oy E

112 & B g

3. ARl E IO FEHI > A

Eak U

¥1F >

e

EEESitE
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S;‘%"%@Eﬁ:}iﬁéﬁ%%‘?g 112 EE‘.%%%E*?R%%%&%%
RPIR B DS ERAL 0 G AF ALY E R R E R B A £ 10040 SRR 100 A4

l. 7 F&.gE#%KQ'}iEﬁ_%,T;,J;?;ﬁ%?E?

(A) hamartoma & $ ¥ L e 2RE — g 1§ R 5

(B) sgiravsinalibg B+ & benign metastasizing leiomyoma & metastatic
dermatofibroma °

(C) f®*a%TA4m > + % firhhamartoma € /4% 4 fat density ‘e %k e P § IR

(D) "% meningiona ¥ & % %R 5 e 0 4 537 E% %30 neningiona 4 v

e
At °

2. 7 M pulmonary arteriovenous malformation » i 4 % & ?

(A) =*3%& % asymptomatic e

(B) EHgsdeog %~ il% > 2 RIZ7 i f2 47 b S GIVESR
(C) Pe¥1ELFLR* & FHE -

(D) Zirdn FHFREHLELP T feeding vessels #HHF o

3. 7 B pulmonary sequestration #zift » T F|fe ¥ It Fx ?
P A

@O » extralobar sequestration % intralobar sequestration & f& o
@ pulmonary sequestration #blood supply % p ** pulmonary vessel °
(@ extralobar sequestration #& intralobar sequestration % % » i@ ¥ % % &=
7] e
@ intralobar sequestrationfa ¥ # 4 AT HE » £ H F L THE o
(® intralobar sequestration &= 2% ~ 5 5 lobectomy °
A @ Q-
(B) Q@ @-
) O3 ®-
D) O @ ®-

4. BEYEERHAE it 0 T AP AR Y

(A) BMI>35 kg/m’ &% %4 48 12t & o

(B) 4r? s 7 ogte > 2 & N A28 50%7° = B 'k B omm A A3 BB

(C) %1% k& & %] BOS(Bronchiolitis Obliterans syndrome)z RAS(Restrictive
Allograft Syndrome) i& {7 £ = # {&(retransplantation) s 4 > B FE {8 £ @ 7 &g
ES I

(D) i * DCD(Donation after circulatory death)& % 584 5 » H &y &3 £ Hp 3p {5 225
TR A TR ELE -

27 02 26 F



5. *“Aﬁmﬁ 8 it > T AP K A DA

(A) 3% plain film /™ left posterior oblique &% 7 | &3 -

(B) #*3%plain film{ * ¥% 7 § 7 ¥ i achalasia > peptic stricture » &
gastroesophageal junction tumor -

(C)  AR4% ~ esophagram ~ manometry B # & #® - & FRF L FEiu ¥ %t achalasia o

(D) # * single contrast esophagram with barium # & ¥ % % esophageal
dysmotility &% i+ ¥ &g %% -

6. B>t 3 &3 §inA p Gastroesophageal reflux disease(GERD) » ™ 71ie % 7 & 52 ?

(A) Helicobacter pylori ¢ 3 +r @:f 2 GERD ek "% ©

(B) & &~ §f re¥r# (Proton pump inhibitor » PPI) & #pPR* ¥ it i & M 4% o

(C) 30-50%:rasthma s~ @ % chaE i mik B

(D) % &% i+ ¥~ scleroderma ~ connective tissue disease & i¢ = GERD e0%F] % -

T, Wypdjed Lkl > T Il P2 L Fx?

(A) $#MERFAQE10% - 250 FIELL KL EEATH DR NS ERHE L 0 B
Wi RANISEREFS YA IS EED

(B) ek Myasthenia Crisis & » "W 1 fiecmd ddi o
(C) Myasthenia Gravis & % i&{7% S i HE in BHEEZERETT NG
Eh G LY o

(D) F‘i*’”‘%lﬁmwﬁz# FHE RTINS MEEfrT SEHR - 7T LB ER
A I ?{*\ Bk i & 3o B B j\_.,gﬁ’ B o
8. RN EpFiS i Bop o T A st fa—gz I FE?

