1.

iz J‘F{ % ¢ % i LESP (Lower Esophageal Sphincter Pressure ) ?
(1) Nitrates, Calcium channel blockers

(2) Progesterone, Sildenafil (Viagra)

(3) Mosapride, Prucalopride, Domperidone

(4) Gastrin

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

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

#303 sty (GERD) 2 it » o4 7 & 42 7

(1) &iE- ivﬁstﬂj ' A4k PF & mucosal break > # 5 NERD (Non-Erosive
Reflux Disease ) & ENRD ( Endoscopic Negative Reflux Disease ) -

(2) Ambulatory 24-hour esophageal PH monitoring 4= % & % » | ¥ Fx 2 i
GERD 2. %7 -

(3) & > B #%F 2 PPI (proton pump inhibitor) # 2 % #y 2. empirical therapy -
% F k2 _GERD -

(4) GERD 2z f&/k ek fek » ¥ W LA~ (A~B~C-D) k&= » ¥R H
o F O e T o

(5) ¥4+ 213 dysphagia F 4 5+ GERD ¢ 272 BE» x# it £ 1 &
adenocarcinoma -

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

M1 & R0 b B L F 5 38 50T 1/44



3.

7 B GERD (Gastro-Esophageal Reflux Disease ) 2_#5it » % 7 & fx ?

(1) Tt % Lpdk 230 4 Vg (heartburn) 2 5 peison - £ e (acid
regurgitation) -

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

(3) GERD ¥ H. pylori g 4 B 2%+ » daF" 4% ‘Sﬁ'% 7= ¥ » GERD %f2 & -

4) e > RRL T EE k> i@k (SCC) B W e on
PPl %+ GERD % »z i °

(5) GERD % & & H. pylori g % » B % ¥ %% Finfk > L H 4 8 E &% (SCC)

_iii}:o

=

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

E. m gzt

~— SN =

id >~ Barrett's Esophagus (BE) 2z #5 i » i@ A rm?

(1) BE T & 7 # B ¢ hiatal hernia # i 5 (prevalence) -

(2) & B~ * 3mm 2 BE # % long segment BE (LSBE) -

(3) LSBE 5 5]+ # 3 10% ¢ i& & & adenocarcinoma (annual incidence of
adenocarcinoma) -

(4) Bile acid, bile salt ¥ BE 2_ & ¥ /# "8 BiE 2 & & » F|pt v R
ursodeoxycholic acid ¥ [# i+ BE z_ £ E &\ % o

(5) #* PPl & 4= frsgiin £ v ¥ @2 2 BB :cd % v 4 intestinal
metaplasia (IM) -

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

T R 15 b L5 5 5 2 54T 2044



5. jHaxghks g (esophageal motility ) A if e ¥ & £ ?
1 ?xlgi /3 B AT e~ T 13 B AK v
aig Tifred - F it g (NO) 2 ¢ g2k (acetylcholine) f# 2z k3 & o
9iE Mg d B EA S e
43 B B 2EEH (Hypertensive esophagus # i nutcracker esophagus ) »
m#%4_ﬁ@Ae
(5) > ¥ i24 4z (scleroderma, systemic sclerosis) ¢ i 33 g4 2/3 e 8 i ¥F
3‘,—,@ 4 o

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

THEER A g (F7735%) (achalasia) gt » 57 T4 ?

(1) Manometry ¥ % aperistalsis > = & i 45 9% ~resting LESP % - relaxation
IR 2 o

(2) ¢ AR E RS P 4 SR T Ty 4§ acid regurgitation % heart
burn -

(3) r PE Nitrate ¢ calcium channel blocker ( nifedipine ~ diltiazem ~ verapamil )

TR R A AR e

(4) Barium esophagogram # £ & ig # ~ - "bird's beak” % air in stomach fundus
Y h,irl/ o

(5) iT# % POEM(peroral endoscopic myotomy )> Botox A Injection > pneumatic
balloon dilation = 3 fx4% e »x > e i3 & ;% = > P~ i Esophagomyotomy
(Heller's cardiomyotomy ) 7h 755 -

A. (1)+(3)
B. (2)+(4)
C()+6)

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

M1 R 5 AL 5 45 5 2 3854E 3/44



$t @i #2% # 5k (Esophageal varices) 2 #citt o e 3 & Fi ?

A. i %1 (Vasoactive) %4 7 r g b Fr% g jn > A PR > G
PEerE g 2% o
B. 574 it g & & 7% 3 J1 5k P ¥ 1L v JR quinolone # ceftriaxone % 37

B4 o
C. PARBEHT MU A FrRo By - M o
D. B-blocker # g g %l & % - K M1d 2 L D o
E. B-blocker ¥ & 3gpr & i #%d k4 A o

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

=\

A. r JRZ 3 NSAID, doxycycline, fosamax, quinidine, KCI, Fe # @ 5 # &L a3k
hE

B. PALGT R AP > XA A4 F g o

C. BIRFE 11 6 5W s it 5 fogp 0¥ hB > 4ot b 3 R ie R
L T

D. pR&psek-k 100 & & 12 b > 2h = gofj,zfnpgrﬂ%yﬂc o e

E. < 2virg 4 68§ 5 FESHg b G B ey £ oo +—m it
3’:1?5 XF R o

o

?"T\a- !

B g

3 B &3 Caustic injury (corrosive esophagitis) 2 # it > ﬂ T FE?

(1) 5 4& (lye.button battery) i = #.% < liquefactive necrosis > & i* » & i 4f
BRE o sgERE

(2) sepc (PPt~ Frpd ) i = #¥ o0 coagulative necrosis > 2) = eschar > i 4f
wE > W Aeds PR E > b acidosis o= KA EEE o

(3) Mt s (EGD) & 524 3 48 | pFiupieim » 53 15 X e (T p A4
Bh o P EE T

@)agg»%%12£mﬁ§4,a%¢§%1ﬁ* W34 EPHUiERA o

(5) ¥ 7 caustic esophageal injury J5 * - 30-40 & r1 {8 & 2 S 3E & (SCC) iy
AL ER

- (M+(2)

A

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

T R 10 0 2 3 B 55858 AT 4/44



10.

1.

i % A& 3 Bk % % (squamous cell carcinoma, SCC) 2 ' %1+ ?
1) Helicobacter pylori infection

(
(2) Long-standing caustic strictures due to lye ingestion
(3) & #4784 "L ~ 1§ % ~ JF) (tobacco ~ betel nut alcohol)
(4) Laryngo-oropharyngeal cancer patient
(5) Barrett's esophagus (BE)
A. (1)+(2)
B. (2)+(3)
C.(3)+(4)
D. (4)+(5)
E.(5)+(1)

Tz «"z ¥+ potassium-competitive acid blocker (P-CAB) £ proton pump
|nh|b|tor (PPl) z# it rx ?

(1) Esomeprazole - * %21 & % d cytochome P450 CYP2C19 35

(2) P-CAB .+ 14 & 3 d cytochrome P450 CYP2C19 2t

(3) Vonoprazan ¥ %% w8\ B (S PR *

(4) PPl & (5 JR* 2 Frperc s B = JR* &

(5) Vonoprazan z_$r4| 5 fs4 & sc 4 $#& esomeprazole

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

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

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

T f it b 20 15 7 3583830 5/44



12.

A

13.

RE R P S CEREY PN N ER S S R TIC e s

(1) B s & 238 > 7 Witlg AT+ -

(2) "% FieR & d s BT Ak RRIPE A AL & * proton pump inhibitor
241t .

