1.

P 3 ES i B e (squamous cell carcinoma, SCC) z_ j&*% 7]+ ?
(1) & #4284 ~ # ~ /) (tobacco ~ betel nut - alcohol)

(2
(3
(4

Long-standing caustic strictures due to lye ingestion
Laryngo-oropharyngeal cancer patient

Barrett's esophagus (BE)

Helicobacter pylori infection

~— N’ S S

3 B a1 Caustic Injury (corrosive esophagitis) 2 45 it » ® % 7 & fx ?

(1) sz 4 (lye. button battery ) i = #% 7 liquefactive necrosis » & g 4f 5 # & >
G 3R E

(2) wps (ﬂﬁf& ~ FifL ) i = #G¥ e coagulative necrosis > A5 = eschar § 4F %
#®E > T AL K E 0 & acidosis > = FEEek B o

(3) rAsik A (EGD) & 212 3 48 i piEis » 531 156 X pF & 18 44
o R T I

4) 8FFNEN 128 YBEFS oA SFAT 2 RFENBAEPUBAS -
(5) % 3 caustic esophageal injury J5 * - 30-40 & 1118 & 4 S 3E & (SCC) =iy
AL EX
A (1)+(2)
B. (3)+(4)
)+(

M2 R kN b R 5 R AT1/44



3. i@ J‘Ff % ¢ % i LESP (Lower Esophageal Sphincter Pressure) ?
(1) Nitrates, Calcium channel blockers

C (2) Progesterone, Sildenafil (Viagra)

(3) Mosapride, Domperidone, Prucalopride

(4) Gastrin

~— N’ S S

Smoking, alcohol, fat, coffee, chocolate, peppermint

4. &>t Barrett's Esophagus (BE) 2z $5if » e ¥ 72 & fx ?
(1) BE & 3 % e hiatal hernia g i 5 (prevalence) -

B (2) &+ 3mmz BE # % long segment BE (LSBE) -

(3) LSBE i b+ & 7 #:3 10% ¢ i£ & & adenocarcinoma (annual incidence of
adenocarcinoma) -

(4) Bile acid, bile salt ¥ BE 2 J§ %4> /& R 8382 & ¢ » F|pt v JR
ursodeoxycholic acid # [# it BE 2 & & & & % o

(5) & * PPl & 427 pasgin £ v > I &% i )+ BE J% % adenocarcinoma g #c &
% i- 4 intestinal metaplasia (IM) -

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

M2 & R ik N b 3 B3 412044



E

3 M aygd 4 8§ (esophageal motility ) ;%tﬁ J‘Ff T FE?
1

(1) &+ 1B B AT e~ T 13 5 A wvvo

(2) agTifred -5 it (NO) ¢ ;’:Taw_"?ié% (acetylcholine ) §#7z %3 & o

(3) &= g higded ¥ girdl

(4) =i 3 BIEFH (Hypertensive esophagus # # nutcracker esophagus )
B EA BEEA .

(5) £ A A j& (scleroderma systemic sclerosis) € i 33 &4 2/3 e @ if 47 6
@4 °

A (1)+(2)+3)

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

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

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

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

¥t aig #0% 4 % (Esophageal varices ) 2 4xif > @ ¥ LA?

A. 5§ F 1 (Vasoactive) %4 7 12 b P ekg ik o JE A T MR S )
FEelk o 3% o
B. "F&l i T B8 R 5k 0 4 pFF 02 v JR quinolone & ceftriaxone X 3f 7 g

C.mmﬁé%?uﬁﬁaﬁfW&%“—ﬁﬂn°
D. B-blocker 7 13l G #d R % - X N d ZIFHL DA o
E. B-blocker ¥ 11 3g 17 & i 7% W 3R end = o

M2 &R ep 5 ¥ FF 3232 4E3/44



7.

#2308 S pinttap (GERD) 2 it » w43 it Fg ?

(1) 4238 - L) - p A& ¥ & mucosal break » #£ % NERD (Non-Erosive
Reflux Disease ) #¢ ENRD (Endoscopic Negative Reflux Disease) -

(2) Ambulatory 24-hour esophageal PH monitoring 4= % & % » P ¥ 7z 2 i
GERD 2% %7 -

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

(4) GERD 2§ 42 > ¥ M LA~ (ANB~C~ D) k&= ¥+ 3gpH
nd F s & o

(5) T& + 413 dysphagia F 4 7+ GERD ¢ i¢ 7 BE>» x¥ it £ E1* 3
adenocarcinoma

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

3 B GERD (Gastro-Esophageal Reflux Disease ) 2 # it > ® ﬁ * i FE 9

(1) Tk & B % Lok 2% ¢ 4 (heartburn) 2 § f4 i 7= (acid regurgitation ) »

(2) m 44 ™ GERD % 5 NERD - ERD (RE/EE ~ Reflux/Erosive Esophagits )
% BE (Barrett's Esophagus) = fa % it -

(3) GERD # H. pylori & % B %> » 44/ 4% #'f % 5 » GERD "g2 #c§ -

(4) 73 BIRL - S0tk o S Uk 4o 0 BER 0% (SCC) B> 7 G B
*> PPl % GERD # %< £ o

(5) GERD # & & H. pylori gt & » |2 ¥ ﬂ@*‘f Bick > M AH 4§/ (SCC)

M2 &R AR5 ,TJ%E BF A 2Rk 3E4/44



9.

10.

# B Drug-induced esophagitis (Pill-induced esophagitis) » = ¥ 7 & £ ?

A. r JRZ 3 NSAID, doxycycline, fosamax, quinidine, KCI, Fe & 5 # & a3k
e EL

B. MALGT I RAGK ¥ A A 4T LG R

C. BREH {513 GkW@iiﬁ%%%%@m LS AN I S BT
;)? 7 o4y ;§ ;5} L o

D. PRZpEek L 100 & & 2+ > 22 90 7f/'/‘ v F 2 WERR FIE R 2 E R oo

E. <30 sd 693 FRFBLLHR G R A i Lo - SRR o E
PR A RFE R e

FHAaFEFFAsgr (£77 %) (achalasia) it » 4 7 L Fi ?

(1) Manometry % 2 aperistalsis » = @ if 35 ¥ 5+ resting LESP % - relaxation <
A p2 i o

(2) p* AMZE R sy T ST T EPF 2 3 acid regurgitation 2 heart
burn -

(3) r PE Nitrate 2t calcium channel blocker (nifedipine ~ diltiazem ~ verapamil )
TR R A AR e

(4) Barium esophagogram # % @i # ~ - "bird's beak”% air in stomach fundus
TS

(5) 17# & POEM (peroral endoscopic myotomy ) » Botox A Injection -
pneumatic balloon dilation = 3 {%4F eh= 2% > i % @ & = 2B it
Esophagomyotomy (Heller's cardiomyotomy ) ¢k L7055 o

A. (1)+(3)

B. (2)+(4)

C. (3)+(5)

D. (1)+(4)

E. (4)+(5)

M2 & B ik N b 2 F b 5 2 3 AT5/44



11.

12.

7|3 B Barrett's esophagus 2 #; it i@ ﬂ 3E 7

(1) P& Monstreal Consensus 2. # > & ig s-ssquamous epithelium # 2 gastric
metaplasia ¥ > % & ¥ % 3 Barrett’'s esophagus -

(2) v @ e @R 3¢ (Seattle protocol ) i+ Barrett's esophagus 2 # th & » &
1 s E R IFEE -

(3) long segment Barrett's esophagus € 45 esophageal metaplastic epithelium
ZEBEARE2 8 o

(4) Barrett's esophagus # 4 % high-grade dysplasia > 2 & "2 p AREIFTIE ©

(5) Barrett's esophagus % 2 2 low-grade dysplasia > &% 2 } ARSI ©

A. (2)+(3)

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

E. (1)+(3)

T3 M ek % (gastrinoma) 2 4y it e & A ?