(A) It FRREBEF9F 58 1H
(B)
(C) Elﬂiaﬁk)’uflh"lbu&'v

;\];}ﬂyﬂ};’ﬁ;ﬁ_‘:}'}%&”ﬁ&’i‘_iﬁo

wAF R < > 0. 5ml/kg/hr -

(D) E Rl 2rt it FRP» 2 ag 3 kv g Bra g * o
9. BEuRF g ELagE P D 2
O %= lesimin T4, 254> 712> 16> 200 24 Fr % -
@ Mg+ penEi TFroel "Fry=1/3 mm: &% k&% ¢ TH% L
o
@ Tokasg, ® FF Aacke Tk R 215 AN EEE
@ Tok#Eg, P F A e F B S 5 10200
®  TREE fol BeE s Bl @ Fg et LB LI
A O @-
B) - ® @-
C) ©- @ @ ®-
D) @ @-

37 0 £ 26 1

SRE

£ Hpig ¥ efex

dob

W {s Uik 4 dhbronchopleural fistula B#HPE %< o5 » &]4c# % PEEP -

.y ehE



10 - =243 P F2FEEIELE 0 HLLBYFE L ,,}gﬁsﬁ R
110/min > % /& 90/60 mmHg > % # 3 3R = R 7 ijpi S G R R T A
IF‘—*‘ ﬁhig 2

(A) =g g g -

(B) 51444 -

(C) B RRAMInE | o X%

(D) J}L,‘JZ—/J Rf‘iﬁi"’]‘ rﬂio

I BN RR MRt i &2 F LRFG P 7
(A) "™REEXLH -

(B) #p-

(C) #1amlg -

(D) BEFEICE B o

12. 3 M hiatal hernia it > 7§ & & 7
IR K-k B H MRS & 3 air bubble » & iz iatal hernia ¥ s ©
O g3 X-kEHE R % bubbl #ist $ hiatal h
@ i EEPE- BRSO ERAED -
(3 paraesophageal type si7hiatal hernia ' # 7% % 7 acid reflux °
@ #13) type IV hiatal hernia &4, “ﬁ% TRzt Ry BB BE IR
M) ©@ -

(B) © @ @-

) © @ @-

D) © @ @ @-

13, Brgsitind 2inhp 3% LAHAP)F > 5 T £ ERBRRpBRFEZ 7L R

T FiE IR IE’—%" T2k f o g ?
(A) The period of time to HAP onset since admission °
(B) History of intravenous antibiotic use -
(C) Local antibiogram °
(D) Disease severity °

14. Bovsrs B (VAP i (Fop B 45 ¢ > T olsit e 4387

(A) B L ng R AR * eE B A8 | IS ATH 2 m’v‘* Koo

(B) ik % s B A 5 4 Faph 9 L ehh 0t A T s Ben 4 F 6-20 & o

(C) #2 VAP ek “ﬁ“:if%“#@%?léhiuﬂ?m*ﬂzﬁaﬁ kA i Ep 1

(D) 4edhyp % ¢ NI B L s 4§ BFREG 072 Ko B A FER LT -
ERApM -

F4F > £ 26 F



15, T ofie f a sbek s B L DA & RpisE Y

(A) Bacterial overgrowth of stomach o

(B) Microaspiration around endotracheal tube °
(C) Altered lower respiratory host defenses °
(D) Daily awakening from sedation °

m,M%ﬁ%@ﬁﬁﬁ?&%ﬁﬁﬁﬁéﬁ’Fﬁé§7
(A) 23 i % s sard a5 (PPV23) Bt 5 pEARA & > Ml ek if il # & 4-T & 15 7 % 3]
At Ty o

(B) 13 % e W dask kv (PCV23) B3t B £ 3l v > 7 10 L F »x 518 £ 8 cHmemory B

CIEER S
(C) #5365 At & A M@ 13 0 & 23 % S4am AR v > 3 AR 2RI I
6-12 7 -

(D) 19-65 T end A & HBERE AR AL ppm oV 22 LRF 26 5
oo~ PR R R E > RIERIE 23 B LABIR A v e