(B) R iR ERE  REFFERRIPE S FABL R L F 4D

(4) 2 B (L i ALy 2 o « 0 F IF urea breath test kg RILE G 4]
ESLEZ)

(B) % Fic R %k 4 > 7 fiblaa 41dt F2 19G antibody » 14 1 j#%% A
T A F oo

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

A ECRURTR L S

(1) gastrin ¢ e 5 f A

2) prostaglandin E1 ¢ v 5 p& 4 i
3) acetylcholine ¢ #r| % f& 4 i

4) somatostatin ¢ 4|5 f& 4 i

5) histamine ¢ #i& § pL A %

(
(
(
(

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

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

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

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

T & R i kB 4 FT 3R GRAT 6/44



14.

15.

16.

T 7|3 M eosinophilic gastroenteritis 2 45 if @ J‘Ff T FE?
AT E# S 60 ke A
L O IR Sk
bH 2 e & NI IQE B EH B 2 FA
& F 2 okt & ¥ 3R hypereosinophilia
i , 2 :Jgﬁif'yfﬁ 4 %% L eosinophil count > 20 eosinophils/high
power field

(1

(2
(3
(
(

4
5

S— Nt SN N N

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

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

T 7|3 M Menetrier's disease 4zit # ﬁ T FE?

(1) EF7a 5%;3;,;* Tk

(2) % %% ¢ ¥ & 7| giant folds

(3) :}?aifi’_% it 2 & % epithelial hyperplasia

(4) &+ ¥ & 213k protein-losing gastropathy

(B) ExFp M FHE S * 7% “,%?ﬁiéf)%f

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

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

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

- 57 KT FHI RS SR & naproxen ks B AT R FE R

H M~ B SRR b B J&% £ is BRIV & X4 F £ @& * nonsteroid

anti-inflammatory drug (NSAID) Kop R b & Lo EF T IR BB GG AT

R e 7

A. Non-selective NSAID

B. Non-selective NSAID + proton pump inhibitor

C. Cycloxygenase-2 inhibitor

D. Cycloxygenase-2 inhibitor + proton pump inhibitor
E. Cycloxygenase-2 inhibitor + sucrafate

T f it p 20 L5 7 358330 7/44



17.

18.

T 7|3 B gastric polyps 2 s it fr ¥ & FE ?

H;Tw:‘ ¢ ¢ (adenomatous polyp) HiE% A p n25%

(1)

(2) A& L ¢ (fundic gland polyp) ﬁ%;@%?'; R 2%

(3) %%Ef]ié P ‘fﬁ?f“v}}ﬁg% R | fﬁ_g_kyxﬁ;

(4) #2445 ¢ (hyperplastic polyp) # % % # &5 § 2%
(9) ”;ji}%']ii]& A - FE S }ﬁa% e K,/Tf

A (2)+(3)+(4)

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

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

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

- =60 %7 ]“*}}%ﬁ‘ﬁ]vln.,y_ EZ i BBAFRLS g‘
PP fEAF A 0 A A PARB L e 7

1) gastric ulcer with a clean base

2) gastric ulcer with a non-bleeding visible vessel

(1)
(2)
(3) gastric ulcer with flat pigmented spots
(4) gastric ulcer with adherent clots

(5)

5) gastric ulcer with a spurting visible vessel

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

11 & R0 b5 L F 5 5 52841 8/44
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19.

20.

PR ARG ORE R T S e At LR 7

(1) + = 4p% % & = basal gastric output &% * 5 %

(2) + = 4% % &% 2 gastric parietal cells #cp # ¥ « 5 %

(B) = iy hd 2 & d P s 31422 antrum-predominant gastritis
7 M

(4) + = 4% i 2 & EBvirus 31422 antrum-predominant gastritis 7 B

(5) - = 4% #§ & % « fasting serum gastrin level £ ¥ « 4p f

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

B. (2)+(3)

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

T 713 & Barrett's esophagus 2 s it i 4 & F& ?

(1) iz P& Monstreal Consensus 2z %1 - Barrett's esophagus i 45 & i
squamous epithelium # 2 gastric metaplasia & intestinal metaplasia -

(2) Barrett’'s esophagus i & £ ] 5 Bt aspiginm A4 o

(3) long segment Barrett's esophagus € 4y esophageal metaplastic epithelium
ZZERAZE 2 A e

(4) Barrett's esophagus #.if HiiE 477 % % A 4 high-grade dysplasia s i 3 1«
P AR LT % °

(5) Barrett's esophagus #if BiiE 477 %= % A 4 low-grade dysplasia > 7 & 12
P AR LT % °

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

)
)
)+(5)
)

(NI O Y s LT



21.

22.

23.

% 6% 8 drk-i k5 M H. pylori f=3 MALToma shgcit e 4 5 257

A. Gastric MALToma % — 255k 7 1L * KT e 0 93 70-80%remisison rate

B. % H.pylorits {2475 MALToma s & i #ie 7 173 30%complete response

rate

3 1(11,18) translocation % * 7 lymphoma ié%“f Flie R il ¥ &

t_l&?ﬁ BV gz & 1ENL A PEFERF A i i 1) Endoscopic remission

E. #EpARE> PP %D Hopyloris 2% Ll s k%#E (40
serum antigen, stool antlgen urease breath test) > & &7 i* &£ /5%

.U.O

¥ 6% 5 275 & 3 (Maastricht Consensus VI) 5 B 5 &gl sty it > 7 F 5

29

i @ if {- EG junction 73U {2 £ 4 173 3 H. pylori = 2355 5 0§
¥+

B. “f 7 H.pylori 12 ¢t » EBV (Epstein-Barr virus) = &_% Jg ek & 7]+ 2. -

C. mpMRies ¥ HRrIEL PA > 35 |/t “Ff?’t’i‘éi‘aﬁ% EWRAL2Z75HRET
£5% 9% &2 Hpylori g 4

D

. H.pylori eradication #*73 ¥ % ¥ it #& & §@hk foigiliadmrc g
PR AREHE LA .% R FXPABERT AT LAY

m

*Q%B j\%[%‘ls;’a,g ’—T);'JIF’ F]’F?‘ﬁpa I%"lzib"llp)‘%ﬁ.ﬁk?“fo

(1) Differentiated type » 2 3 &%~ %)= » ~ -] ¥ 2.5cm > ;X3 ulceration
(2) Undifferentiated type > ix 3 23T & 4= » < ] ¥ 2.56cm » X5 ulceration
(3) Differentiated type » X 3 ﬂh“s":“f Ze o ~ 0] % 2.5cm > 3 ulceration
(4) Differentiated type » 42 = 4 2. — (500um) A% T &j° » < | 5 2.5cm
(5) Undifferentiated type » 4z = 4 2. — (500um) L% T &)@ » < -] % 2.5cm
A. (5)
B. (4)+(5)

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

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

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

T B i o 18 EF L3848 10/44



24.

25.

26.

T R Lafasg s @ ?