(1)
(2) V‘M A 2k

(3) duodenal gastrinoma & % % # =% &_third portion
(4) &% 3 p parietal cell mass § # c 2 1)

(5) % multiple endocrine neoplasia type | s 3.2 -

M2 & i sp 25 ¥ FF 3232 416/44



13. - =56 & 9 'rﬂga%ﬂﬁ” = %ét,m (2FAIEL THERAFRS S-S FY
M o § FHAINE G AR o A ARG TR ?

D (1) flat pigmented spots
(2)
(3) a clean base
(4) adherent blood clots
(5) a oozing visible vessel

a non-bleeding visible vessel

14, Tl ERF IR

acetylcholine ¢ .25 f& 4 i
prostaglandin E1 ¢ 1832 § pa 4 i
gastrin € i 5 f& A~

4) somatostatin ¢ #r#] § f& 4 i
5) histamine ¢ #i& 5 fi A i
A. (1)+(2)+(4)+(5)
B.(1)+(@)+(4)+(5)
C.(3)+(4)+(5)

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

M2 &) 1 5 P 425 L EF 205852 907/44



15.

16.

17.

T 7|3 M Menetrier's disease it i@ J‘Ff i+ FE?

(1) @,:‘Ff? se VIR PROR

(2) 5 § 3¢ (antrum) ¥ ¥ & ¥| giant folds

() Rp=ipmainiign

(4) & ¥ i 213 hypoalbuminemia

(5) 4™ ¥k FE 4 3¢ & Menetrier's disease 1/ ]2 -
A. (1)+(2)+(3)+(4)+(5)

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

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

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

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

45 o 8 ds FOIR R B2 s £ @ fds P U E4E ] clairthromycin $# 5 20%

Hil o TERET AR K,% Al i Bl A2 Kf A7
(1)7 = 2. 4& % = & 5%+ (standard trlple therapy )
(2)14 = z_;®8 &% * (hybrid therapy )

(3)14 = 2 &= & ‘1%;‘% ('standard triple therapy )
(4)10 = z_ g # & = & %% (high-dose dual therapy )
(5) 14 = 2_&#H| é: F 2 (bismuth quadruple therapy )

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

B. (2)+(5)

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

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

- ASRAPBR T L I EY 0 T ERAFRI TSP ERN L R
TR AR E AT G AR R A2 RS A 7

A. da P ElE SR 2 s 1gG antibody
B. rapid urease test
C.ilesnB»iigid

D. urea breath test

E. i g FimFs %

M2 &R ep 5 ¥ FF A 3232 418/44



T 7|5 B eosinophilic gastroenteritis 2_ 45 it i® ¥ & Fx ?

(1) w2 #d2 5 70 phens 4

(2) &4 i AR P

() BF 2t ¥ NomIgE BB 3 2 )

(4) %iﬁxl %t & ¥ 4 3 hypereosinophilia

(5) % %z SPRER & Z ¥k % L eosinophil count > 50 eosinophils/high
powerfield

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

B. (3)+(4)

C. (4)+(5)

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

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

FM L SRR R p I ET e A AR ?

( ) - = 43% #5 & % 2 basal gastric output &2 ¥ * 4p

(2 +=HhB5Fy @Jﬁi gastric parietal cells #icp #. ¥ + 4 %

(3) = dp% kg cnA 4 & aa P U5 gE 531422 body-predominant gastritis B
(4) + = 337 F§ <hA 2 & EB virus 51422 body-predominant gastritis § B

(5) + = 4p% F % & % 2 fasting serum gastrin level & #  4p I

A (1)+(2)

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

M2 &R ep 5 ¥ FF A 3232419/44



20.

21.

22.

T 7|3 B gastric polyps 2 #; it ® ﬂ FE?

(1) Pz i Pﬁ (adenomatous polyp) ik 5 3% & ¢ 730%
(2) &AL p (fundic gland polyp) %4 % § ¢

(3) AAMLE - AT % SRS

(4) #2124 ¢ (hyperplastic polyp) & % % 2 &3 § %
(9) ”ﬁl%’]ﬁi A - FE S }]%% e K,/];

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

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

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

D. (4)+(5)

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

FOM S A A N A e RGE T S e 3R 2

(1) L= 4l sgp A b3 il p A esy (GINET) 5%-10%

(2) “ - F B EPN SRBEFENL DRSS - s D3 T d
(Gastrinoma) # 3 ¥ &

(3) + = 41 A R AR PR P2 AR 5 2 a1 5 AR

(4) B Tomk 2 fc? = XK 1235 (Carcmoid symdrome )+ ¥ d R4 B2
#

(5) >+ 2 2 m -t ‘a‘ﬁ’"ﬂd N A m?;{%‘g Fxﬁﬁlﬂ% v A T A
GBEFviE 8

4
5)

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

~—"

moow>»

3 M poEE R IR E & (Familial adenomatous polyposis, FAP) sscit v %
B35 0

A FAP % & 725 Vs d te - = 405 %
B. ## MR+ 4pFRr K%*"f"’ﬁ}%’”’i**rufﬁé}
C. HALVCHEITEL ¥4 7P Eh

D. & paksts MBS %~ BHRHE

E

RV N

M2 Bf v ko p 2% 3 67 4 32324210/44



23.

24.

25.

M S R et T A e K 43R0

o Ap A S AU A ORI AU IR ¢ e (Familial
adenomatous polyposis) B % > H e 2R & APCAFI%E 3 % RAPH

B. Lynch syndrome £ = 45 % ¥ <hib *6 F1+ > &2 MLH1, MSH2 2 %1% 2 4p i

C. % ik (adenocarcinoma) 4 3+ = 4p % - — 4k ki gr KRAS A 7% 8
p B

D. mwt ¥

E. b ¥4

Bt % % ig AA B % (gastrointestinal stromal tumor, GIST) » # ;ﬁ&ﬁgﬁ :

1) -~ & SR 5 - F Laugdl

B 2 (60%-70%)> 50 % > A kI a2 A 5%

o R & #ﬂ Imatinib (Glivec) #_- #& tyrosine-kinase inhibitor

LTt Ry FAREY Y m}?ai"’zﬂi?