17 B adP 8- CAAFRM Lp L & B2 R 20T RAERFSET MRSA
(Methicillin-resistant Staphylococcus aureus) #_3 }ﬁq F T A g ?

(A) %%%ﬁi%jiﬁ?g&%%ié%°

(B) — % g Frefeig g g o

(C) Group E COPD %.J“ C B M RRBE TN

(D) 5% B 4 gk

18. 7 MiZIL & X g% & endeat » gk 1T it e ’:Ff_l}.ﬁ ?
(@D o Legionella pneumophila i = » =4 - #&% L4 24 (colonize)*"} »¥ iy b
Tl I B
HAF2 LA 2FL > @ FFREATMEW L o
* 304 ¥ E A p ¥ d Legionella pneumophila serogroup 1 i3 = -
B A GFRRE TR LAY R bk o
Legionella urine antigen 3 & ¥ _#iP| serogroup 1 7 Legionella
pneumophila » Z %8 chaz g 9 5 60-80% o
GO RN ORRCRRCVERG),
(B) @ ® @ ®
) @ @D ®-
(D) @ B ®-

©® e

¥OF > £ 26 F



19. FERTIDEBTRR AR V- Bitdcle s TR L S PR 7)™ o (NTM-PD) %

48 9
O HmAFrEogpk v §EAABRPER -
@ A G AR o ISRt Kop sk A -
@ rRIAagmreruEgENINE 22 -
@ 2R xemidE INIMNI - - 2ETFAS A4 4% F(Mycobacterium
avium complex) °
® HHTEEA T A F EBERE FAIRE  F LSS B
® 2 PG F B+ (Aspergillus 1g6) % ré“]@_u#ﬂ% R
A O-®-
(B) @D -® -
C) @D -@-
D) OB @-
20. k¥ 2020 £ 5 A b poA b fs FE o (NTIM-PD) i B R > % S50 08— 38 45 35 2
(A) B @ 2big e s B2 o (NIM-PD) eip R RISk sy R IR @S £ ik 2 > 12 B 7
(at least 12 months after culture conversion) e
(B) 2020 ATS = NTM-PD /rl,%‘?fp Flazzg » FlH fﬁh}%“réu\ 1% E‘]’(M kansasii)ief & 4P ¥
# » % 5 pyrazinamide-susceptible » ¥ > * 23 5 (2B ¥ TE o
(C) &A1~ 1 F (M avium complex) ¥ i BE oW A R4 E % Nodular-
bronchlectatlc « Cavitary Disease & @ ¥_Refractory Disease *if /o7 * %
ﬁé_@p z J};;[ =X o
(D) 3k~ =1 Fj(M. abscessus) ¥ s & » ¥ i & Fjth 4t macrolides #f4d & chiid i
AR B s o
21. R4 4% (TB pleurisy) @ * 51145:#1 Tﬁ—‘ﬁilé’i?
(A) - %83 “HREPABRAFEFH60-T0%> L& %1 2 o
(B) Nucleic acid amplification testing (NAAT) A | R 474 & xE & » ¥
WA B FE QR o
(C) ADA (adenosine deaminase)» ¥ £ & 474 Hikiec > L §H A X E LA }_:I%%
B2 B E A A IRH FE o
(D) WSl o #ifiir 217 0 bAmpA- ¥ i 5 lymphocyte 5 1 > i p e 1

#p % = 12 neutrophil % i -

22. Ripgtdicdnsl % - sy 5 4% 42 rifanpin . *1‘*‘}}%@;4 PR3

(A)
(B)
(©)

