+(4)

C. (1)+(2)+(3)

D. (2)+(3)

E. (1)+(2)+(3)+(4)
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59.

C

60.

B -jtl]BJ'—“,'i;)?:liﬂ_ F o endcit 0 T AR K AL T FE?

(1) HBV core-related antigen( HbcrAg ) ¢ #& HBcAg>HBeAg- % precore protein
(p22cr)

(2) HBcrAg £ intrahepatic cccDNA 3 & 4p B

(3) Baseline HBcrAg fiz i<t e 1 14 B FEH &K antiviral i % > ¢t % HBCrAg

g 0 ¥ 4 iZ 3] HBeAg seroconversion

(4) HBsAg-negative/anti-HBc—positive = diffuse large B cell ymphoma 5 & > &
4 H baseline anti-HBc titer 3 > &% #7 ¢ % 2 rituximab 3% <7 HBV
reactivation

A (1)

B. (2)+(3)+(4)

C.(1)+(2)+(3)

D. (2)+(3)

E. (1)+(2)+(3)+(4)

B a]5% 3 engcit » T AP K B FE 9

(1)HBV 4g 427 » ¥ & 24 3.5kb > 2.4kb » 0.7kb # 3 & mRNA

(2) HBV cure ez & HBsAg i 4 ¥ & e

(3) HBV functional cure £ 45 undetectable HBsAg & HBV DNA - % ¢ anti-HBs
hh

(4) & £ 1] HBV sterilizing cure » & Zf -;%% intrahepatic cccDNA % integrated
HBV DNA

A. (1)
B. (2)+(3)+(4)

C. (1)+(2)+(3)

D. (2)+(4)

E. (1)+(2)+(3)+(4)
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61.

62.

63.

C 4" Direct acting antiviral (DAA) =h4zit » = 5@ JF‘{ T FE?
(1) EPCLUSA i=* # NS5A 2 NS5B
(2) MAVIRET i¥* # NS3 > NS5A > 2 NS5B

)

(3) Decompensated liver cirrhosis * MELD score 218-20 > /&3% { # #& 4 DAA
R
(4) MAVIRET # 2 * % compensated cirrhosis

A (1)+(4)
B. (3)+(4)
C. (1)+(3)
D. (2)+(4)
E. (1)+(3)+(4)

HCV/HBV coinfection s4zit » T 7] @ —‘F% N

(1) #p# HCV monoinfection - HCV/HBYV coinfection 7 # % cirrhosis/HCC sk
"

(2) % DAA ;5% T » HBV reactivation ek *& & HBsAg I ]“i—“ﬁ? ™% iE 24%

(3) 2 DAA ;=% » HCV SVRrate & %<8 » 7 ¢ £ HBV ¥

4) WFJFi5Fk ﬁ.%% ¢ 7 HBV reactivation & *

A (1)+(4)

B. (3)+(4)

C. (1)+(2)+(3)

D. (2)+(4)
E.(1)+(2)+(3)+(4)

HCV Direct acting antiviral (DAA) g chazit » T 7 ie T & 7

(1) DAA ;5% decompensated liver cirrhosis # » ¥ 124 * BE3A score * ¢ /p]
DAA J5 5 15 > 35 i % 5 15 € 189

(2) BE3A score 4% % - fx4f 3| Child-Pugh A 4% ¢ 4% 3

(3) BE3A score # 4% BMI > Albumin - Bilirubin » ALT » Ascites

(4) C A3+ 07A v & > DAA Vs i M 2% 5 HCC b '

A (1)+(4)

B. (3)+(4)
C.(1)+(2)+(4)

D. (2)+(4)
E.(1)+(2)+(3)+(4)
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64.

65.

66.

i »* non-alcoholic steatohepatitis (NASH ) s4cit » T 7| = ﬁ rFE?
1) NAFLD =+ %7i% i+ § |4 daily alcohol consumption % <40gm

2) NAFLD s+ ¥1i% i+ % |4 daily alcohol consumption % <20gm

3) Lifestyle intervention ¥ & p 4 &8 1§ Z j& > 500-1000 Kcal

4) Lifestyle intervention & £ 3| 7-10% weight loss

o~ o~ o~ o~

A (1)+(@3)+(4)

B. (2)+(3)+(4)
C.(1)+(2)+(3)+(4)
D. (2)+(3)

E. (2)+(4)

i >* Primary Biliary Cholangitis (PBC) h#zit » ™ 7 fe 4 I £ ?