Platelet derived growth factor receptor (PDGRA) # F]1% % ¢ GIST #&
KIT gene ¥ %

—=h ""‘\

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

B3 Y R IR 0 T A i 458 0

A d PR FE S - SR TS 0 S sfjuga 80% = 7)

B. 1245 Kimura-Takemoto classification system > & 2z 4| % Mtk R A A
FHRE g s

C. 1245 EGGIM (Endoscopic grading of gastric intestinal metaplasia ) > %8 »
ficd 20 g REEETR B 2 R R R FE R stage llI-IV 67 OLGIM
( Operative link on gastric intestinal metaplasia assessment )

D. g  avPiE g  #e 040k 2 RAAF I RFLIS T R P
é FRMEEHLT X

E. 3 PG (Pepsinogen) 1§23 PG I/ll et ’m]dﬂz 3 RpeB b e OEH

M2 & gjfic sp 25 ¥ FF A SRR AE11/44



26. BEYE NS T OBnd R A & E
(1) =~ ¥ k5 mH%a 5% 2 & §_mucosal associated lymphoid tissue
C (MALT) lymphoma % diffuse large B cell ymphoma 4 35 5 4

(2) 1345 Lugano stage » MALT lymphoma % — f ch g & 2k B 7 * Gi
(3) PGIL (Primary Gl tract lymphoma) # % 2% (60% )
(4) st FHT B ¥ L Bsymptoms (& I F o T RKE)
(5) MALT lymphoma 3 {5 (MALTIPl) £ & % > LDH 3 i< > # %] 5 B
A. (1)+(4)
B. (2)+(3)
C.(2)+(4)
D. (3)+(5)
E. (3)+(4)
27. AR E S R G B
1) EBV, HSV

(1)

(2)

(3) atrophic gastritis, Intestinal metaplasia

(4) 24 p iz (Peutz-Jeghers Syndrome ) - Ménétrier disease
(5)

A (1)+(2)+@3)
B. (2)+(3)+(4)
C.(2)+(3)+0)
D. (1)+(2)+(4)
E.(1)+2)+@)+4)
28. HE TG M Rkt K A9
(1) 2% 7z VitC a7 " M5 Hid ¢
C  (2) MALREH =ehd > T HBid € 13
(B) 5 & e o peALE g TS 2 -
(4) statin g # 4+ > § L iE
A (1)+(2)+(3)+(4)
B. (2)+(3)+(4)
C.(1)+((2)+4)
D. (1)+(2)+(3)
E.(1)+(2)

T2 B 0o b6 2 67 305800012144



29. M 9;]11% (adenocarcinoma) > T 7| @ HHE?
(1) 9:]1/‘% (adenocarcinoma) & &% L] % Row T e R
C (2 9:]1/‘% (adenocarcinoma) 9:]1)%; (adenomas) # it 4 2 2 (dysplasia) @
3) I'% 9;]1/‘% (adenocarcinoma) s *% F]+ ¢ z Acquired immunodeficiency
syndrome % Type 1 neurofibromatosis
4) % 9;]1/‘% (adenocarcinoma) # &7 ﬁfriﬁué’;riuﬁ J& (Familial
adenomatous polyposis ) 4p i
(5) Lynch syndrome #p R ’Jﬁuﬁzﬁﬁ fe vb k‘friﬁuggriu ¢ oz (Familial
adenomatous polyposis ) 1p i ﬁu% {4

A. (3)+(4)

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

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

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

30. i * Lauren’s classification #-% 74 #f & %4 2] 5 &% (Diffuse type gastric
cancer) ¥ % 7% J% (Intestinal type gastric cancer)» 2 F = HEE?
D (1) %33 BEFFF T Haudd > 0 g gt g2
(2) signet-ring cell 2% 4| 7 fendFsk £ 31
(3) H Al e LT Ly A2 M
(4) A5 K= A £ 5 (linitis plastica) » ¥ ¥ £ 4 F* 47 % 4% 7 (H. pylori)
B %% & AP
(5) A AF A F % ¢ W7 FE e (chromosomal instability ) & & &4 4 14
(familial occurrence ) #p i

A. (1)+(4)

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

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

M2 B 0o p % 2 67 30580 0T13/44



31.

32.

A

TSR R e A ey 0 P Y AR ?

(1) serotonin reuptake transporter may be decreased in patients with
diarrhea-predominant IBS (IBS-D).

(2) Bile acid associated fluid loss is linked to the diarrhea of IBD and IBS-D,
involve the inhibition of NaCl absorption, and/or stimulation Cl- secretion.

(3) Supplementation of zinc in oral rehydration solution (ORS) was observed to
decrease the number of diarrheal episodes and stool volume.

(4) Glucocorticoids are potent stimulators of Na+ absorption in both the small
intestine and colon.

A.(1)+(2)

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

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

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

T 7] & > Intestinal ischemia =4zt » ® g Lozt 9

A. Acute mesenteric ischemia (AMI) of SMA can involve all or part of the small
intestine and the left half of the colon.

B. Unexplained abdominal distention or Gl bleeding may be the only symptoms
of when AMI is caused by Nonocclusive mesenteric ischemia (NOMI).

C. CT angiogram is highly accurate in the detection of occlusive disease of the
SMA but is not as reliable for NOMI.

D. NOMI is responsible for ~20% of AMI episodes and usually has preceding
cardiovascular event.

E. The standard of care for NOMI remains correction of the underlying condition
that prompted splanchnic vasoconstriction and angiography with SMA
infusion of PGE1.

M2 & B il p b F 3 R AT14/44



33.

34.

35.

T 7] & > Colonic ischemia 4zt » » g Loz 9

A. Colonic ischemia is a common disorder of the large bowel in older persons
and is the most common form of intestinal ischemic injury.

B. Colonic ischemia has a female gender predilection.

C. Male gender, abdominal pain without hematochezia, WBC >15 x 103/L, Hgb
<12.0 g/dL, BUN >20 mg/dL, LDH >350 U/L are risk factors associated with
poor outcome.

D. Antimicrobial treatment is recommended when colonic ischemia diagnosed.

E. Patient with severe disease > 3 risk factors for poor outcome or peritoneal
sign should arrange CTA or mesenteric angiography.

= 7|k >t Short bowel syndrome (SBS) 4cit » i@ % %29

A. Ca2+ and Mg2+ absorption decrease on a low-fat diet in patients with small
intestinal resections.

B. Vitamin B12 malabsorption usually is demonstrable when more than 60 cm
of ileum has been resected.

C. More extensive ileal resections (>100 cm) cause severe bile acid
malabsorption, which can result steatorrhea.

D. Patients with SBS and a preserved colon have increased GLP-1 and GLP-2
concentrations and demonstrate normal gastric emptying.

E. Patients with the highest GLP-2 concentration following a meal are most
likely to be successfully weaned from parenteral nutrition.

= 7|k > diverticular bleeding e4cit 5 @ % Loz 9

A. It is the most common cause of significant LGIB in adults.

B. It is often a diagnosis of presumption and exclusion framed by the presence
of diverticulosis, and the absence of other identifiable sources.

C. NSAIDs including aspirin, have been associated with an increased risk of
diverticular bleeding.

D. Patients often pass melena due to venule bleeding.

E. Bleeding ceases spontaneously in 70% to 80% of patients.

M2 R 0 b % fF 67 30520 9015/44



36.

C

37.

4+%+ Small intestinal bacterial overgrowth (SIBO ) » T 7] 4cit i@ ﬂ Fx?

(1) @3 SIBO 2 #7i-# &_# i % i2 {7 aspirate and quantitative culture » ' F#c
£ 4716 100000 cfu/ml > ®w B % 5 F > 2 B & Bk

(2) s ¥ 2 * C13-d-xylose breath test 2 %7 > 2 &7 & LR 48 > ¥ @)
Rl AT A & R T

(3) ¥ s §= Gastroparesis~Hypothyroidism-irritable bowel syndrome-~Long-term
high dose acid suppression 3 &

(4) SIBO ¢ 2 # secondary bile salts (4 lithocholic acid ) » 2 &3] %5 355 T »
ERigipas 244

(5) SIBO 7 it ¥ 5z Megaloblastic anemia 12 2 Protein-losing enteropathy

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

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

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

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

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

i >* 1BD (inflammatory bowel disease ) #citt i 4 & & ?