A. Marginal zone B cell ymphoma of mucosa-associated lymphoid tissue
(MALToma or MALT lymphoma )

B. Diffuse large B cell ymphoma

C. Mantle cell lymphoma

D. Burkitt ymphoma

E. Follicular lymphoma

7 M5 % B F B (gastrointestinal stromal tumor, GIST) 2 4cit > m«‘ﬁ LR?

(1) F 5B FEEFF2L3 ]S

(2) ¥+ KIT (CD117) A\ % %

(3) 7 Platelet derived growth factor receptor (PDGRA) 7 1% % 1 GIST #73
NF1 & F]1 % % GIST

(4) " BRBREFRBEACEREMHT S ;"F*f“ffﬁ‘*é' ¥R kT B

(5) ¥ iz £y ip A LT B R Imatinib 7 £ 5 % - MU

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

7 M5 = % (gastric lymphoma) ket » e 5 227
(1) 95% % Hodgkin’s lymphoma

(2) 90% % B w2 ® % # g large cell » diffuse type

(3) MARGL” B LETF I RS R

(4) #E& 94> LFU?}, high-grade & » 77 {é it

(5) ™ BInH4 Hﬁ:ﬁ]‘m)%‘bk’iﬁrm)%‘%\ F10%

7

-

A. (1)+(2)+3)
B.(1)+(@)+4)
C.(2)+Q3)+4)
D. (2)+(3)+(5)
E.(3)+(4)+(3)

M1 R 1 5 b L6 425 B 2 35T 1/44



F M3 k%% (gastrinoma) #cit - i 3 A?
(1) B L ER
(2) * v Aﬂ%%%ﬁﬁﬂ@ﬂ%iﬁiﬂ
() wa Ly F A EEY | o
(4) 4 4 30RBEE > WA TR
(5) % 1 sporadlc T 1 ¢ b5 B v E_MEN-I
A.(1)+(2)
B. (2)+(3)
C. (3)+(4)
D. (4)+(5)
E.(1)+(4)
R Er! ngm jlz.r}s"[gpmh:d’wﬂf:»?@-?
1) % 7 &% LF o4 4 4_TH2 cytokine response » @ # 4c § 3 24
2) & > B 7cagA Fthe ¥ Jip B 12 B

G AR I W LI S ?&“3’5% ¥ A

AN AN AN SN~
AW
S— N SN N N

a1

PRt R 1-2%
SAE AL RTINS A

dt G
(lie
?‘“} [
)4
\fm
4..

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

T B i o 18 FF L3RR 4E 12/44



29.

30.

DR N EEE LR L N Y

(1) =R ’J;]Uéa« (adenocarcinoma) 3% (bulb) & 5 # &

(2) ##» ke 3 B > A% = %4 (2nd portion) % %

(3) B et =% Fl&E (periampullary cancer) # 3 %

(4) =% Bl 1%L %ER %% (pancreatic head cancer) U S

(5) =% BlR° 1 EHF X 5 5% (Vater’s papilla cancer, ampulla of Vater )
et

2

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

Pl RABIE DS TR E R

(1) Lauren i Al fi @ &~ 5 % 3] 2 R 3] & F IR0 > B 45 R LR
MR

) B R G R F RPAART R A BT SHES -

3) F W RpickF k5 EFEFT 42 90% aﬁ%@aaﬁ'rﬂgpﬁvso%o

4) S B Rpeia > N kB RS R T EMRESD & ¢ £ jiw o

5) pIL BN oo F BT H TR FRE > E P R 90%0 b -

2

(
(
(
(

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

T B i o 18 BF L3R 5RAE 13/44



31.

32.

33.

Tl iR R 19d5 84 4R 4 0 ¥ i fo Celiac disease 3 M ?
(1)

(2)

(3) Cystic fibrosis
(4) Diabetes mellitus type 2
(5) Down syndrome

Addison disease
Autoimmune liver disease

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

~ ~— ~— ~—

5t 7 5dc? 2 (Malasorption) g -‘ﬁ » F % % ¥ & (Laboratory tests) v it
gHIRLIF P ?

(1) Hematocrit and hemoglobin

(2) White blood cells, differential

(3) Albumin, Alkaline phosphatase

(4) lron, ferritin, calcium

(5) Vitamin B1, B6

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

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

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

T 7| 7RIE 2 EE R %% L (Ulcerative colitis) s g ?

A. Micro-ulcers and pseudopolyps present

B. Discontinuous and asymmetric, skipped segments of normal intervening
mucosa

C. pANCA(perinuclear antineutrophil cytoplasmic antibody) elevate in 60-65%
patient

D. Crypt abscesses and ulcers are the defining lesion

E. Stricture is rare

T B i o 18 FF L3RR AT 14/44



34.

35.

36.

37.

T A% ek w (Intestinal ischemia ) g | 2 #p & ehdcit @ —‘5 T FE?

A. Colonic ischemia £ it 75%

B. Acute mesenteric ischemia 5 it 25%
C. Focal segmental ischemia<5%

D. Chronic mesenteric ischemia<5%

E. w2t yim

T 7|7R— 35 * €78 % & (Diverticulitis ) 3 4c /5 *& chip B 715 2

A. Alcohol (i)

B.Men (9 %)

C. Obesity (77 3L)

D. Smoking (# "% )

E. Vitamin D deficiency (& & D42 )

T H7R- 38 # F_f 463 % % g IBS-C (Irritable Bowel Syndrome - constipation )
EG LR ?

A. Rifaximin

B. Chloride channel activators
C. Guanylate cyclase agonists
D. Selective serotonin reuptake
E. et ¢

T 7R- 38 §_% w &7F B (Grade 4 hemorrhoid ) 5 iE # ?

A. Diet(Increase in fiber and fluid) and bowel habit modification
B. Rubber band ligation

C. Sclerosing agent

D. Excisional hemorrhoidectomy

E. Procedure for prolapsing hemorrhoids

T B i o 18 BF L3852 4E 15/44



38.

D

39.

3 B Peutz - Jeghers syndrome #jx > 11 T £if @ dﬂz Kt FEen?

(1) f2#1: Peutz-Jeghers i3 3 % 4 § i 1 i ik ~ %0k ~ # % o

(2) LE TR LB~ A (e g P B o

(3) & ¥ 7 & FA%¢ % ¥ (Mucocutaneous pigmentation ) # 23+ ~ §
B ~ AR~ L g1 B o

(4) Peutz-Jeghers iz 73 ¥ i 3142/ ek o

(5) Peutz-Jeghers je iz # 7 80% %% PTEN % % -

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

( Familial adenomatous polyposis, FAP ) » 1 T 4zit im ﬁ it FEen?

(1) = 3] mk&ﬁﬂ:}s\,# ¥ (Classic FAP) #_APC A F1 % %

(2) FAP & % 2.2 % 4 ¢ % Fundic gland polyp -

(3) ¥ LP R SA2AH R H 4 4G i { (Hematochezia) ~ %R
(diarrhea) ~ fv*2% (Abdominal pain) 7 o

(4) 90%mkﬂiﬂ§£b P & F & 50 PRAR BT o

(5) GAPPS ( Gastric adenocarcinoma with proximal polyposis of the stomach )
v FAP % | > 3 %% 1% J& (Gastric adenocarcinoma) # 3 -

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

T B i o 18 FF L3RR 4E 16/44



40. 7 B s+ 2 (Radiation colitis ) » 14 Azif i@ «‘ﬁ I FEen?

E

(1) s ¢ 327875 (diarrhea)~ £:i8 (Urgency )~ #2456 € (Tenesmus) ~ % #
(Incontinence ) » % A%k 4w t£ 2 % & 5% (Mucoid or bloody rectal
discharge) - i ¥ Ads S %5 253 % 54 » AL kS 13 B2

(2) MRt FR B ERE0B 280 F2 el EHmk o

(3) s &k ¥ i foif K% i A (Inflammatory bowel disease ) i

(4) e i & Lgskisf (symptom control) » ¥ v * faiFds & (Anti-motility
agents) 4r Loperamide - # #f Ff% <42 ( Glucocorticoid-containing
suppositories ) ¥ i #E HF L kK F He o

(5) m4ary"mpc (short-chain fatty acids) % "=# fs #74 = (amino acid
derivatives ) ¥t & 142 % & &?‘f e AR R B R RlE o

A (1)+(2)+(3)
B. (1)+(2)+(3)+(4)
C.(M+(2)+(3)+(5)
D. (1)+(2)+(4)+(5)
E. m bt ¥

T B i o 18 F FF L3R 17/44



¥ 4143 3 5 38w

41.