(1) 2 %7z & antimitochondrial antibody (AMA) - liver biopsy it { = 2% %
(2) 5% mIgM = 3

(3) Vv v ursodeoxychollc acid (UDCA) & obeticholicacid (OCA) = i
(4) UDCA #| & = 13-15 mg/kg/day

A (1)+(@3)+(4)

B. (1)+(2)+(4)
C.(1)+(2)+(3)+(4)
D. (1)+(2)+(3)
E.(1)+(2)

& "% cr systemic therapy ® > T 7= J‘F{ g 58 FDA ¢ i * 2
immune check point inhibitor #g ;5% 2+ ?

(1) Pembrolizumab

(2)
(3)
(4)
(5)

5) Atezolizumab

Bevacizumab
Nivolumab
Carbozanitib

A. (1)+(2)+3)
B.(2)+(3)+4)
C.(1M+E)+O)
D. (1)+(2)+(4)
E.(2)+@)+()
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67.

68.

69.

& i systemic therapy # > T # iR H_J >+ target therapy ( Tyrosine kinase
inhibitor; TKI) #go% 4 ?

(1) Atezolizumab

(2) Pembrolizumab

(3) Ramucirumab

(4) Regorafenib

(5) Lenvatinib

A. (1)+2)+ )
B.(2)+(3)+4)
C. (1)+4)+0)
D. (1)+(3)+(4)
E.(3)+(4)+(3)

&R ¢h systemic therapy @ > T #ie £ > Sorafenib ip i % Rt 5
¥ 2. % - M target therapy 2% # 4 ?

A. Lenvatinib

B. Regorafenib
C. Nivolumab
D. Cabozanitib
E. Atezolizumab

%3 M0 Immunotherapy therapy ¢ > T 74zt @ «‘ﬁ K Fren?

T gt 3 AR fEATLEF

Check point inhibitors & z 4-% PD-1, PD-L1 §= CTLA-4 % #r4]

- 42z 8 s &% 4o TKI (Tyrosine kinase inhibitor) & & @ *

T-cell immunoglobin and mucin-domain containing-3( TIM-3 ) 2 Lymphocyte

activation gene-3 (LAG-3) %** antigen targeting antibodies z_ % #&

(B) Mimh v » F¥EBILR R RIFTALRF B2 F 0 > 2 ¢ 7 dendritic cells,
peptide vaccines, and oncolytic viruses

2
3

(1
(
(
(4

~— N N N

A (1)+@2)+(4)
B.(1)+(@)+4)
C. (1)+(2)+)
D. (2)+(3)+(4)
E.(3)+(4)+(3)
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70. "f?ujiaégéb;; ey & 2B TS Q

TR R

AAPF Lt E AT
CBAPFEA R & C AT 1

* AR 2LFH LR 578 s (NAFLD)
. 7}%@;}}%5& ¥ %95 % (aflatoxin) % &

moow >

71. T 7B HBV % imee f (HCC) B ' i % 5 2t

1) HCC b " i A Mg #2344

2) A B E @ H B4 F LB 0 HCC b %

3) AASLD ip 5123k 0L 5 PFAL 1 e ™ $13¢ 50 o boendy i 9 e 55 g
Sl i (7 HCC i

(4) v R¥ipm+ # (NA) 22 CHB £ % ' i HCC b ' § B

(5) HCC e % Fl% ¢ 45 4 v 43" 8 (407 12> HCC 7% ¢ ) x4 (4o HBV
DNAlevel #i% ; ALT #2% ; £ 5 g % HCV > HIV & HDV) » fesk 8t (4cdff
T E 0 S BHRR 2 BL) Tl

(
E
(

A (1)+(2)+(4)
B. (1)+(4)+(5)
C. (3)+(4)+(5)
D.(1)+(3)+(4)
E. (1)+(3)+(5)
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72.

73.

G MR IR ISR Y 0 T A AGE IF"% I FEen ?