FREREAARP IR ERIF LI LR S TR F T TAIRF D
SPRE e B R -

iR 2 W 2R RSB

[soniazid 1% - ¢ * = ﬁ%ﬁ °

(D) BREPRE AR QLIBD B SPREHE -

¥6F > = 26 1



23. MT MR BPREFARMOE L FR T T fui o R T dit e H A 7

@ Isoniazid ~ Rifampin &2 &4 & * & "% K& je > p#d o
@ RifabutinAp M ch# 2 3 % g Rifampin > > ¥ T+ iv 7 &4 (CCr<30) 7 4
DERE -
@ Isoniazid ¥ it § 3 ‘e 3 £ 4 H it EP R R o
@ Ethambutol i & d F gt » #rU T2 BFF P HEFFEL -
(M) O @-
(B) @ -
) @ @D-
(D) ©- @ D-

24. B>t Aspergillus spp. > T iR H 5 27

(A) Aspergillus fumigatus % #7% Aspergillus spp. * SR F T K LR F -

(B) Aspergillus species 'rﬁ%g’-’ FE LD Fla g ﬁ"fﬁjfﬁ' Fend (22 Fd g o

(C) RAFKERRAEFTLALAS FiREZAPHEE o

(D) # Invasive pulmonary Aspe1chlllos1s(IPA)CJ P BARE A - LI MT R A
chronic pulmonary Aspergillosis(CPA)RIE_ L # 4 & ¥ 4 € i =iz B R % o

25, Fr@ ﬁ #t Mycobacterium Tuberculosis Complex ?

(A) M. tuberculosis

(B) M. bovis -

(C) M canettii -

(D) M. xenopi °

26. T Al g 2 A K Lo AR B2 IR R 7
(A) Influenza -

(B) Rhinovirus °

(C) Respiratory syncytial virus (RSV) o
(D) Adenovirus °

21, ¥ A g mi g A > T Ak R F AT

(A) Influenza virus® = — RNA :I}%i » ¥ % oseltamivir i#’@f}%i BN F o

(B) Respiratory syncytial virus (RSV) i — RNA -‘I}%fw > VR ribavirin#‘@:f}%i Eon
Koo L R o

(C) Adenovirus: % - DNA :}?a:% » ¥ * acyclovir —t#w}%% BN o

(D) Varicella zoster virus:® & — DNA :}?a:% » ¥ * acyclovir —t#w}%% BN o

FTE > 2 26 1



28. M >4 ghdrd A& (immune checkpoint inhibitors) ™ 7] 4kit = ifﬂf—?

(A) Nivolumab fr Pembrolizumab % anti-PD-1 inhibitors °

(B) Atezolizumab % anti-PD-L1 inhibitor e

(C) % high PD-L1 expression *%#*® > Pembrolizumab %# Atezolizumab W - 75
R fh 0 [ 4F PR o

(D) AL @E&E o > & * anti-PD-L1 inhibitor » nivolumab % anti-CTLA-4
inhibitor > ipilimumab /5% Fg fs vt * B { & -

29. 1345 NCCN guideline 23k @ T SR F 4 & - Mo R e st o 4357
(A) EGFR : Osimertinib e

(B) ALK : Brigatinib °

(C) BRAF : Dabrafenib with trametinib -

(D) RET : larotrectinib -

30. ¥ g4k £ I s 7 ¢35 3 M (oxygen toxicity) » M3t E & T IR
e 47
(A) 7% ROSC i Ao Pa0: = ** 300mmHg 7 { B 7 in-hospital mortality °
(B) A1 1565 e 4 > % ! a;Pwﬁ*ﬂ%m@’ VR GCS Al g B F R R
;L °
(C) AMI s vvs AT » RERBBLEFT 7 LIRS0 § 553 .
(D) ¥®sk @& b7 o ICU 5 & 4% Sp0. 94-98% > x 2 ¢ v+ Sp0. 97-100%7F {5 £ -

31. M >t corticosteroids T 74w it 7 45 3% 7

(A) #¥efeig > glucocorticosteroids ¢ 3 4r Beta 2-adrenergic receptors e
(B) 4#-¥fefexig > glucocorticosteroids ¢ i *® eosinophil apoptosis °

(C) #¥efesg > glucocorticosteroids ¢ # ° &% A 2 (mucus production) °
(D) 4#-#efesg > glucocorticosteroids € i ° #E%-mast cell -