42.

- =36 R TEYE CAL TR L QLT - ERLAERE  AFRF
PR S R s B e R OR A N S 2 B F R MU% (tubular adenoma) -
T LGN P A A Rt 44 G TS X R S S R
2 MEFI e b+ g M REY cCLA A idude o 265 41 k% 4054 - H
L LR B O R A2 A

H p2%3# % B (family pedigree ) 4o

A45% wESBE ) AR
52K eH B R & T T NS EY

Cht
© d) . 364& By S B KA

41 38 40 36 X

HRC AL A L A TR T AT iR g 2

A. Familial adenomatous polyposis (FAP)
B. Lynch syndrome

C. Peutz-Jeghers syndrome

D. Juvenile Polyposis Syndrome

E. Serrated polyposis syndrome

AP AL R R A AL ST RIS g SRR R b A T ?

A. Amsterdam | criteria

B. Amsterdam Il criteria

C. Maastricht V/Florence Consensus Report

D. 2019 updated World Health Organization (WHO) clinical criteria
E. Revised Bethesda Guidelines

T R 1 5 0 45 B 552524 18/44



43.

44,

g LA (Next Generation Sequencing , NGS) 7 g5 A& FIR %4 | » C

A AT F AT IR 2 AR 5 R % (germline mutation ) o 3R 18 4 iR

g8 28R A P AR ER

(1) 2k chd Bhede 2 2h40 ~ b4 2 33 pF oA FIR BB AT
e & e AR B o o

(2) k@ P e GREL S SR L -

(B) HBAFTRANGEEF X B E S HiFthER > 0 L2 heg gL eld
BOfkisFA - L &k TRBELEIEL RS ERE -

(4) 2HC L2 5 12 B Hic S kS -

(5) ER/RC A2 HF 35 FYH- T~ H&ERa -

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

M A % E Sty TR E TR ?

(1) * 80 fert b #7358 4 &0 55 3 %%+ » F] Lynch syndrome #fig = éh # 4g X)
it 3% o

(2) *+ 50 fers b oarg 4 i B E SR s 90%EIT B F A Bk A kAT
% % (germline variants) #& B °

(3) /] B0 fk#rg 4 chE | A B B S kY » 7 40% B>t B i
o B 4w A FRE (germline variants ) & B o

(4) >0} 22 80 fsrir 4 ehx % 8 B @ > F] Lynch syndrome #7:¢ = eh% # Ji &)
it 30% °

(5) *+ 80 rt b4y 4 chx B B @ > F] Lynch syndrome #7i¢ = ch= % g
i 10% °

A.(1)+(2)

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

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

T B i o 18 FF L3R5 4E 19/44



46.

ol pOAR
% SapEg & F

-

7 P Hp v Ak

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

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

T Fgs it 50 K 4ra 4 eniE g Al < % B %k (early-age onset CRC) ¥ it

?

) EAEA <5 E SR @+ gk 5 iT 2 (hematochezia) -

) AR 60 o ri b S 3 b g B o BT %G R R S A )

Al

(3) Ap#>t 50 fars b orgf 4 chk B B o E AR X E Rz B RS RA

(4) #3=A]% % B FRpAp it 50 gt b arE 4 s BB B R vt bl 2
ERR R A

(5) mE4A < E S RpH BRI EY - 5 Ak w% o (Mucinous carcinoma )
& A 4p w2 o (signet ring cell carcinoma) vt g is o

;q‘

(1
(2

A (1)

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

T B i o 18 3 BF L3852 4E 20/44



47.

48.

49.

$#>+ T1 < % 2 % 4 (colorectal cancer) iy it » = 7| 7 4

(1) s L Een* B3 SRk - %% 15-30% 5 T1 < %

(2) % i J° 4 =3 ehiw e i (tumor budding) %+ 1 B > Bl
b e

(3) T1 %52 %kr F = SHES w67 5] 5% o

(4) Tt ER R A ALEAHT 5,000 um > P T BEH R G R

o FE
E”’ifé'v
FORE O T S EA

A. (1)

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

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

B> 2018 & & f MARELF B § 97 L& D BRI < 5% (Post-colonoscopy

colorectal cancer; PCCRC) » = 7| f® ﬁﬁ FE?

(1) » % Interval type 4= non-interval type -

(2) Interval type PCCRC i & fo+ %457 7 M -

(3) # i i A (Inflammatory bowel disease ) {rill 14~ % s i ¥
(hereditary colorectal cancer syndrome ) ¥ % PCCRC 13 b *& %% -

(4) 2 50%:5PCCRC A 713 7 2 ehx H&L& [ o1l i chps horig & o

A.(1)+(2)

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

1945 2020 & £ B~ 5% 5 & ¥ & ¢ (US Multi-Society Task Force for colon
cancer) ik - LG %D AR L 50 KRR RS <G4
w4 - ’f—:*”“,%"’ AL ARE R 50800 HY A BAE FRAML
¢ (hyperplastic polyp) » = i &_i=* 2z &k &% (sigmoid colon) m?;}’:’iﬁl@;
(tubular adenoma) = #F 4 ¢ T A2 & 5 45 © DI ikp ¢ W PR L B
M+ % 44 & (surveillance colonoscopy ) ?

A .26 i
B.1=#
C.3=
D.3-5 #
E.7-10 =

T B i o 18 EF L3RR AT 21/44



50. 1345 2020 # £ W~ % A& ? & FF ¢ (US Multi-Society Task Force for colon

C

51.

cancer) etk o - LG AN HEIET NO0 AT HER T YKL - ¥
watpr e kg d - B 08BemhL oo 2 2 2p o FEE KT R F SA R
i 4 -2 % (sessile serrated lesion with dysplasia) o © B P& i 3% £ 47 %
BEwh?

A.2-6 i ”
B.1=#
C.3=
D.3-5 =
E.5-10 =

i

TAEHCAN AR AL E AR 2T REF AR L ERTR

27

(1) &1 2 R DAA SR 2 peeha & R Fl2 -
(2) #+4+i¢ * ¥ - 1% protease inhibitor (Pl) 55 & % — & NSBA Fr4| /5% 4 pc

B dﬂz v £ = ie R iE B ¢ 35 velpatasvir/sofosbuvir -

(3) #-¥fi * glecaprevir/pibrentasvir (G/P) inf 4 pe 4§ » £ Ziv K EHE & 4
12 ¥ velpatasvir/sofosbuvir/voxilaprevir ;5%

(4) 4% * glecaprevir/pibrentasvir isf £ pe ¥ > £ iR ERS TR
G/P+sofosbuvir+ribavirin -

(5) #-4+it * sofosbuvir 7 & NSSA Fr|#]isj A Pk » £ Kin 2 RiEF A
velpatasvir/sofosbuvir/voxilaprevir -

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

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

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

E. (1)+(3)

T B i o 1B FF L3RR AT 22/44



52.

53.

TG MBALEA R A SR A ST B e R 2 R k2 g i R DA ?