(1) s @ (Milan ) {52 B~ jdat 4iogg e o) fodie® (1 B 54 5sem & 2-3 1 54 -

L i’gﬁ 3cm)

£ AFP & Af 2 H 17 3 HCC £ & ff fe g Hheniv® » 4 F] 5 < 9 1/35HCC

3‘1_)%; 2L AFP 2 4 (non-AFP producers )

k%R (loco- reglnal therapy ) %3z %3 7 {4 ¥ Downstaging = Milan

LTI %jZEI 45 e mﬁﬁgi‘gﬁ

(4) "*# %_ev,m),%?m”—f%ﬁ* eNTR 1S IR ¢ 0 M iRE ¢ 45 AFP & CEA &
DCP/PIVKA &% % £ & 45 1%

(5) i+ & 4% (Chemoembolization) £2cst;5% (Radiotherapy) # ¥ &_
Downstaging & & /5% E &

(2)

3)

A. (1)+2)+(5)
B.(1)+(3)+()
C.(3)+(4)+()
D. (2)+(3)+(4)
E.(1)+(4)+0)

MR T gt K R ?

A. g,kiﬁqﬁ-}}%:“?:r’g%’}—&.]\'}

B. ¢ &M RIEF -~ F fop b ¥RAE 60 &

C. a2t fe Ly WRIFL 7 HCC D87 # & U™ i jF 712 B R4 {0 8§
FF2pale vt o FE TPE3 A F]R %

D. FAL it e Py & o 12 45 HBV 8 HOV & o i fosip i 25 718
T (NAFLD) % - g @+ 4 %iﬁ¥vf3$rk E,ﬁ’\—)ﬁﬁé'ﬁ—)ﬁ?’”‘&m’? S
Fﬁ,. °

E. 97 80%# ez %r: HCC ehip %k @ g5 pVFm b

— O R P PR AR5 30/43



74. F&?ilﬁﬂ”‘%%%ﬁg (AASLD) *#:2018 551 ¢ A feit e LT A

E

75.

(1) % <A i B f 5B SR h G d o BRI S

(2) HCV ipt & <7 HCC R *& & DAA o 165 B 5 SVR 3% it 5%F i ie it
Btk o FIA b e HOV e 200k 6 4

(3) HCV & NAFLD i B AT ﬁ—‘ﬁ WU e BT fU ﬁ:ﬁ VR e i BT E T 1
FPEkties LB FRE 4

(4) » =2 &% CT 4 MRI % 5 ¥4 i ,&.—‘F}{ TR R R G R 2

(5) Mri BCLC & # ™ f "ol &

A (1)+(@2)+(5)

B. (1)+(3)+(4)+(5)
C.(1)+(2)+(3)+(5)

D. (2)+(3)+(4)+(5)
E.(1)+(2)+(3)+(4)+(5)

FMERRFE  (AASLD) #2018 45517 o T Akt e Ldpipen ?

A. # g (thermal ablation) jiFig++ ¢ A2 & (ethanol injection) i

B. #' g (thermal ablation) M2 &+ B £ ] 30 7 24 % 5 5 & i ot

C. #f e (thermal ablation) i & F 4% b '& F > &= 3-6 B ' * g A
o CT &% MRI & {7 3¢ BEE B

D.BCLC stage BHCC 7 & » s %ipft # infy § iz 2 571 » TACE £ & 7
Tk

E. :}}%,é,.% i# & TACE/TARE & TACE /TARE /&% fs & it % TRE R >
e (systemic therapy)

— O R P PR AR 31/43



76.

77.

7 B B>tk 2 BCLC (Barcelona Clinic Liver Cancer) 4 8 & stfm & fx ?
(1) ~ &~ 5 stage0,AB,C,D

(2) ECOG Performance status 0-2 4 5 & & stage C # 4

(3) ~ #1245 5 performance status, tumor staging {= Child-Pugh classification
M)%ﬂ”%~@€%ﬁﬁm%’Lf”%%mmvwﬁ

(5) Stage 0 €45 Child-Pugh A > ¥ - ##.%;-]- 3 =~ » ECOG Performance status

0-1 ~ 2z very early HCC

A.(1)+(2)
B.(1)+(2)+(3)
C. (1)+(2)+(3)+(
D. (1)+(2)+ @)+
)

4)
)
E. (1)+(2)+(3)+(4)+(5)

_|_

¥ AT T e kil B G R Y

(1) TACE #>* BCLC B T B 2 &% 58 (the standard of care)
(2) TACE %7 e ChildC & in v 4= 5k > L 2 F B %X 2>
(B) rEimt g7 #FR®E + A T AT

(4) Radioembolization 4r YOO 43+ F* #% 2 5 35 fm 2 Jf ¥ it 2T L 1375
(5) TACE + RFA 't 4= ¥ jH RFA & ;% {8 3| 2 22 %

A. (1)+(3)
B. (1)+(2)+(3)
C.(2)+(4)+(5)
D. (3)+(5)
E. (2)+(5)

— O R P PR A AT 32/43



78.