(1) it Ulcerative colitis X 3 &= |5 % - periappendiceal inflammation
(cecal patch) » % EL

(2) s’ <z (Crohn’s disease) % ig *t % ¥ &t 7 peripheral arthritis
osteoporosis ~ pancreatitis ~ PSC ~ erythema nodosum -~ Uveitis

(3) B ==& Ulcerative colitis f £ /& -7 Mayo score % 35 #7 4 7 > ¢ % stool
frequency - Rectal bleeding ~ mucosal appearance -~ distribution » # 7 0-3
o Beg 12 4

(4) 5245 Ulcerative colitis  iZ 4% ¥ » B B 4e% 2~3 & &G < %%

(5) Vedolizumab % - & anti-TNF-a @& » = 1 &7 7 i ¥ 3% B v B R TRk

M2 R 0o b % 2 67 305232 9016/44



39.

BoA e R B P E AR AT 0 T Al R R 7

(1) # > Necrotizing enterocolitis 3 2 & ~ 5= 5 ~ L upF

(2) ¥ r13g 7 antibiotics-associated diarrhea 2 2 Clostridioides
difficile-associated diarrhea g %

(3) " MBS AP LEET Y ERE AR

(4) EFABHE (FMT) 3 >R I Y RO B S pAF 37 oc

() st g (CD) 1‘?1‘%‘%& %L (UC) %im”?‘xﬁﬁ 2P EY R L

Faecalibacterium prausnitzii » i&f& 0 ks 5 & F B b L
A (1)+(2)+3)
B.(2)+(3)+(4)
C.(3)+(4)+(5)
D. (1)+(4)+(5)
E. (1)+(2)+0)

O ekt 0 T AR X TR

\:-4

p

()’%l#@aﬂwin%x -} EB AL

(2) ebEyne > JrEREPRETET TP ZBERERS

(3) B &y ARET £V 4 5 ulcerative lesions( ¢ 60%)\ ulcerohypertrophic
lesion ( ¢ 30%) 12 3 Hypertrophic lesions ( & 10% )

(4) Bty L e g T 50%~80%+F 7 L ¥ L Af TrHEARE Y £ 7 dC
el g7 o 'E7r - TEMEAREAR S FREH B B L FUDL T

(5) Crohn’s disease 4.4t % 3 Linear ulcer - ileocecal valve incompetence >
cobble stones - ¥ 114 TB colitis %] & 47

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

M2 R 0o p % 2 67 3500017144



40. T 713 B ¥ AR 4 (Clostridium difficile infection) chszif > v H LAY

B

41.

42.

(1) % 23514= CDI 42 % 3 ampicillin, amoxicillin, cephalosporins » i _
fluoroquinolones &t trimethoprim-sulfamethoxazole p+t #& > &

(2) Clostridium difficile 3% =5 (Pathogenicity locus) & & ¥ 19.6Kb > & 3
B A% (TcdA-E)> TcdA ~ Tcd B # %= Toxin A~ Toxin B> Tcd D & #]1 &
greBa ToxinA-B#EF > TedC Al +» 3 & Toxin Wi > TcdE 7 & v
Ffug M

(3)2023 # > FDA ¥::8 7 % - B 5d v pRen FMT #7% VOWST (Seres
Therapeutics ) » #-i % 4 1 & § & d 41 &2 ¥ ™ Bifidobacteriaceae 32
Fo® v g pw FDA #4% ¥ /5% recurrent CDI> # % i * *t primary
CDI

(4) FMT ;& > Clostridium difficile infection 42 3 e84 > ¥ it 2 short chain fatty
acid r 2 secondary bile acid ™ *% 3 B

(5) Clostridium innocuum diarrhea ¥ it & CDI ;% s 2 4 - i ¥ ¥ Vancomycin
ISE) R YE

I
#
E-1

N
N—

~— S

moowy»

BRSO D PRl (o T S K AR

AP L MR TR B R R IR R RAER
B. AL #M » CHEFEALEREE L VgAY B Rab R F
C.BMI &= 34 1kg/m2> 2 2T ~ <~ % E % b ' ¢ 13F + 2

D. #3tm iz % ¢ ¢ metachronous advanced colorectal neoplasm # # 5 + =
E. A¥brizE A LR 4T < S Kk 'k

R E iE e s SRkl 0 T ;ljiaﬂ‘ﬁ,ﬁt;f_!? it ﬁvfi:;gqﬁ‘&ﬁg?

< &% L (Low grade inflammation)
% P 74 # (Dysbiosis)

< w ¥4 i (hypoglycemia status)
%% & % » g (hyperinsulinemia )

H 4o+ E%B'%:}%vi = b

moow?>

M2 Rf it b 425 3 b7 2 22 4018/44



43.

44,

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

- = 40}%];3—}%'1‘1,}% ]m\:}/\mpgjﬁ:ﬂ—k
® %% (Familial CRC) ehgcit » v & & ?

FHIMNEFMEGCBET RO T AR e SR Y Y
(1) % i ¢ Fusobacterium nucleatum & 4c 7 it 58 = % 4 =
Q)%mm*&%ﬂ*%ﬁwﬁ4m“ﬂﬁﬁh(rtwmw>ﬁﬁ’?ﬁ%ﬁ

S mAZ

(3) % F*t % i A& 2 7 SCFA (short-chain fatty acid) +

G- proteln-coupled receptors (GPCRs) % i 2% /1~ % J%v% it

(4) % P A% B ¥ gut barrier » ¥ 3 lipopolysaccharide (LPS) /% i » o 4 5

# HCC 2 5% 3 A 40 M

DEICEEE TS ER TS TR T T T SRS P S T e

1)+(2)+(5)
1)+(3)+(5)

3)+(4)+(5)
1)+#)+(5)

R ERE T R T R FRE A

CFEBERZZEFMPNT G - B0 AR BT 5 E S 0 Bl & Familial
CRC

CES BRI ZFRMPMI G A LB ESREE 0 RIE & Familial CRC

. F e B % 5 Familial CRC 22 728 = B @ Pl 3 L8 5] X % 8 % ik
% % 10-20%

. F & Bk 5 Familial CRC 22 725+ | > [ ¢ 2k 5 1 45 AR
b < B e

BT Bk S Familial CRCz 725+ » B %2 H - 382 A 7B
ARG

M2 B 0o p % F 3 67 30582 4019/44



45.

46.

Ml Bkl TR R Y
+

(1) & 542020 & e > o] 5 B & % & a4 £_adenocarcinoma >
¥ & _GIST
(2) /I % adenocarcinoma # ¥ i J° % 3 & distal jejunum

£
¥ =
I
(3) ‘I % adenocarcinoma =1 & F]+ & 351 3 #5142 L1212 Lynch syndrome
£
I
£

(4) BB L o ) B 3%

(5) ¥ % adenocarcmoma 0 AFHRRIT MBS LT L il @ ¢
A. (1)+(2)+(4)

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

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

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

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

R AL R RREAF SRR F R (USMSTF) o
BRONMTREPFIRY

(1) ok G BB L > FEREH - # 8L EHL

=y

(2) ek BFF - BRAGRFELL ARG HIBLE AR T PER
LE o VR RaER S E SR

(3) vk FF 12— 2A T mg;]y%a v ¥R R 7-10 F 1S E g B

(4) 4o% § WHO #7 2 % ¢ advanced adenoma » Jisi% &k & 3 # {5 i Hi_

(B) #FHrdciEd LAL R » VERA - AL v REHL

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

T2 R 0o b % 2 67 305835 4820/44



47.

48.

49.