(1) = gg 297 PR P BAPFLRE > LY R T v JRFUp S FP 7 000 0T
e R 4 PR G o

(2) @37 03 R EBAPFL R - YR T JRFURBE B LTV R
i 4 b e G LR BN OTRABRBRFERIFLR Y v JRFURpA B
PIEPNIF@e R G T AE K o

() Hip= FFERE AL LT Fmicph G AR MG L3k -

(4) BMAEBAFLRLF LYY v JRFvpd By p o 2w fgd 2 b %G M
¥+ ¢ 35 age, gender MELD score, FIB-4 score, DM % -

(5) BAlf4 & Linh ™ 1o S mme R 2 bk 0 T UEG F RF SR

. R*”—Jﬁ* Bn Ry o

21

o

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

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

E. (1)+(3)

TASHC AR R AL 2T IRER SR RiSR A e MeTlE o S

5) sk C A3+ )];3* mﬂ‘%#g i %= % (resistance-associated substitutions,
RASs )

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

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

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

E. (1)+(4)

T R 1 5 0 4 B 552524 23/44



54, THEHCAPFLRAR FichF P L LB w2 it oy
A7
C (1) Sisif g CAPFIpA 218 » Wi i 2 F7 10§ 20 4 o
(2) ginfirg CAF RS L1 Minre Frged § 2
(3) i CAF U+ § T Rl E R > LT T iy 4
B Mo
Q) iR e gt AEFHCE TFaeRE AR RAT S -
(5) iv R J M Bpis X s 0 CAPF R A B R ie R F # e e R
BFRGT O H o

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

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

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

E. (1)+(4)

55. T 73 Mk (liverabscess) chfpsk L ETE Rl 0 w527
(1) Klebsiella pneumonia &4 % & # i < 7k p b F R opmpE » 7 i § #

D R B TR B R o
(2) H%”%gk}%%’{ﬂl‘mﬁ}é Hilde s K//]; 1A Fud _% PRI it 750550 4‘:@}57
£
=g

(3) "HUE F Al AR A 5l4x 0 F S FR Y - NER S F TV U 2y

4) u/z]g 7 @N—Eg%;}; ek s B R OFh g g 4 o

(5) *FHOEG S AR Al Az S TR AT AT RARF 0 AILL R R L
REIPOSE IS AT S A

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

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

D. (3)+(5)

E. (3)

T R 1 5 0 45 B 552524 24144



56.

57.

S LRI CAPFL /L = S E G EARR & BT NIRAR 0 AR

Boif— 7 EINER S £ AR 0 BT A X MR 38°C o BN T Ak > P S

27

(1) I A F FOAOFA & E R B e E R (spontaneous
bacterial peritonitis, SBP ) -

(2) BiEFME k&4 > ¥iplo = 3k B P > >500 PMNs/microliter §_% %7 SBP =&

B kdp o

(3) }%#Eu]; E AR “’F‘ﬂ'} R AN i e 41\7?] 5 N

(4) B3 1t BRI B S5 e R SRR O e R ARSEAR 00 0 T LR
AP Fe erdd F o o

(5) B # 1 lwFER e R S - EPRFFFTURET0% > ®F v pRIE I
AR H el 2 - o

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

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

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

AERIME G BAFU Bl = L E AR A AT - BEH R

FCRA R ER A 10 27 o E e AP AL RIIVFEIRIEFR T, 5 LR F T

FRHCA DPFRE 0 b SRER G P AR bekok (spidernevi)o & il £ ¥ 5 = a(palmar

erythema) - &K ™ 7l geit » 4 5 A7

(1) 5 A B 7 i & 2 9 i & Bk

(2) 4% - Rk BE7H K& & ¥ P serum-ascites albumin gradient
(SAAG) ™ g2 dr ;}*”ﬁc‘ HiE ¥

(3) ¢ KB ARYPIFAL > v JRILBAPFLpE BEh LG Ewnk o

(4) iRl B APFLpd kR - F BRI F TR LIRS

(5) Ml § "FHA 4| J o 3 SR A (7 -

-

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

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

E. (2)+(5)

11 R (o p 5% 43 57 2383848 25/44



58.

59.

bR L S G e B P o EIRA R A F IR G P A o R T S A e
BooRg s ALY
(1) FR/AFN) 3 7w E2HFRE 125 E7‘%81—:)}%(non-alcoholic fatty liver disease,
NAFLD) -
(2) ZHFpF LR s 5 AU S0% 18 5 ¢ BB = ZLIFpH 1L g AL
( non-alcoholic steatohepatitis, NASH ) -
(3) PP M MAF L S T LRI - I AR A -
(4) ZLIFpHF IR A AR AR A 0 B om X S R ¥ AR B g
( metabolic dysfunction associated fatty liver disease, MAFLD ) -

(5) =+ %EFH 2 g 4 B IR o

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

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

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

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

E. (1)+(4)

T 713 B primary biliary cholangitis (PBC) =it &2 ¥ e f &t #& 7

(1) AEF? &7 LS

(2) ¥ EED Y < PR e g LR

(3) UDCA (ursodeoxycholic acid) #z#§ ¥ g% PBC e g i

(4) AWEE T A S HFFH I HPBC R o AT G- sk

(5) Anti-mitochondrial antibody & ikl 4§t 2 55 75 %73 §4= > & 5-10% &  »*
antibody & pl% % £ &

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

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

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

E. (3)+(4)

T B i o 18 3 FF L3RR 4T 26/44



60.

61.

FOMARE B R NIRRT A it e ﬂ & 27

(1) AFLP (acute fatty liver of pregnancy) i & 3 # % ®% % = # (third
trimester) » *#5 KA & E RS perl—portal zone (zone 1) microvesicular
fatty infiltration > & - delivery £ i & 55 = 2 o

(2) HELLP (Hemolysis, Elevated Liver enzymes Low Platelets syndrome ) i
B4 ARE S (third trimester ) » & - delivery £_3 & a5 = i o

B)REHPF - BHEBAPFLT U g * 2 ¢ FK«‘}M}}%%— # 1~ ¢ 3% entecavir v
telbivudine -

(4) Fp* RLE R4 BAPFURS  FFRER T D 2L Y BAPFYL
i+ A28 1,000,000 IU/ML &> 7 203 Jg iR 2 5 =W * ¢ R/ S EF o
T EDFLIMEB2T XTI AL 4T

(5) ML CAFLEZHE i B H¥ 2 ifp+ RNAZEF -7 i ® R
AT R E Fisg C Al -

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

E. (2)+(4)

ﬁiﬁﬂﬁ’ﬁwﬁﬁi’iﬁ—éﬁﬂﬁﬁé% R g o P 5 ALY

ETNS

- L& T H‘_% ’;’}4‘&)5 ’1%@}4)"}]%”7‘“ 55}41‘1‘4‘0
EEBHFRG A AR BIEE ERT RLE AR -
FIRA EEEEER 0 R T R E o

#FL|LET 5 L4 1 % 4 4 conjugated or unconjugated
hyperblllrublnemla » 12 direct bilirubin >25% % ¥ % 4 cut-off -

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

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

E. (1)+(3)

T B i o 18 F FF L3RR AT 27/44



63.

b

-

MooF BAPFL & E L iR fL:)];qx{ - ERE BF A BT Rk
PR Il m 0 BITATF B ISR AT 0 2em Mo § R R 0 KR INETR
® fifﬂ AT fp o Wfadg X B AEITR o T 2 MRS skt o

Wy
;‘\ b

CR i N
\mﬁ‘*t\ﬁ*r

5

=5
g ?ﬂk- = o

= A7
AR R o F R 2 FE R 2 SEFRE N L R TR AL
Pt — o
(2) 2~ " FH (L ;]?5‘@ s A e R R R g2 - o
(3) BrE i B A2 TR s ey AFHBENE L -EE °
(4) Model for End-Stage Liver Disease (MELD) # 1424 3# 5 855 B € & - §
* R R ITHE IE L B o
(5) tp BB LIFHBE DR ﬂzu]%—% MAF IR A N AR T

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

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

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

E. (1)+(5)

AT R BAPFL S B R 0 - BB S R B L R T
it creatinine 0.7 mg/dL - 3 AT A REF " REL R P wBRTH N
creatinine 3 1.5 mg/dL ' T2k ¥ %7 5 hepatorenal syndrome (HRS) - = 715 B
HRS nécit » @ ﬂ LE?