32. & kF FFATHE N2 @A (anti-interleukin agents) > T F|Axit @ HFFE?
(A) Mepolizumab ® 4% % [L-5 *

(B) Mepolizumab % hypereosinophilic # v ¢ ic s * > & L5 (F -

(C) Dupilumab ’éﬁﬁ"* a IL-4 ¢+

(D) Dupilumab ¥ #x i § vd ] o

33. COPD 2 ipfr R » T 5ip¥ 5287

(A) R Ex g pieedy 18> Rz SABA 2% SAMA 2% SABA+SAMA » % & prig * -
(B) #4548 4 i~ > BI2RR & * LABA+LAMA 2 LABA £ LAMA -

(C) #i83 - £5 8752 P14 g [CStLABA+LAMA -

(D) #F B&4# ¥ A4 g High dose ICS+LABA+LAMA -

=k

=



34. >t Idiopathic pulmonary fibrosis(IPF)z_is# » T # lﬂifﬁ,i—‘?

(A) Nintendanib ¥ §d # 8 &8 - % B(receptor)i®* » i&m #r4] fibroblast growth
factors °

(B) Nintendanib &if 4 hfesk @%@ Box ¥ R Em 4 52 B HFVC &1+ -

(C) Pirfenidone ¥ ;ﬁd TGF-beta {1 » i&m j& > fibroblast 2 collagen & 4 -

(D) Pirfenidone i 2 &/ :#5% & -+ ¥ :2L progression-free survival o

35, B2 tme e L g T AR ;k 4 A

(A) - #m 3 » ¥ stage [ or 11 m},% Ao AT U EERF m/;«}'ﬂ‘]ﬁﬁg °

(B) &5 ehyp 4 Flx? g £ W7 » ¥ 17 g it stereotactic body radiation therapy
(SBRT) -

(C) i# * Video-assisted thoracic surgery(VATS) t A= i@ 5L @ 39 £ jis > ¥ 14 3 f14F B ]
Tl e X o M hE R B F R g o

(D) %3t stage I ri8 end o 4 o JFi8 & R 30 & S 4o S Bp ARGy

36. B>t limited stage /| im®2 % g (LS-SCLC) eissk » F 7@ HEFET

(A 203 = SEB > FFioRk 5 CCRT -

(B) LS-SCLC & &1t F k™ % Etoposide plus cisplatin °

(C) #ASCLC ¥ fenlem "R & LM > X5 s s > F15 55 8&4 ,i*u%ﬁp‘ A RRR
R4F oL AEZRE 7 o

(D) LS-SCLC & & &>+ 1 ch& Jis CR » ¥ 1223k 4 i Prophylactic cranial
irradiation °

3T, 3 X2 5-BEOARoH » by I FRFR%EL - PARBRRETF RS | wie W
EEHRIAT B BRI FRERAMS > TAMEI AL
Hip R ehpeat > 1B ATNCCN 4p 51 e 4 5 357

(A) 4% o w0 B 4e JURATH hE g0k o w %—‘Vmﬁl}éﬁ LA LR E R
(platinum + etoposide) °

(B) 4% %“‘%iﬁvq“’?ﬁﬁv%%gmeiff"’ " #aidefinitive radiation therapy » = = CCRT m{s » %
AL Bl FaEdkm L A PCl o @ 7 2R et MRI E B2 44 % TR Sl # o
il

(C) % extensive SCLC > “f feofpraek s de b g R BT L gn A 008 e A
ORR X3 B¢ % £ 8 -

(D) 4od g% - M2 PP F I > HAEBPR & A2 B B T g =
i * B> re-induction °

$9F > £ 26 1



38. T ARM M ek B o o i B R HES R D
(A) Avelumab °

(B) Tremelimumab e

(C) Atezolizumab -

(D) Durvalumab -

39, E¥faidp miz et e R R 0 AR W B B (8 (CCRT) - F SR T
PR BEL R ERT R o L IR T

(A) Pembrolizumab -

(B) Atezoluzumab -

(C) Durvalizumab -

(D) Nivolumab °

40. TAILHEAAEY  REFRE T NRY ] i R R - R F o B R DIER
e ?

(A) Pembrolizumab -

(B) Atezoluzumab -

(C) Durvalizumab -

(D) Nivolumab °

Al. Bt 2 £ B3 2 Bl B (BGFR-TKIs) & * 2 2 fefdtanfm » ™ skt @ F
I FE?