K E SRR TR Y A L B R RO T i e K A

A. &% ¥ 1 % (Fecal immunochemical test, FIT) s te5% > % # %
FREHL 67 s A S AT RS

B. #&2 T gy * »ig* = ’«’%ﬁ:ipk— MG E DB ] RS R R R
RGN T AU S Sk

i
f‘m
£
e

C. FIT & 5 & ,ﬁmﬁtﬁ RpdEsFi-RGHR1IEIFLHA ,;;‘/E,Jg'?:@, :
TG AR AR

D. @% FIT-DNA T35 <~ % 2 % péite 1l E7 "% M2/ 5o Fps &
1% A e IR E R

E. m gzt

Gl du B K i x4 (Fecal immunochemical test, FIT) Z &t 1 & ehx %

P EGRTEY 0 REF ST Y a5 T4 (Quality indicator) 7 ¢ 3
"R~ IE 9

A.FIT 14 r’v’vﬁ"z PR O%#i‘eﬁ% S B EK G

B. » IFPEE%TH ”%ﬁ?: 5 ’*'in <1 5% 95%

C. *% xFTﬁﬁFFm—\ F;—ﬁ;aﬁaﬁnﬁ B FIT J‘%'Vi@ﬂﬁ oI pRL & 30% 0+
& 20%

D. B8 p#4 % 538 |3 F02 - [ FKENL BT A2 -

E. #F& ¢ &% 5- 2 5Upig + % 3% k= » vt 4 Aronchick scale ¢ Boston
Bowel Preparation Scale (BBPS)

EEE R K R RS RS 2 N ARBLIE B 1T At K 432

A R F ES il S D 0 B AR 7% 1% % 48 (clearing colonoscopy )
e f.ﬁ s H?-Bflﬁ‘ ('synchronous) 4+

B. % AmERIEE )f%;__m)ﬁ‘]%‘{ﬁfrw PN S i“’f TER X AR T3
SR ER A

C. /r}ﬁ}f' Mo S o s (e B RS )‘ja*‘“,f'ti’y‘ B - ERRER Y- ¢
B

D. % - XY HS HHRAPFRF T LG - 2% 7 d %5?5?"'-%& CE AL S S

BB SIS A L R BT B A R S 2k

m

M2 Bf it o b 425 F B 2 28 4021/44



50.

51.

52.

ﬁé%@?ﬁ%ﬁ%%%ﬁ#%mmm,ufﬁ&@%ﬂﬁ?

A SBGHRE D 2004 e Bde ot B & - U 50-74 ez & A g L
BB xR

B. %- B+ & (2004-2014) crsizt FALEE 7 oL G e 2 827 "F XX g 4 5
e ,153;1 —;3;}7%—‘;: =T _112

C. I ARFLE 2oy 4 » ARE {HkZH=* 3 & &GS (screening
participation rate ) = S4i7 70%

D. o402 49 ke ig~ B Rppdd ST AF A BGheEwT™2I 45 K
sk g ey Fe 7 & cost-effective analysis

E. mt oyt

M BAPFLz A% S @ :ﬁg,\ T ?

(NBAPF U pm+ AR 5d M (#4402 2mR) B4

(2) &t B KTRL LR BLAIT

Q) FERAaFFRfi:El

(4) =% TR~ FNE 7~ a B RSB EES TR I 4L
PG BRI

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

Mot & B AT T R 0

A EHRB L SHLF Ak B3 10-25%F P A TR

B. TRk Al ¢ HEB T A~ AR IR R RS s Rk s B

DS

FeREFFAE= B P AF P ERFE IR

L h B OF 2 ,&%ﬂw - F|- ® 7 5 > HBsAg 4w HBV DNA i} 2 » %
& 48 (anti-HBs)

E. £ ok (HBsAg)’e#‘h:b%z (HBeAg) {v B 7]+ }}%4 (HBV DNA) =t g
Zis=Flwe B2 > FRE

:ﬂ\vt

.D.o

M2 Bf it b 425 L F b7 4 28 4822/44



53.

54.

Bt e FLR B EM I B ADF N 2 0nR 0 1T K LR

(1) £»<3+# % (pegylated interferon) =+ e Lk 15 4 4f 2 B A15F X iy
P b B IR L

(2) & #E £ 23+ F oL 25 (Entecavir) ¢34 & § 284 F B

(3) ¥xH 44 (nucleoside or nucleotide analogs) ¥ #r+4| DNA ¥ & fx » &
2ok BAPFL ~]};«1i e4g B

(4) inf ™ ALT & & pesfiud (nucleoside or nucleotide analogs ) in % ~
&b E TR /F’Hﬁ %

(5) e ¥ FHEgE L b P %5 (Entecavir) jpdp 8 BF =6 F 0t

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

i A AFL u—rf;.:‘zﬁxi

(MAAPFE A% - v i“ E&ﬁPF"*{ E RN

(2) A 7145 % RNA» ~ 45 | RNA 4 4 (Picornaviridae ) » x %5 % 71
m]!i%j?‘i}}

(3) A A5+ :\}]354 IgM 48 (IgM anti-HAV ) = #%7& 4 A 4191 o - 1R3e
NEREEB G RERE

M)A RS2 2 B4 BRI S 216 &2 KB4 AT LR
F 2 g E AP AR

G)A APFL 2B P H R F ABLE TR ER

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

M2 Bf it o b 425 3 7 5 22 4023/44



55.

56.

F&?*’:&C"" IH’—,\mE ;J-]P;_’Q y 1T «a.&zﬁ,“l_

(1) B x C AP+& 5F 20-30 £ 15 0 97 10 20%57%“15?!"5 € B TR T

(2) "FH 1t ‘]}%L’vli #5 3-5%2 = iFwmie g e

(3) W% FHaF4d ﬁ"“] | 7l C A3 o 3R (L odFim ¥ g e T 308 Y 4
Wi 10 # > 30 #4-40 &

(4) Pt C AP+ A R e b L & anif e

(5) * b - pip)» 40 gt P B A A4 CAPF R P 2 B 2 £ & )

e

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

D. (1)+(4)

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

i R g ]@Lm}g MR e (PBC)’ [V 5
(1) 25 FPHL SR REAIEMEE T e
destructive granulomatous cholangitis)

(2) G+ sdgd ad B0l Bzt T Fgt -

Q) A itba 2 RETL AR FTHHALP 2 GGT p &g = 5 »AST -
ALT 52 8 > 32 3 URF BRI R 5 4

(4)90% & # HAMA FH 5 B2 > ¥ 22 f AR E RO AT T AR
|

(6) paiLavE- stk PBC R 43 & 2 B3 is ch& £ UDCA
(Ursodeoxycholic acid )

N S
27% 4 . (acute nonsuppurative

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

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

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

112 & B 1o 5 p fL 5 L3 FF 25858 4024/44
&4



o7.

58.

B >+ HBV DNA B 2 4zit > 1T i ﬂ ¥ B FE

(1) 7% R ERpi -og - 2 )%‘ %

(2)HBV DNA 4% % » $fF 4% 7 b id

(3) fo& #p 3 {8 4o A L fo iR Tt § 27 40 B

(4) #*r PF»:FL:]}%:% Zppr > HBV DNA £ A i = 2 B4 > R € S 4o b g 2
|

(5) B % ¥ 12 2,000 IU 2 10,000 copies/ml ¥ % & il fi % i 2o 2 3

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

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

E. (1)+(2)

mf8 B 413+ ;};«,4 v 7 & hepatocarcinogenesis g i ?
(1) HBeAg

(2) HBCcAg

(3) HBV polymerase

(4) HBx

N

moows>»
+ + +
CRCRCIC

M2 R 0 b % 2 67 30582 4025/44



59.

60.

61.