(1) B irdsis ?‘ﬁj'w %‘sm%\»;;»,s MOARR O L M R

(2) B WE T RB T TR

(3) Type Il HRS &% ¢ %?‘14 ok B i oA &R g creatinine g g F e A
(4) ie > w R %4 albumin volume replacement & & 3 &l € 1 AR Hg 4] T £
(B) "L A B LR W

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

T B i o 18 FF L3R RAE 28/44



65.

ST AT PG B AR FIRES P FIR R ik 0 N )
BT E R IR 3om M o o R T Skt o e 5287

(1) #4272z @mpme o 2 7 o LER SR

(2) BE i 7 e ARG AT

(3) LIRAZF A A FN U G T Fp

(4) Armdp RHFHLEL G RF DY E

(5) T g pre ALH[EF 2 BALIE B P vg 2 -

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

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

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

T 5| R %?ﬁ(ﬁ“)ﬁjﬁiﬁﬁﬁ)% (nucleoside or nucleotide analogs ) % B 3|5+ X 2

et/ SR R U

(1) ¢4 HBeAg I 2 %*/?f«ﬂﬂ % EPlefiha s £35S FFRRE -
E T U MiaE s (relapse) s o

(2) 44 HBeAg AR F A8 i * v JRE T L R E LU p+ FRF L RARY
s k2L E B o

(3) £ FA I Rf RWAR L RY v JRE > FIL g7 U S/ g

(4) # 5 BEF TV kPl F HBSAg R R > — & 3 HBsAg kR AR (Blde
22100 ng/mbL) i EE 1S R BB T 4 1L e

(5) BEL- L HF 2 BRI FRF I LB S EF R EATFLANR G -

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

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

E. (1)+(4)

T R i 5 0 45 B 552524 29/44



66. B> ¢ # 7% TACE unsuitable < [f] - 2020 APPLE Expert Consensus
Statement &2 BCLC 2022 update ' fiz » H ¢ s 5T 7| fa L g P ?

A (1) Up-to-7 out
(2) Infiltrative type

(3) Bilobar extensive HCC

(4) Extranodular growth type HCC

(5) Poorly differentiated HCC

A. (2)+(3)

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

+(9)

67. i%3x 2018 AASLD Guidelines for the Treatment of Hepatocellular Carcinoma >

R "‘Ff%iiiiﬂ FE?

D (1) The AASLD suggests that patients beyond the Milan criteria (T3) should be
considered for liver trans-plantation after successful downstaging into the
Milan criteria.

(2) The AASLD recommends LRT over no treatment in adults with cirrhosis and
HCC (T2 or T3, no vascular involvement) who are not candidates for
resection or transplantation.

(3) The AASLD suggests routine use of adjuvant therapy for patients with HCC
following successful resection or ablation.

(4) The AASLD suggests not performing surveillance of patients with

Child-Pugh class C cirrhosis unless they are on the transplant waiting list.

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

C. (3)

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

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

T B i o 18 BF L3R5 4E 30/44



68.

69.

i >+ Liver Imaging Reporting and Data System (LI-RADS) system » = 7|4zt @&

(1) LI-RADS 1 and LI-RADS2 indicate definitely and probably benign.

(2) LI-RADS 5 indicates definite HCC.

(3) “a small nodular area of CT/MR arterial phase hyperenhancement, which is
not present on other phases” is classified as LI-RADS 2.

(4) “a 22-cm encapsulated lesion with CT/MR arterial phase
hyperenhancement, but without “washout” is classified as LI-RADS 4.

(5) “a 22-cm lesion that enhances to the same degree as liver in the CT/MR
arterial phase, but enhances less (i.e., is hypoenhanced) in the postarterial
phases” is classified as LI-RADS 4.

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

C. (3)

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

i+ Liver Imaging Reporting and Data System (LI-RADS) system » = 7|4zt @&

(1) ALI-RADS 2 lesion has an average probability of HCC of 33%.

(2) ALI-RADS 4 lesion has an average probability of HCC of 80%.

(3) For LI-RADS M lesions, 42% had HCC and 57% had another tumor besides
HCC.

(4) 6%-15% of LI-RADS 3 lesions followed prospectively were diagnosed as
HCC or other malignancy by 24 months.

(5) Threshold growth (= size increase of a mass by = 50% in < 6 months) is a
criterion for LI-RADS 4.

A. (1)+(5)

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

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

T B i o 18 FF L3848 31/44



70.

71.

iz 95 2018 AASLD practice guidance > B *t HCC 2 %7 » T 7|4t i@ —‘ﬁ T FE?

(1) Diagnosis of HCC can be made by imaging in patients without cirrhosis, if
enhancement and washout are present.

(2) Histological markers GPC3, HSP70, and GS can be assessed to distinguish
high-grade dysplasia from HCC on histology if HCC cannot be diagnosed
based on routine histology.

(3) Alesion of >1 cm on ultrasound (US) should trigger recall procedures for the
diagnosis of HCC.

(4) If using AFP with US, then an AFP >20 ng/mL should trigger recall
procedures for diagnosis of HCC.

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

C. (1)+(@)

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

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

GALAD model # r1:i&* % HCC Z #%r> ™ 7@ —‘F’i‘ 7 &> GALAD model # = 78
po?

A. Gender

B. AFP and AFP-L3%

C. DCP (protein induced by vitamin K absence/antagonist-Il)
D. Age

E. Alcohol

T B i o 18 FF L3RR 48 32/44



72.

73.

iz 5 BCLC 2022 update » = 71 i» T

(1) For solitary HCC, the presence of CSPH (defined by a hepatic venous
pressure gradient [HVPG] >10 mmHg) is the key consideration to decide
treatment option.

(2) For BCLC A, multifocal disease still within the Milan criteria is better served
by liver transplantation (LT).

(8) For BCLC 0, LT is not considered.

(4) BCLC Ais defined as solitary HCC irrespective of size or as a multifocal
HCC up to 3 nodules (none of them >3 cm), without macrovascular
invasion, extrahepatic spread or cancer-related symptoms.

A. (3)
B. (2)

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

iz 5 BCLC 2022 update » BCLC B ™ 7| i» ﬁ%;ﬁ‘?

(1) The treatment options include LT, TACE and systemic therapy.

(2) AFP higher than 1,000 ng/dl is currently applied as an exclusion criterion of
LT in BCLC B HCC.

(3) BCLC B patients with an AFP >1,000 ng/ml who experienced biochemical
response (at least a decrease to less than 500 ng/ml) to locoregional
therapies have post-LT outcomes inferior to those reported for patients
within Milan criteria.

(4) For patients to be candidates for TACE, increased bilirubin beyond 2 mg or
slight fluid retention requiring diuretic treatment are suboptimal survival after
TACE.

A. (3)
B. (2)

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

11 B i o 18 3 FF L3RR 4T 33/44



74.