79.

TrlPAEF M g B (angiosarcoma) chskif i «"Z%F;E‘?

(1) ¥ A= L 3]= L hchEds & Ba s

(2) ¢ 5 BHRB R F Mo b4l £k F0 4 ¢ % E A (vinyl chloride

monomers ) - & ¥ & &> & v & # (arsenical compounds) %

() T A g BRI & FITEF R A AP M

(4) &+ > MR § 0 F AT g e gl (’m 4o sinusoids terminal
hepatlc venules and portal vein branches ) #%t > & ¥ p A dme

(B) ini S &P B & FEAVin LB R My S AT i i %I}'T")%f EicR R E

Fp s — 4R 4

2

A.(1)+(2)
B(ﬂ+@)
C.(2)+@3)
D. (3)+(9)
E.(1)+(5)

T ey hie B o P éb%%ié%}ﬁiér}gﬁf ( curative treatment) ?

(1

(2) Radiofrequency ablation

Surgical resection

)
)
(3) Transcatheter arterial chemoembolization

(4) Percutaneous ethanol injection

(5) Target therapy such as sorafenib or lenvatinib

A.(1)+(2)
B. (2)+(4)
C. (3)+(4)
D. (3)+(5)
E. (1)+(5)
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80.

81.

T 54 B R o gt o @ ﬂ Y29

(1) AFP 22 AFP-L39% ¢ des-y-%& f 3t o fis o enie & 7 :x 3l AFP 4% #p HCC 2 %7
i 4

(2) e HCC 4p M end $ 324 > ¢ 45 DNA, messenger RNAs, non-coding
RNAs % ¢ :& » §2/& phase 3 ¥ %

(3) Glypican 3, GP73, osteopontin, squamous cell carcinoma antigen §= insulin
growth factor-1 &_p # It 431G chd 8P chF |

(4) # 67 HX - T RPFRDRF > P REERERDRLE  BRF I HFRS
VR R I GRS gk N M

(9) GALAD =3 R[] » 3% 0 @ #5445 ~ vhiF)3 & ~ AFP-L3 ~ AFP {r des-y-
# A s w fF i ( Des-carboxy-prothrombin; DCP ) %

A.(1)+(2)
B. (2)+(3)
C. (3)+(4)
D. (3)+(5)
E. (2)+(5)

T 5§ M MRCP s it e 5 B 9

(1) MRCP ¥ 3~ ERCP .3 #7 "L "5 5 & 4

(2) 7 A HEEHTT S B

(B) " MPERIEE R T o LR R T LS T
(4)

(5)

A.(1)+(2)
B. (2)+(4)+(5)
C.(2)+(3)
D. (3)+(4)
E. (1)+(2)+(3)
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82.

83.

7 B bilirubin 3% Ap B 5 o 2 AT 0 SR R ﬂ NS eI

(1) unconjugate bilirubin Z_heme ek B4 & > % #5783 142 Jf 4 albumin % &
AN

(2) unconjugate bilirubin & » "+5gts > 5 d UDP glucuronyl transferase 35
conjugated bilirubin 5 ki3 & > d PE RE O 5 g

(3) urobilinogen &_bilirubin & 3F5g R dis 2. A 5 > SR P A E > H P g
10-20% ¢ A& 5o v S 75 X 38

(4) ’,}_J}% A pAFRESE R F BF > urine ¢ B 7 3| urobilinogen

(5) rotor syndrome % gilbert syndrome ‘¢ & >* conjugation enzymes defect » &
f254 % 113 unconjugated hyperbilirubinemia

A (1)+(@2)+(4)

B. (1)+(2)+(3)+(4)

C. (2)+(3)+(4)

D. (2)+(4)+(5)
E.(1)+(2)+(3)+(4)+(5)

TG OB OARGL 7ML R (ERCP) 2 H 4a b o i (intervention )

Zfg it F 5 AT

(1) Post-ERCP pancreatitis (PEP) % # 4 A& % < eh§ |4

(2) -t endoscopic sphincterotomy (EST) B~ % - i1 » S it e (4o
AR ) BT FEEST s> F @ & 3 g L3 @ Fl % 3lde (4- Stress
induced peptlc ulcer)