M)%?ﬁﬁﬂqﬁ%QMMdMSf MR R BT e E S o

(B) % - s * Osimertinib £ B2 EEpry 3 70 ¢ 1R TT90M mutation e

©) #mé%%}kﬁs 7 s Bpd A FNRE > B ) IFLALK rearrangement ~ MET 2 ERBB2
amplification £

(D) P w A NCCN guideline 3% & 24 % 4 phsd Fitﬁf’f é’b R SEE &

(Immunohistochemical stain) k-2 F - senysf *

42. T o8- 5 R AP WAL FDA #2 7 % 2t h % HER2 R % ezt ] dmve w5 o ?
(A) Afatinib e

(B) Cetuximab °

(C) Trastuzumab emtansine °

(D) fam-trastuzumab-deruxtecan-nxki °

F10F > = 26 7



43.
(D)
(B)

©
(D)
44.
(D)
(B)
©
D)

45.
(A)

(B

©
D)

46.

V)
(B

(C) 715t

D)

47,

V)

(B

©
(D) =

B>t ROST A FIRE - T 5lfcit i & F ?

Ceritinib © 4% FDA 27 * »t% 3 ROSI rearrangement ** JJs & i o

d ¥k imge & Ho(FISH) ~ B & et F B (PCR) % DNA-based =+ A Fl2 A %
BRI EFNRGEEE p e @ % RNA-based & M A F 2 A S LR HKp1E -
B # NCCN guideline 2= Crizotinib ~ entrectinib ¥ Larotrectinib # Ry gl
eI e

fog kit 8 44 217 ROSI & RIA_FDA 32 ¥ chig RI7E P o

Mot ALK A PR 8 > Tl F LAY
¥ 3 ALK & 51 & e s ¥ D A 2 BEGE
LB H A8 7 ALK #eirl £UFDA 32T ek Rl B o

% NCCN guideline ¥ » #7% 2% = ALK Jfﬂﬁ%%ﬂ*ﬁﬁﬁ“’“ “preferred” % - #;5
EF - R H AL FLELL > - TREFAFIRPIR AT - FFEONSF o

B> KRAS AL %1% £ > T 74t lﬁ‘jfﬁpf-(?

KRAS & - #& G-protein > # # 3 GTPase /F{: 1 ® & 5 24 A h-7F 1 39 jgps (MAPK
pathway) °

KRAS & %€ % 35 (572 L F]F o

H S LA A B R F G 26% -

p A FDA @ %5+%+ Sotorasib and Adagrasib i* 5 % 7 KRAS mutation ** T B -

kg 2022 & REVAF 7 > %3k A p A ll ﬁim% i A

Ventllatlon) B {T piece = ﬁ*ﬁ‘a‘ﬁ:? SIE (ST A
Js s EFET AR R F]?

F?L‘ AR R i#@% e 4

Frds B 53 i * g NIV(Noninvasive ventilation)# £_HFNC

(High-flow nasal cannula) °

?ﬂijﬁ?}g{ k] ﬁ‘? ‘-’”f}ii Lopibib F & Do

F1% COVID-19 A #&E ¢ #rikv F =8 » 95 1/4-

# L PSV (Pressure support
ﬂ ’ j_F ﬁ!.f’l"lif.‘g"}’{m p\:mﬁ*

xdx 2022 & PILOT # 3 » ¥ ’ffi’/i-‘fﬁi g EREMERE XTI L F RSP
{@?Plyﬁﬁﬂ’—fﬁ%{ﬂﬁ’—ﬁiﬁ?