B>t B AFp4 (HBV) & 73] (genotype) ehfcif fe 4 5 A7
(1) AR iz Lo 4 = B nucleotide A 7t $ > 5k B 5 43080 230 8%
Bl % % P?i%'j’“‘

(2) P 5k %G 785

(3) £ %14 B (genotype B) '+ & #14] C (genotype C) # % % 4 e Fk ikl i
# (e seroconversion)

(4) A 713] B (genotype B) +* A F13] C (genotype C) ¥ Entecavir /5% 7 #
£ m}}%f, Frd]

(5) £ 714] B (genotype B) + £ 7]14] C (genotype C) #& ¥ % 3 basal core
promoter (nt 1762 & nt1764 ) % %

A. (1)+(3)

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

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

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

BN B A sk 3 Z M (resistance ) kit @ dﬂz £?

A. 2 i % g (Biochemical breakthrough) ¢ 13 54 % & (virological
breakthrough ) 2z =
B. %>t lamivudine $# 1+ $. 47 chis o > & £.4 % entecavir Img QD
C. Roadmap Rl {»:”ﬁ B4 B 4 TS YR EIE )
. ¥ lamivudine $% 14 hin o 2 3¢ 2202 add on adefovir 10mg QD
E. rmz bzt

- R B AR %‘f Z 5ok w0 3 3 o e HBsAQ(-), Anti-HBc(+) and HBV
DNA undetectable PR TR R B T oA A B 1E D

A. MR £ 5 F

B. cyclophosphamide
C. vincristine

D. R-CHOP

E. 3 E

M2 E R ap L2 ¥ FF 4 2R3 3526/44



62.

63.

64.

P2 TRk A 0 i T AT AR 02 2
1) Non-alcoholic fatty liver disease

2) Hereditary hemochromatosis
Amiodarone hepatotoxicity

Budd-Chiari syndrome

J OBEIFERN & w2 gxit o W@ ﬂ LE?

(1) #5gp & Wm¥2 ? 2. parenchyma cells # 3% hepatocytes 2 sinusoidal

endothelial cells
(2) stellate cells =*t space of Disse *
(3) hepatocytes z_. =« -] 420 2 30 um &
(4) hepatocytes 5 it = A 3F38 & ‘w2 :560%

A.(1)+(2)

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

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

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

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

2 Glucocorticoids % i JFpH 257 X 2 Acif ﬂ I FE?
(1) Glucocorticoids 7 * *t % o B 42 & 2. i 120+

(2) 7 PERL AFRER L FAR

(3) FLEpH 1K “r%ﬂ 2_ hepatorenal syndrome I & & ¥ 5 »%
(4) #f discriminant function > 32 % #5 =

(5) ¥t spontaneous hepatic encephalopathy ﬁ By B E

A (1)+E)+4)

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

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

D. (2)+(4)

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

T2 R 0 b % 2 67 305800027144



65. Pt CIRLB AIFLEL 0 FE Y g RE T eFRIERE S T P AL
TLFF B ie 2 ehg i3 Biomarker ?

A. HBsAg z_&> 100 IU/mL
B. HBsAg z_& < 100 IU/mL
C. HBV DNA < 2000 IU/mL
D. HBcrAg < 4 log
E. HBcrAg < 3 Log

66. HCC systemic therapy - iz #3 phase 3 clinical trials 2% % > # overall survival
10 %+t sorafenib (7 HR (hazardratio) > d -] 3 < E75EE » @ H AR
E (1) IMbrave 150, Atezolizumab + Bevacizumab
(2) HIMALAYA, STRIDE: Tremelimumab + Durvalumab
(3) COSMIC-312, Cabozantinib + Atezolizumab
(4) CARES-310, Camrelizumab + Rivoceranib

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

67. B> ¢ 237 TACE unsuitable 4= [f] - 2020 APPLE Expert Consensus

Statement £ 2023 AASLD Practice Guidance ' #& > # ¢ ¢ 2T 7w AL I IR
A B?

(1) > 50% liver involvement

(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)+(5)

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

M2 R 0o b % 2 67 30582 4028/44



68.

69.

iz 5 2023 AASLD Practice Guidance on prevention, diagnosis, and treatment

of hepatocellular carcinoma > * 7| #® % it o Fx ?

(1) AASLD advises against the combination of systemic therapy with
transarterial therapies for BCLC Stage B HCC outside of a clinical trial
setting

(2) Patients with BCLC Stage B HCC should be treated with transarterial
chemoembolization

(3) AASLD advises radioembolization as an alternative therapy to
chemoembolization in patients with BCLC Stage B HCC

(4) Patients with Child-Turcotte-Pugh class C cirrhosis should be enrolled in
surveillance programs

iz 95 2023 AASLD Practice Guidance on prevention, diagnosis, and treatment

of hepatocellular carcinoma > * 7| #® % it o Fx ?

(1) AASLD does not advise use of statins, aspirin, and metformin solely to
reduce HCC risk

(2) AASLD recommends against routine use of HCC surveillance in patients
with NAFLD who have advanced fibrosis but without cirrhosis

(3) AASLD advises repeat short-interval ultrasound and AFP in approximately
3-6 months for patients with a <1 cm lesion on abdominal ultrasound

(4) In patients with an LI-RADS-4 observation, AASLD advises repeat
cross-sectional imaging in 3—6 months

T2 R 0 b % 2 67 30582 4820/44



70.

71.

iz 5 2023 AASLD Practice Guidance on prevention, diagnosis, and treatment

of hepatocellular carcinoma > * 7| #® % it o Fx ?

(1) Patients with HCC beyond BCLC Stage 0 should undergo non-contrast CT
of the chest to evaluate for metastatic disease

(2) AASLD advises use of the BCLC system

(3) Routine postoperative surveillance should be performed to detect
recurrence using contrast-enhanced multiphasic CT or MRI every 3—6
months for all patients with HCC following liver resection

(4) AASLD recommends against routine use of HCC surveillance in patients
with HCV infection post-SVR with advanced fibrosis but without cirrhosis

iz 95 IMbrave050 Phase lll clinical trial - = #] = 4 5 High Risk features ?

(1) Surgical resection: 3 tumors, the largest one 4.5cm, no vascular invasion,
Grade 2 tumor differentiation

(2) Radiofrequency ablation (RFA): Single tumor, 2.5cm

(3) Surgical resection: single tumor, 4cm, no vascular invasion, Grade 3 tumor
differentiation

(4) Surgical resection: single tumor, 6cm, no vascular invasion, Grade 2 tumor
differentiation

A. (3)+(4)

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

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

M2 R 0 b % 3 67 305232 4830/44



72.

73.

i >+ HCC systemic therapy - i 45 phase 3 clinical trials i % - = 7 feit 0 4

I FE Y

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

(2) Himalaya trial < 3#+ > viral HCC +* 5/>70%

(3) Tremelimumab (300 mg, one dose) plus durvalumab (1500 mg every 4
weeks; STRIDE): ORR % 25%

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

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

moowo»

1
1
1
1
1

FIT T

: (
: (
: (

: (

iz 5 2023 AASLD Practice Guidance on prevention, diagnosis, and treatment

of hepatocellular carcinoma > * 7| #® % it o Fx ?