A

75.

i 45 2018 HCC EASL Clinical Practice Guidelines » TACE ehgcit ™ 71 ie 4 &

FE ?

(1) Drug-eluting beads has shown similar benefit to conventional TACE.

(2) Segmental or sub-segmental portal vein tumor invasions are absolute
contraindications for TACE.

(3) There is insufficient evidence to recommend scores that better select
BCLC-B candidates for first TACE or for subsequent sessions.

(4) Patients with biliary-enteric anastomosis or biliary stent are at higher risk of
hepatic abscess by TACE.

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

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

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

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

i »+ HCC systemic therapy chacit ™ 5] i 4 & £z ?

(1) Systemic chemotherapy with doxorubicin or FOLFOX did not demonstrate
survival benefits.

(2) Lenvatinib targets VEGFR1-3; fibroblast growth factor receptor (FGFR1-4);
platelet-derived growth factor receptor a, RET, and KIT.

(3) Cabozantinib is a MET, VEGFR2 and RET inhibitor approved for thyroid,
renal cancer and HCC.

(4) Ramucirumab is a monoclonal antibody targeting VEGFR 1-3.

(5) Atezolizumab plus cabozantinib showed a superiority to sorafenib in median
progression-free survival (PFS).

A (1)+(2)

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

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

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

T B i o 18 3 BF L3R 5R4E 34/44



76.

77.

iz 5 2018 AASLD Guidelines for the Treatment of Hepatocellular Carcinoma -

T A peit TR Y

(1) The AASLD suggests surveillance using ultrasound (US) with or without
alpha-fetoprotein (AFP) every 6 months.

(2) The AASLD suggests observation with follow-up imaging over treatment for
patients with cirrhosis awaiting liver transplantation who develop T1 HCC.

(3) The AASLD suggests that adults with Child-Pugh class A cirrhosis and
resectable T1 or T2 HCC undergo resection over radiofrequency ablation.

(4) The AASLD suggests bridging to transplant in patients listed for liver
transplantation within OPTN T2 (Milan) criteria to decrease progression of
disease and subsequent dropout from the waiting list.

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

C. (3)

D. (1)+(2)

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

i > HCC systemic therapy - i 43 phase 3 clinical trials /g % > ™ 7 #cit o

I FE?

(1) Atezolizumab + Bevacizumab # - # systemic therapy - objective response
rate (ORR) >30% -

(2) Himalaya trial < 3#+ > non-viral HCC - 5]>40% -

(3) Tremelimumab (300 mg, one dose) plus durvalumab (1500 mg every 4
weeks; STRIDE): median progression-free survival (PFS)4z 4% sorafenib -

(4) Median progression-free survival (PFS) > lenvatinib 7 i; ** Atezolizumab +
Bevacizumab -

A (1)

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

D. (1)+(2)+(3)+(4)
E.(1)+(4)
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78.

79.

i »+ HCC radioembolization (TARE) or Selective internal radiation therapy

(SIRT)sgcit » = 5] fp & & & ?

(1) “BCLC 2022 update” suggests that radioembolization is only for single
lesion <8 cm.

(2) Current data demonstrate benefit of TARE compared to sorafenib in patients
with advanced HCC.

(8) Compared to TACE, SIRT provides significantly longer time to progression
and better tumor control, but it does not provide longer survival.

(4) SIRT might prepare or select patients for surgery as it induces substantial
hypertrophy in the liver lobe contralateral to the target.

A. (3)+(4)

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

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

i *+ Cholangiocarconoma (CCA) sh#cit » T 5w it Fi ?

(1) Adjuvant chemotherapy with capecitabine for 6 months after surgical
resection with curative intent is recommended for intrahepatic CCA, S-1 is
an alternative option.

(2) Liver transplantation is a potentially curative option for intrahepatic and
perihilar CCA.

(8) FOLFOX (folinic acid, fluorouracil and oxaliplatin) can be recommended as
second- line standard of care chemotherapy.

(4) Durvalumab plus Gemcitabine and Cisplatin significantly improved overall
survival (OS) versus Gemcitabine plus Cisplatin for advanced biliary tract
cancer.

(5) Cirrhosis is one of the risk factors of intrahepatic CCA.

A.(2)+(4)

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

D. (1)+(2)+(3)+(4)+(5)
E. (1)+(2)+(4)
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80. &>t HCC image diagnostic performance h4cit » 7 7 @ J‘F{ T FE?

D

81.

(1) Dynamic plus hepatobiliary phase MRI had a higher sensitivity and negative
predictive value than multiphasic CT and dynamic phase MRI alone.

(2) Gadoxetic acid is unique in that approximately 50% of the administrated
dose is taken up by the hepatocytes and excreted into the bile ducts.

(3) On gadoxetic acid enhanced MRI, hypo-intensity on hepatobiliary phase is
regarded as an ancillary finding favoring malignancy.

(4) Gadoxetic acid-enhanced MRI has a higher sensitivity for detecting nodules
that are either HCC not displaying the typical features of imaging hallmarks
or high-grade dysplastic nodules.

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

C. (1)+(2)

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

- B0 AL FIER A IED AR KR L BRI AR
BEE L RGP A L EP YR (peritonealsign) e 4 vtk A
ALT:680 - AST:580 > ALP:120 - r-GT:70 > amylase:2800 - lipase:3200 - #g R84
BT TGETR BT AT R s R RS O B A A T 1 S A R E
EE AL LR R R FEHOk oA R Bp R R A ied > EHE e
% %7 ALT:270 - AST:72 > ALP:100 - rGT:60 > Amylase:85 - Lipase:200 -
Rige s pied gk o REAAR2AEE P ARERE  ERCP 3 FEA
5 17 o T AR G PUE i gl

(1) P g o4 (7 0L e 7 o5 i o

(2) P g tftizitdg sr i WERIER BT o

(3) ¢l Frps4ts 7 ERCP > 4 B 7 £ 2% {7 EST B~ 7 o

(4) TP FrpE 3 ey £ 25 %% 0 £ 4%% (7 ERCPIEST/*2¢ % % -;%% °
(5) mtied 3 F 1 Hin o

¥ ®E (HE=:IUL): ALT:7-56 > AST:5-35 » ALP:38-126 > r-GT:8-78 -
Amylase:30-110 - Lipase:7-60 -

T B i o 18 FF L3RR AE 37/44



82.

83.

=<

MR R R D D e o TR E SR

(1) ]___;/u’m’— }%?J\%Ef 7 3 53 FFP H%?]%;g °

(2) st¥r & P o 11 gemcitabine and cisplatin it F 5 3 »cen® — SRS o

(3) **p "2 ¢ J ¢ fibroblast growth factor receptor 2 (FGFR2) fusion {
isocitrate dehydrogenase (IDH)1/2 mutations & #+ #]+ % % (driver
mutation) > B # 5 &= F i) o

(4) % # # & =4r41% (immune check point inhibitor) # Programmed death
ligand 1 (PD-L1) protein expression, mismatch repair deficiency
(dMMR)/microsatellite instability high (MSI-H), high tumor mutational
burden (TMB) » g8 7 # & 2% o

A. (2)+(4)

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

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

BE >+ R AT 1 P2 g W (primary sclerosing cholangitis ) sy it - T 7] @ *‘ﬁ LE

(1) 43 52 4 5 4

(2) ® i 50- 75%r H 3 FF % L (ulcerative colitis) ©

(3) riFmgr P i D fg%&mp%

4) é_}?aé,%izp,a SEFRE L > B F 4B A R F R

X o q‘% ZHE R R TRRE

A. (1)+2)+ )
B.(2)+(3)+4)
C.(M+@)+H4)
D. (1)+(2)+(4)
)+

E.(1)+(2)+3)+4)
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84.