(4) =3 B ’ﬁ'&-\mg Arg ;; ) ;_d ”5:’: %»F‘g,{zgﬁﬁlﬁ—?u@_%?%,y ,

'l’( ?]J El ]b P\ 5&&3" »l
(5) "= & # indomethacin 3§ ¥ " 11§ & "¢ ¥ 5 ¢+ ERCP sldz2 &b 5

A. (1)+(2)+(3)
B. (2)+(3)+(4)
C. (1)+(4)+(5)
D. (4)+(5)

E. (5)

= O4 RN B4 F EF 2383241 35/43



84. - =32 /L Mg FIFBE EBRF f%w%é’%—ﬁﬁ@w&ﬁﬁﬁ@

C

85.

¥

ﬁﬁ@?*ﬂfiﬂ?’ SR R 4F 0 B P F’M'F?u o Mfrnfs » p LA HLING TR
e e mFE S CERF P FIA K ¥R FéORNM o Fla 1 ELRL LR
%ﬁﬁak’@ﬁwwﬁ%ﬁ“*%%ﬂﬁ W Y F R 5 R
%‘f*ﬁﬁ? RVEIR W AR 0 BE A 37.5C » =it )?‘3‘{ % i&q D S I S I
T AR T 5 T AL

Iy

R ARPE T Ildeb ey X

+ k3l Az 2 e g 5204 5 O (cystic duct leak)
FpEilAe i ey Ak SR g B B R

¥R 52 4 e (Klatskin tumor)

I

!"".U.O.UU?'>

TG BRI BT st R F;:'é‘?

(1) 28 BT+ Fmp by 2 R R AMER S o B 250 BT alke
2_F Jm

(2)ERCP r1 2 HApRE pf ARG Ic AT 2 L ETE (ol B B 0 o5 50 s
ERE F ’ﬂ#’t»)ﬁ?y Lz s ERCP

(3) WoE 4 73l 5 2 AP > 5 ERCP VA i e (7 8 % e B d 3
L TPy SRR - ,’a’é;”v{ﬁ? NG

(4) E. coli and Klebsiella pneumonias 2 Enterococcus ¥ £+ 12 % © & ¥ & chlw

5
(5) HEE B R ‘G EZ KL L jiF2 4 (dows W s p 2 i3 ) P G HEREE
» ¥ 12327 ERCP B~ % jiF » 2%*;”»%%

A. (1)+(2)+(3)+(4)+(5)
B. (1)+(3)+(5)
Cwm+@)()

D. (3)+(4)+(5)
E. (2)+(3)+4)

+(9)

— O R P R A 3R 36/43



86.

87.

- 50 A I P RY A3 A D FIEEIR &R B G DR
B4 4k h 5 ASTB45U/L ~ ALT 570 U/L » s 4 fici® # 7 § 8 00g 0%
SRR LR ER R TR B o o AR TR T R R e A
ﬁ’iﬁ\ P 9

T/‘,

(1) 7l BZ¥FEF® ;?3 AT R A E B AR
(2) i 47T R R R

(3) 5 4 7 i LEF L

(4) 5 4 7 i £ B B

(B) s A 7 i LA Ay X

A (2)+(4)

B. (1)+(2)+(3)
C. (2)+(3)+(4)
D. (4)+(5)

E. (2)

T 7% MPeE flic% (Cholecystokinin, CCK) it » f
(1) & % Z%mre &= > SPR* a5 flkm &S
(2) CCK 7 7 st s i if it s

(3) CCK + it & 45
(4)
(5)

&)
I3
=
7
o

4) CCK ¥ & 8tk < & %)%~ (sphincter of Oddi) g
RN A

A. (1)+(2)
B. (2)+(3)
C. (3)+(4)
D. (5)
E. (2)

= O4 RN B4 F B 23832 4T 37/43



88. ERCP#& A5 % L g Hog s i %l (PEP) > 3 M ™ 5% i< PEP 2. = 5% »
AT FLER Y

A (1) i %4 3™ (indomethacin) % |

(2) #¥is %= 3™ (indomethacin) % i

(3) B B ' A gTY B LA 2

(4) pem 353 5 FIEE L b

(5) #¥ie 7 4 FpRiL bt

A (1)+(2)+(3)
B. (1)+(3)+(5)
C.(2)+(3)

D.(1)+(2)+(4)
E. (1)+(3)+(5)