(1) Patients with advanced HCC who have Child-Turcotte-Pugh A cirrhosis
should be offered atezolizumab plus bevacizumab or durvalumab plus
tremelimumab as preferred first-line therapy options

(2) Patients with recent Gl bleeding within 6 months and those with high-risk
stigmata for bleeding on EGD should have varices adequately treated prior
to atezolizumab plus bevacizumab initiation, or these patients may be
considered for durvalumab plus tremelimumab

(3) AASLD advises sorafenib or lenvatinib as preferred agents after first-line
durvalumab plus tremelimumab if patients are not eligible for clinical trials

(4) Well-selected patients with Child-Turcotte-Pugh B cirrhosis may be offered
sorafenib, lenvatinib, or single-agent anti-PD1 or anti-PDL1 ICI therapy

M2 R 0o b % 2 67 305832 9831/44



74.

75.

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

(1) AASLD advises multidisciplinary discussion to determine optimal follow-up
for patients with LI-RADS -3 observations

(2) Biopsy should be performed for patients with LR-M observations

(3) LI-RADS -5 lesions have a 95%-99% probability of being HCC

(4) LI-RADS -3 observations have a ~30% probability of HCC

(5) AASLD advises continued surveillance with repeat CT or MRI in 3—6 months
for LI-RAD-2 lesions

A. (1)

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

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

ki >+ HCC surveillance test * *+ early HCC detection > ™ 7| i@ ﬁ T FE?

(1) Ultrasound + AFP: sensitivity ) 61% > specificity ¥ 92%

(2) AASLD recommends HCC surveillance using a combination of liver
ultrasound and AFP

(3) GALAD: sensitivity % 54-72% - specificity ¥ 90%

(4) AFP-L3%: sensitivity ¥ 50% - specificity ) 80%

(5) PIKVA-II: sensitivity % 40% - specificity £ 81%

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

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

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

M2 B 0 b % 3 67 3058329832144



76.

E

77.

i >+ HCC systemic therapy eh#cit = 5 e & £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 2

(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)

iz 5 BCLC 2022 update » ~ 71 i@ H LR

(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) 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

(3) The 2022 version of the BCLC staging system does not recommend
resection for multinodular HCC within Milan criteria

(4) MW (microwave) achieves more extensive tumour necrosis than RF
(radiofrequency) and is potentially the best option for those patients with
HCC >4 cm

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

C. (2)+(3)

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

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

T2 R 0o b % £ 67 305232 4833/44



78.

B

79.

iz 5 BCLC 2022 update - BCLC B ™ 7| i® T

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

(2) Compared to conventional TACE, DEB-TACE has higher tumor response
rates and survival

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

(4) "BCLC upon progression"(BCLCp) classifies as BCLCp-B those patients
who present radiological progression due to growth of existing nodules
(>20%) or new intrahepatic sites but are still within BCLC-B

A. (3)
B. (2)

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

B> HCC A ie AR B 2 thsehaid » 7 7] 0 H 45357

(1) CRP 2 AFP ‘== 1 CRAFITY score €3 if| tumor response g 1%

(2) ABRS (atezolizumab-bevacizumab response signature)d 10 i gene & = >
¢ 3£ CD274

(3) Gut microbiota # Lachnoclostridium ¥ it 2 PFS 2 OS #p i

(4) NASH may limit antitumor surveillance in HCC immunotherapy

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

C. (1)+(2)

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

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

M2 & B il p b F B 3 3 AT34/44



80. H# >t Cholangiocarconoma (CCA)snscit » T 7] iw % T FE?

D

81.

(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

(3) Entrectinib can be recommended as second- line treatment for NTRK gene
fusion-positive tumors

(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)

=<

BT PE R Rpie Aot > TR E SR Y

(1) P =2~ 5t i%2 FGFR inhibitors 2 pemigatinib #_pan-FGFR inhibitors

(2) & # & g:r4]& (immune check pointinhibitor) & & it & ;5% gemcitabine
plus cisplatin » = P~ P& 5 e 5 — 5K i o

(3) WFp e s & L A R R

(4) isocitrate dehydrogenase (IDH 1/2 mutations ) #: %]+ % % (driver
mutation) > P % & Sk I ik % -

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

M2 R 0o b % 2 67 305232 4135/44



82.

C

83.

0t bm b o iRE 34 F L EM R - 4E 38°C o o 12014 0 2 R
85/60mmHg - "Ltz Atk é’:www\ LR R LRP RS R
RED K v F BOE ERE 0 & 2% 13gm/dl » v i 7k 12,000/ul 0 i o) R
170,000/uL > 4 s iz =~ pF & (prothrombin time ) INR 1.1 > $59%%ps 5 fir pa & v L
5 (ALT) 360UI/L » ka5 pk s (ALP) 556U/L » &*= %% (T-Bil) 3.6mg/dL -
C-F fs3-v (CRP) 180mg/L » = 5| i ¥ 4 if & e — # Jn :

A. T ek (CT)

B. fe & =% ¥ %R (MRCP)

C. G &L 7155k 4 &7, (ERCP) 4p M /s
D. 31 &

E. # #F27% (expectantmanagement)

T 713 B Mirizzi syndrome 2 #cit e 4 5 2 ?

(1) Mirizzi syndrome &k 12 %% 7 5 s 0 2 g » 3 F 715 2 ik
(infundibulum) &t g 3% (neck) P P R B4R A R 4 R vk 3R

(2) Mirizzi syndrome ¥ 12 *% ¢ X 0338 4 ek & IR

(3) Mirizzi syndrome *Z3%4g § A + & A A I 5 L Fp ek ey ik R v o
fii— o AR 4

(4) Mirizzi syndrome i ™ 4% 5 4 £ AEELE & - SVEEUERAR S AEAR ¥

(5) *&4 & ik ® =% ~ (lowinsertion) %.*%:% 5 Mirizzi syndrome & &
ot FlF 2 -

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

M2 & i ip 25 ¥ FF A 3#3#4136/44



84. 30 fk AL Z o K ALIL Pk R R0 W (MRCP) P75 3 - 3R £

D

85.

(type | choledochal cyst) » "2 ¢ p & & % 7 E\' ORI R o MRS LR SR S

wm%w?ﬁL#°ufm${ﬁW$m@ﬁ?

A. %5 FeE 4 7 % e & e (choledochojejunostomy )

B. # # {42 (expectant management) - # 2 £ L & 7 & pFF (7 ERCP
e

C. # 2 &% {7 MRCP » 4r% "2 4 M 5% » £ % (77 f;fl—kyl/‘

D. *5 {7 g **» KT

E. 282k Lwi7d ”ﬁ*ﬂf

B TR E RO A TR A > TR Y SR 9

1) FGFR 1-3 mutations #%+p "% % 7% (Intrahepatic holangiocarcinoma) % %
2) IDH1/IDH2 mutations % i 4 "% ¢ 7% ( Distal cholangiocarcinoma) £ 3

3) KRAS mutation # 4 2 % 2 B = ¥ "2 4 %

4) HER-2 amplifications & "+ *% ¢ J& (Intrahepatic cholangiocarcinoma )

M2 & Rf i 5 p 15 1 F FF 25838 4237/44



86.

87.

TG MR L s T S PEE R (distal bile duct cancer) iy it e 4 5

) PEE Bpde chE s 11 iE B RO l”“% F S

) TR R T B R 2R i ( segmental bile duct resection)

23 10%¥ i RO *» "o Rt R AR A bl e

(3) FF daF* ik = g5 " ( pylorus-preserving
pancreaticoduodenectomy, PPPD ) b i# suesd L = in % % i

( pancreaticoduodenectomy, PD ) » { it :£ | RO *» %

(4) - &> ",f BE I ‘)%“,f o = 2 (porta hepatis lymphadenectomy ) e &_
oM T B R 2803 7 (extended lymphadenectomy including
the para-aortic nodes ) I & 4+ o

(1
(2

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

_J.