ENCE W 34 %ﬂ (% ©SpO: 98% > ¢ : Sp0: 94% > < SpO: 90%) ¥fips * Htdpes e F
PRRVE Gfr = Fily L9 e

A I A %E';"ﬁ U shaped B Z1% > & %@ Jk & Sp0: B 457 v+ fdd chfek 7F
(8 o

@ MOER SpO: P HREN > FE AL ST AFEAY R ET AR o

%5
T4 78 L ARDS ] o i@ MGE R Sp0: PR vt Rk IR S

F11F - %26 F



48.

(D)

(B)
©

(D)

49.

V)
(B
©
D)

50.

V)
(B
(O
(D)

%z 2023 & CLOVERS # 3
is )3 e £ W > T A4t e

HEFEY
[ RS - ‘i’#] (Restrictive) %Jn

3B md AR

e ‘E’#J@J/&/‘”’ Rz 2SR ARET

B ki3t 7 protocol 24 [ FER o B LS i

P2 éi]?‘(mﬁ%}/] 00 Y ;{&E:‘El)‘l—ﬁihj

p;z;ﬂk ERCR 1 el R A L I ﬁig?l,,’lé{:%

- =70 fe~ > FIARDS #EF i@ * »# X E > & Volume controlled mode 2 7 J 4

CEE RO 3 AR R R A 0 R A P s Kk 2T

63 AE>t A d (Liberal) @ik %

% %"?‘/\3’ °

4; Z E3 5 2000 mL > fe E A3t 24 4]

PR SR LR

IR

B s AR B Ao BT 0 SR S RS IR T AR B B SR

TEBEUDE?

DR F PR .
DNEFHRA -
RS F I F E e
Mg PEEP 2R o

- 1178;;@ COPD-‘I}%’\ ) ﬂ%,ﬁ_g;u@%;g ok e B :]'}%& RGPt en £

ek P A7
278" Air trapping ¥ E R U e eRiE ¥ oo
7 if % 4v b b4 PEEP ( &,

VRS & 3 ?:ﬁ%frgﬁ?l FOU PSR4 o

1B TSR

¥ Intrinsic PEEP 1509 ) > 14 b e ex sp faenzt o

e Bk 2 5 Vt ¥ 6-8 mL/kg » plateau pressure -] ** 30 cmH20 o

127 - 2 26 7



B = i BT A T R FIALF R L R R BAR € P R E o CREME L 60 2T
% e B 2 % {5 A Volume controlled mode 2. ® » PEEP : 12 cmH20 > Fi02 : 0.5 >
Pal: : 85 mnllg + ¥ lp b ek v 4532

(A) = B % Tv B 3 360ml -

(B) i&pe EOLIA ## 3 enig it > i A B3 T Ee VY ECMO Ak -

(C) Jm * &€ {7 Prone positioning °

D) A @edA & - 2% LA I LEEH o

52. — =BT Akt FlE Rl m A WX R MEE @ 7 S E o & o 2R BOLIAS
$ 0 7 M e VWOECMO el - T S Aeat e R D
D =S BEE* TR o
@ P/F ratio<50 mmHg > =3+ 3 ] B o
@ P/F ratio<80mmHg > = 3% 6 ] pF o
@ PH<T7.35> % Pa02 + "% > 60mmHg -
CYRORGORICOK
B O @ @-
C© O ® @-
D @ & @-

53, - =39 AL s G W B eFc RE KA 0 FTRR RS L WHO Group 1 R
Bt A i 4 B4 &

(A) MPAP : 14, 0+3. 3um Hg ; PCWP : 8.0+2.9 mn Hg ; PVR : 0. 9340, 38U -

(B) MPAP : >20 mm Hg ; PCWP : <15 mm Hg 5 PVR : 23U -

(C) MPAP : >20 mm Hg ; POWP : >15 mm Hg 5 PVR : < 3WU -

(D) MPAP : >20 mm Hg ; POWP : >15 mm Hg 5 PVR : >3WU «

54. PR R R HEMY o 4oBT AP M WHO group PR R 5 R Ak o T AR
& —‘F‘i‘ i+ FE? Etiology of PH in a Large Community Study
@ Group 2 -
@  Group 3 -
@ Group 1 -
@  Group 5 -

DO -
B D@ ®D-
(OROREROE
D Q@O @-

F13F = 26 F



55. — =45 AT AL - S RRE% s Rirmre B BHE T A2 B T (GVHD)
RS LRI IR R 0 B 180 2 18 0 gm 4 L PR AE BTG PRI G 0 It k&
B BEE TR FHE?