89. Periampullary tumor £_4; Ampulla of Vater i 7 & 12 i - i ¥ 5 i -
3 B Periampullary tumor ™ 7| i@ ,ﬁ Kok 5B 9
A (1) s#m 4 d 2t gk =% & Periampullary region - % it 4 % & double
duct sign (S*&3 2 s 4 4% ) > TT gL T

(2) ErHv L2 e “,/f. » # 3¢ {4 1 Ampulla of Vater tumor 3 & it
(3) ™R RMEE k= 0 7 i F4F 5 Periampullary tumor

@) BAFER AR FELFRLTREAR

(5) #>* Ampulla of Vater tumor % 7 3 4 4& 4 # %75 2 MRCP i & if
A. (2)

B. (2)+(3)

C.(3)+4)+(5)

D. (1)+(2)+(4)

E. (3)+(5)

— O R P PR AR 38/43



90.

91.

- =62 kA hm A o FIEMER 1 &Y 0 S5 e d AST 325 U/L ~ ALT 535
U/L ~ Lipase 1350 U/L ~ Amylase 650 U/L -~ Bilirubin T/D 3.5/2.5 mg/dl » £ 3
A ”%@zﬁ.}}% A BRAEFESD P RET B ERT R LT
Befg e m kR o eyl T o ?/r'ii!ﬁ
ﬂéﬁﬁiCTﬁéﬁdiam}*”&*%iﬁw“ﬁbﬁ
RELETERCP 3% » ML B Fpd 2 &tk
ﬁ@’%zﬂfwgfﬁfwa%%”“im
ikl F o dojoie DIRRE > DI R p 4 F R UM SRR R

g 2% > L% 7 ERCP

’%%%ﬁﬁ@’piﬁﬁﬁih%

P
{
34

P

A. (1)+(@3)

B. (1)+(2)+(3)
C. (2)+(5)

D. (1)+(4)+(5)
E. (2)

TRUTR Hdy @ A RN > TR E A

A %Wr%

e BRI 42

%*WHQ4J%W R L S g AL R
B AR ST

Balthazar pc& & 4 &5 A ¢ 7 35§ Bl ] 2

=3

N —

S— N SN N N

3
4
5

o~ o~ o~ o~ o~

A. (1)+(2
B. (1)+(5
C. (2)+(4)+(5)
D. (1)+(2)+(5)
E. (1)+(2)+(4)+(5)

)
)
)
)

— O R PR PR A AT 30/43



92.

93.

A AL R Y SR - F e

(1) 2728 -k b i nd R

(2) ¥RIFP LR T L F T EP BT LR A2 2 F

(3) M F IR R F > ¥ RS W BTN ALY 7HE% ¢ Z B (endoscopic
retrograde cholangiopancreatography, ERCP ) » # 12 > B g 2 7= &

(4) B A& 50R o e ol s anin o o 0 A B PR IR B e B A
R ISR

(5) i @ b o LHEES & AR PRE RS

A. (1)+(3)
B. (2)+(3)+(5
C.(1)+3)+(
D. (1)+(2)+(
E. (1)+(3)+(4)+(5)

)
o)
o)

BE TN AR AR 7804 ¥ i B2 (endoscopic retrograde
cholangiopancreatography, ERCP) jiFfé s % i i3 b7 » T 7o & § ¢ ?

(1) 2 % 2a7 Aps b 7 ¥ 5 4
(2) 5 peRts 2 ip R L
(3) #r%1 s £

(4) g X EE »

(5) 4§ A&

A.(1)+(4)
B. (1)+(4)+(5
C. (1)+B)+(
D. (1)+(2)+(
E. (1)+(2)+@3)+)

)
4)
4)

= Od # R E R LR F L R 40/43



94.

A

95.

CASS LEE R L ¥

(1) *ie w2 (acinarcell) 1 & = it 3 & + 2 2 3kif L% > @ § % (duct cell)
AR GEERSZ L

(2) B;T;}’a R LN S e S L

(3) #ig tmie cha i & d Aisk (secretin) &> @ Fimiw e sl & d MR
{c45% (cholecystokinin) 3 &

(4) s ps (amylase) = 7 9sps (lipase) 173 & i 48 A T p > 1%
FPABLEEG e

DECERE S RIS - AL S & S QR S A
SRR

A (1)+(2)

B. (1)+(3)
C.(M+(2)+(4)

D. (2)+(3)+(5)

E. (1)+(2)+(3)+(5)

AR N L L K e

(1) P ERB L > 2 & £ 75 & 283 ¢ iF (acetaldehyde) i 2

(2) #5504 (lipase) > >t < ) oh— L > i&g # 4 73957 ) (steatorrhea)

(3) MLm= B > R F - ABAROR LR R A M e g
JE

(4) @& % v PROLERRE R 0 T ikiRie il d W g a R0 R -0 R e i

(5) & # %% (pseudoaneurysm) & ¥ 3 2 30 0F 5% o EFE SR

A.(1)+(2)
B. (2)+(5)
C.(2)+(4)
D. (1)+(3)+(4)
E. (1)+(2)+(4)

S Od E R E PR R LR 41/43



96.