TR0 ML gimis o S P2 4 Chilar cholangiocarcinoma ) s i i ¥ 5 3
(1) @ 59685 B R AHTIR > & 1] RO 2 enp fh o W51 & fo i i T
- AR o AP rig 2 A g et 2 (caudate lobe) - & - #
| 73

T

(2) R £#507 1% (extended hepatectomy) fiss » 23R "5 310 & 278k &
2mg% T > L BT EGIF

(3) PTCD & ENBD H&_+* fin i ¢ eropbran 51 75 > 5%

(4) B 2 rFEgtr KT (extended hepatectomy ) jirae 4oi™ iz F4RIFH < -] > F 35
i BRI E o T dag@ﬁgg‘_gg.sg S LRSS

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

M2 & B ik p b F b 3 3 4T38/44



88. - =B0ATHBERL A LIEL A HL 2 ERBE 0 Tl AR I0R

A

89.

vt h 2% 10gm/dL > v s 3 5,000/ulL - x -] 4= 110,000/uL > #%"<pi 3
Ak fe e pF (ALT) 80U/L » sk aifaps (ALP) 400U/ » @2 % (T-Bil)
5.5mg/dL - HIV #8815 14> CD4 # = sk #ic = 9 cells/uL - HIV :]1%:?; i = £ (HIV viral
load) % 2x107/mL > y2e & R0 sE %8 (MRCP) # RT3 e g % a %
ST R AP R 2 RPIRF BRE o T AR K LB RARE 4
(opportunistic infection) ?

A. Cryptosporidium parvum
B. Cytomegalovirus (CMV)
C. Microsporidia

D. Giardia intestinalis

E. Pneumocystis jirovecii

60 -+ BT A RS  IEE F RER R T 2 R A E R
FA B BAT R P LR RINT R R T SRR B 4T
e T iR S B g T - g ?

ﬁﬁﬂﬁg%%#%
%3 ARide i (EUS)
T R REE (MRD)
P L AT A B
CFORAE T LR

moow»

M2 R 0o b % 2 67 305232 4830/44



=<

90. M vigv ¥y p 44l (peroral choangioscopy) e kit e % 4 3 7
(1) 'lifarﬁ R F1 3 P oeiEsE 7 (indeterminate bililary stricture ) 3 %73
A (2) #¥ N5 post (catheter cholangioscopy 4- Spyglass) @ # 5 & *» B &
WHERSCR > T UERINL bR
(3) fr® seHERCP BT #1371 0 (G v M BB T 25 F » B E nif 5 5
B o IS ARG W g ARy
(4) S PEE pARE > FIRPEE 2 F RS B4 HAFRE L 2§ 2k (air
embolism) =iF 3§
(5) mAg gt 4L4L (ultrathin endoscope ) & & {7 5 v &3 p ARLL R T B
PO SR NS

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

91. € %3 5k TLHEE T S oRe 2
1

% N5 R AR R — R fo4] (IPMN-main pancreatic duct type )

-(M+(2)

-(N+(2)+(4)
+E)+(4)
1)+ +)
- (3)+(4)+(5)

mooOm >

M2 B f 50 -5 4§ F7 53838 4040/44



92.

93.

94.

R L e F S 7
1) 2 @455 5

2) IPMN/MCN

3) R

(4) Peutz-Jeghers syndrome

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

B 9% O e At R E Y 2

A B A% %HE ) BFET e

B. CA199 & f g R éith 1 &

C. MRI/MCRCP 2 EUS & & /& ' % ¥ e ifdi e 1 &

D. & f ' %k 50 kB 4ot (7 & fe

E. a2l 3 F 2R AR EITnp e 2HR T 7 & Gk

Which of following statements is incorrect ?

A. The term hemorrhagic pancreatitis is a synonym for necrotizing pancreatitis

B. Acute pancreatitis is defined by 3 criteria - symptoms consistent with
pancreatitis, a serum amylase or lipase level greater than 3 times the upper
limit, and radiologic imaging consistent with pancreatitis

C. Acceptable markers of severe pancreatitis include 3 or more of Ranson’s 11
criteria for nongallstone pancreatitis 13 and an Acute Physiology and
Chronic Health Evaluation (APACHE-II) score above 8

D. After a period of approximately 4 weeks, if the acute peripancreatic fluid
collections persist and develop a wall, then they are called a “pseudocyst.”

E. Necrotic collections, which may also be peripancreatic, develop a wall after 4
weeks and are then referred to as WON

M2 & B v k18 1 F 7 L3858 4141/44



95. Which of following statements are incorrect about acute pancreatitis (AP) ?

B

96.

(1) There is no specific drug therapy to treat AP
(2) Long-term NPO is not suggested

(3) Morphine has been shown to adversely affect outcome in acute pancreatitis
(4) NG intubation is not used routinely

(5) Routine use of PPIs or H2RAs have been shown to be beneficial for acute

pancreatitis

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

Which of following statements are correct ?

(1) The initial step in the pathogenesis of AP is conversion of trypsinogen to
phospholipase A2 within acinar cells

(2) Pancreatic secretory trypsin inhibitor (now called SPINK1) is a protective
intrapancreatic mechanisms

(3) The first phase of acute pancreatitis usually lasts a week and is
characterized by systemic symptoms that may result in organ failure

(4) Approximately 75% to 80%, of patients with AP have a resolution of the
disease process

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

T2 R 0 p % F 3 FF 3058324842144



97. Which statements about chronic pancreatitis is/are incorrect ?

E

98.

D

(1) Tobacco use is one very important cofactor for the development of alcoholic
chronic pancreatitis

(2) Men are more likely than women to develop alcoholic chronic pancreatitis

(3) some cases with pancreatitis attack due to hypertriglyceridemia will
ultimately develop chronic pancreatitis

(4) The response to sphincter ablation in patients with chronic pancreatitis and
presumed sphincter of Oddi dysfunction is predictable

Which statements about treatment of chronic pancreatitis is incorrect ?

A. For pain relief, most of patients with chronic pancreatitis require more potent
narcotic agents

B. Narcotics should not be withheld in patients with severe pain

C. High dosages of tramadol are equivalent to oral morphine in treating chronic
pancreatitis, with fewer effects on gut motility

D. A trial of enzymes for pain is usually successful in those with advanced
chronic pancreatitis with diffuse calcifications or a dilated pancreatic duct

E. The primary goal of endoscopic therapy is to improve drainage of the
pancreatic duct by relieving ductal obstruction

M2 R 0 b % 3 67 305832 4843/44



99. Which statements about pancreatic cancer is incorrect ?

E

100.

A. It should raise clinical suspicion of pancreatic cancer in an older adult patient
who presents with acute pancreatitis without another clear etiology

B. In the hands of experienced surgeons, tissue diagnosis is not a prerequisite
to proceeding with surgery in most patients

C. In centers where EUS is available, the main role for ERCP has become
palliative, relieving biliary obstruction via stent placement

D. Published data demonstrate that approximately 25% of patients in whom
localized disease is demonstrated by CT also have unsuspected metastatic
implant

E. 5-FU has been shown to be a more effective drug for treating PC than
Gemcitabine

Endoscopic treatments of pancreatic diseases include:

(1
(2
(3
4

Endoscopic transpapillary drainage of a pancreatic pseudocyst
EUS-guided transmural drainage of a WON

EUS-guided neurolysis for pain control

EUS-guided tumor ablation

~— N S S

moow>
+ + + + +
CESICICHS
+ + +

M2 & B il p b F B 3 R AT44/44