85.

86.

e e T ¥ Mg e g B T 55§ (secondary bile duct stones ) -

=<

# '8¢ % % (primary bile duct stones) =iyt e 5 2 :
(1) 2 & = & % calcium bilirubinate -

(2) *tpL s F ¢ g ¥ 7 (muddy stones) -

(3) & 7 7 ,:J\,.)f‘r.mz".c_ e mlﬂé’\ﬁm%r 4B o

4) -

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

"L‘?J’ﬁ Fﬁg‘rﬂiﬁ%—kﬂﬁﬁé?mﬁ}iia%ég .
(1) MA PR 27 LIBE > FIIRT -
(2) VBT HFAA R RL o SRRE T RIEE S
()

Yy

;}Fln%;j[‘ﬂ"ﬁﬁg__ﬂbk 7] A 5%’?i.f‘mﬁ—]i‘g'i%’§fig’%;§.§é? °

" MR

ERCP Ap B i B 27 11 & ¥ #1424k (second trimester) & > dg &+ T T H

(4) &4red L aip 2 49 (firsttrimester) - & &7 1% 2% (7785 7% -

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

)
)
)
)

71 Ffﬁgfﬂgrzli)’émﬁd 7 FI ;\; .

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

N N N N
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(1) 23 0 & ¥ B4 5 15-25cm H20 -

(2) F,;\g]“’%&@" F—J’”’ET%A\;LQ;@E:}P# ””ﬁﬁx%J_ﬁrA\jL.o
(3) rmEis e tii ﬂ'ng By SRAF P 35 5

(4) ez ¢ A4 0 ¢ &7 (white bile) -



87.

D

88.

B>t 1gG4 Ap B B ekt fa?‘f LR

(1) }E‘J i_ﬁ/%?‘?ﬁé%’;%@ ) 85%% v ‘%?]',('T g\;? M Ei\,’?%_ ) F%'g ) ‘:’é:gf]‘l\ ) /ﬁ,(gf]‘l\ )
] }?:gjsv‘; , B#E;ﬁ s ?‘Egﬁo

(2) LB FXBEBDOEF ik 45% -

(3) 1gG4 Ap B " W > 4ogf 2 AFP KT R R B 6 ot R R RS R E
#4144 iv (primary biliary cirrhosis) 4p 07 o

(4) Agil- LA Bk B §F A B BELIBP

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

$>° ERCP jiwié 4p b % 5% L (post-ERCP pancreatitis, PEP ) sfy it > e f & £
(1) F#gdm# (difficult cannulation) % & & e i 75 -

(2) FFF %L E X 3R 7 5 i PEP o

(3) Diclofenac 50mg 53z f* % &+ 7 »c3g 1> PEP -

(4) #s? 2125 ﬁd(ﬁi%];‘fé? 13 »xFg i PEP o

A (1)+@2)+(@3
B. (2)+(3)+ (4
C.(1)+@)+(#4
D.(1)+(2)+(4
E.(1)+(2)+(3)+(4)
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89.

90.

91.

B >vis e g i & (pancreaticobiliary maljunction, PBM) i it » & 51 i 4
LR

) *&¢ §*& (choledochocyst) & # 2 -
2) Py a4 PBM g BPEEHRE 0 TR Tl g i 4 & 7; 6.9/13.4% o
3) myHEms L PBM A & # Pélg%a%dz P VS e g 4 & 5 3.1/37.4% -
4) PBM & & & ”’k;g:}#%'}E"“L*’i‘*fﬁ/‘ﬂﬁi » PBM & MLE%}%&E'ﬂ , ii:fi‘_k?gfp,k

F LR aEY o

(1
(
(
(

A. (1)+(2)+3)
B.(2)+(3)+4)
C.(M+E)+H4)
D. (1)+(2)+(4)
)+

E.(1)+(2)+(3)+(4)
Bé 24 & 5 (bile duct cyst) Todani 4 #f 2 = 7E78H% > &~ 5 53] - T 7 ]
EN
(1) % - 3 Eﬁ’{i'g # * (choledochocyst) % 2
(2) %1 4]+ = % (Carlori’s disease) -
B) ¥ A& x =317 ¢ 7 "% 2% (pancreaticobiliary maljunction,
PBM) -

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

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

B> p B BML R e > T AR £ TRk b 5 * g predictors of relapse ?

A sk g anlgGe B E AR E

B. WhEf+ b LI EOpm RGPy
C. -3l s 4%

D. 23 # = Maintenance therapy ﬁ R A ARE
E. by &
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92.

93.

94.

95.

A

&ﬁﬁ%%i& F] % ¢t urap 2 > (exocrine insufficiency ) 0 @ 35k g7y 7 | 22 5058
& % ) i-iE 2 48 & A (lipase + protease + Amylase) B > i R £ 7%

. A—l—B
. A+B+C

Bt E > i L (Gut Microbiota) # s 5ip M henpa g » § 7 5|
Vi AR ?

A B %ﬁi%“'mbeta WP A F e 4

B. " Sulp i TG RE SR A
C. % 3 Bmusv Ll AL
D
E

RELIGE 22 T i S 9:]11% ( pancreatic duct adenocarcinoma):13 s *& %%

# 7

A. Peutz- Jegher’s syndrome
B. Lynch syndrome

C. Hereditary pancreatitis
D.A+B

E.A+B+C

BERFR LR L > B2 F B122 297 i R F G e

A EFE RS
B. % zp & %]3 (intrinsic factor) &2t & B12 et & 3 & 2 44 7 & %%
i R

C. % thp &3 R0 enpf 4
D. i & B12 £.d 7 % 3 g ¥

E. mb iy
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96.

97.

98.

99.

R & vk siend Hop % (cystic lesion / neoplasm) » 7 & 71 » B 5|3 #7505 5
PR 9

pancreatic pseudocyst

pancreatic IPMN (intraductal papillary mucin producing neoplasm)
pancreatic endocrine tumor with necrosis

solid pseudopapillary tumor

CEE RS

moow>»

Secretin 4 s (e % § 7RI § 45 9

A 37 I EOLSRARE R e

B. i & it F_|jal e @ s o

C. ¥ 12433 cholecystokinin (CCK) 11 i % 2 & i ehrh it
D. B+C

E

PR g

BE S5 55 E AR ST 4 % GEP NET ( Gastroenteropancreatic
Neuroendicrine Tumor) » = 7| i7  shgcit L $feh ?

A. /| % A NET 93 (4 B B A4F 5

B. CA19-9 £ & Z & 22 o ikse

C. G2 grading € 45 mitotic count > 20/10HPF and > 20% Ki67 index
D. Chromogranin A (CgA) H_p # 2 3udidF ehd F e

E

FURLY AR RRL S BMR i deir PR MR LT EL S
0 EiRl Hot B- 4503 % o Hot Bodr s &

44~35%
34%~30%
25~29%

IVER: “é"- EiR

mo ow >
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100. - =5 & 1R5E ] pancreas divusum 3R SPL50L > dog F R R R P ARBLIG RN
P fhEE e B R TE 2 40T e
E (1) #77 @ %L anFF e FRE
(2) & e F ik L
(3) G ML AR B
(4) Wirsung duct re 3
(5)

5) Santorini duct i 47
A (2)

B. (4)

C. (5)

D. (4)+(5)

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

M1 R 5R L5 B 2 35T 44144