97.

MR ERE T R A TR F R

(1) A5% % (annular pancreas ) > % 52% & A % 2hre il gl 50 8 40

(2) "%~ A r(pancreas divisum)3 = #&3) fe - # ¢ < 384 L # ¢ (dorsal duct)
25 ¢ (ventralduct) ™3 %4 f &

(3) & FMenP LR (ectop|c pancreas) Az iE 80% 3 & A P & ARk w0 e

—
N
~
\-t- v;h.;. g
ﬁ? ‘:;‘m \4

G
{&{ ﬂﬁ* g

i i (common channel ) £ & 4z i 5mm ¥ H*E ¢ P amylase kR i

2 478 (choledochal cyst) g2 3% 7& 5 wia) % b pF d IR > X B e 18 F 38 4 7%
F e R R

A (1)+(2)
B. (2)+(3)
C.(1)+(2)+(3)
D. (1)+(2)+(3)+(4)
E. (2)+(3)+(4)+(5)

B >S50 5\ 4 v R (neuroendocrine tumor) 0 T 7 e Jﬂ’ﬁl FE 9

A, BA SR &R e FL‘ Ki-67 proliferation index>20% - mitotic count/2
mm?2>20 » & % e Tﬁ‘« &% ¢ DAXX(-) » ATRX(-) > Rb(+) » iz } fird e
2019 & ke 3g v B2 5 & 1V 2 2 g B 4 % (neuroendocrine
carcmoma)
B. 2ixt il il S p A e AR BRI B AT T MR ) L D
W

C. % & % % (insulinoma) " 10% % &1+ » 2 # % % (glucagonoma) 42 iF
50% = &1+

D. &£ Al b 4285 ~ im0 Bl Z 5 % (gastrin) A2 ¥ & 10 &
Mo wE TG % % B (gastrinoma)

E. #8$r% 58 in4 (somatostatin analogs) ¥ it ¥ #lim i 5 4 s 0 &2 Prd|ar

7

mie 4 E

S OF ERF I E P AP L T 42/43



98.

99.

100.

S T L R L

Al B RRK

B. &

C. A% 2 il i

D. CDKN2A # 7] % % & familial atypical multiple mole melanoma (FAMMM )
JE G

E. STK11/LKB1 # F]1 % % eif & (4% % 2L (hereditary pancreatitis )

B SRR 0 T ;ujia:ﬁ Y

(1) "5 5 % (intraepithelial neoplasia) » 44 # KRAS % %1 % 2
SMAD4 % %

(2) FEIRET R IR VL 0 P T '%.( g

(3) =& CA19-9 E 2 45 % (% _g o r 2

(4) 7 *preh e ¥ LR a‘;:%»g 2

(5) Jts g < ;gcu‘%:ﬂ%“}gri oA

B o Ry

T L S e F g R = F

A. (1)+(2
B. (3)+(5
C. (1)+(3)+(5)
D. (2)+(4)+(5)
E. (1)+(3)+(4)+(5)

)
)
)
)

BE % BEAR R 1 148 (mucinous cystic neoplasm, MCN) % i p 5t R %
PSR RS B (mtraductal papillary mucinous neoplasm, IPMN ) > * 7] i» Jﬂz I FE ?
(1) & F i~ per s

(2) %”ﬁ Pttt oA f CEA BT A A

(3) & EpMRAEA 1T 0 B amylase @ & 1 A

(4) 3L %™ MCN 7 “r it 2 F (ovarian-type stroma) > iz IMPN R &
(5) 2 MCN 2 [PMN = jists 4848 & 42 %

A. (2)+(4

B. (2)+(3
C.(1M+(2
D. (2)+(4)+(5)

E. (1)+(2)+(3)+(4)

vvvv

- OF ERF I E P AP L T 43/43