(D) Frots it d BREESF B ¥ R R O HB0S) -

(B) ¥ BOS+ % jg ¢ * Fluticasone > Azathioprine % Montelukast = &% & & 5% o

(C) BOS A% 3R 124 48 4= 4478 1 in & J (cGVHD) -

(D) %% iy FEVI & & 3 ™ %% % 3> 50030 B & £ 72 45 3f 16 F]F o

56, - 68 A B ETE T ;}%“ﬁ'Ui" JE 0 F M IRE G RS R B B TR
—"Ff 2L LA FE?
@D Sleep-disorder breathing °
(@ Respiratory muscle weakness °
@  Pulmonary hypertension °
@ Pleural effusion e

Y RORIORNOE
B D @ @-
© D B @-
D @ & @-

5T, 7 M ™ irEig =~ nd gt ”F%J,’;—ﬁ;;&,?
(A) g =" n F e H4e o

(B) w¥exig F e LRF % ¥ - F (LT o
() 8541 2 oh i -

(D) FAERHEH i 2 ¥ > HREGL P § FERT S -

58. F M rFRESdE 0 T AP F AR Y

(A) ety (B95) 2 @ %% (conducting zone) shkzmt § ¥ (terminal
bronchiole) # 3 - # #~(smooth muscle) e

(B) U wu i (Jr )l @ERhipodl § 597 51 5.

(C) == % (respiratory zone)z e mi § ¥ (respiratory bronchiole) ~ ¢
(alveolar ducts ){r* iz % (alveolar sacs)'s & L 3w

(D) ##sFz vk imd § f ~ e E e T R R

147 > 2 26 7



59. TFIWA;¢ ca i ¥ g flow volume curve v 3R bed ¥ it g AT Sl fEA o (kPR

bed % B )

d

a
Expiraticn

Volume

(A) large thyroid goiter @ kyphoscoliosis » COPD »

(B) Pulmonary fibrosis » COPD » asthma °

(C) COPD » pulmonary fibrosis > vocal cord paralysis °
(D) Kyphoscoliosis » COPD » bronchiectasis °

60. THIIRAFEIE AR > T AR F;i‘v_(emphysema),&—‘ﬁ ?
@© 2% % (total lung capacity;TLC) 3 +4c o
@ A% FF (residual volume;RV) 3 4 o
@ #Hic4F £ (Functional Residual Capacity > FRC) 3 4 o
@ =g (vital capacity;VC) 3 4c o
®  FEV1/FVC &> o
® B AwF B4 (maximal inspiratory pressure; MIP) 3 +4c o
M #HHtie # (diffusing capacity > DLCO) T *%
CYRORNOREGRNC)
B @ @D ® O©-
(ORORORMORMOREIOE
D D 2@ DO ®

¥15F > = 26 F




61.

V)
(B
©
D)

Mol e o T1 A
HpeLezed o Eﬁvfﬁmviv;.vi'gécé‘ F’“-"%ﬁgﬁ-\vz;}&ﬂ%;

e B ET D

Pre-Branch
Actusl  Pred YaPred
— SPIROMETRY —-
FVC (L) 151 1358 55
FEVI (L} 14 204 68
FEVIFVC (%) 0260
FEF 23% (Liscx) 468 449 104
FEF 50% (Ljsec) 188 290 127
FEF 73% (L/sec) 1L 037 142
FEF 25-75% {Lisec) M o 18
FEF Max {Lisec) 47 518 %0
FIVC (L) 1.54
FIF 50P% (L/sec) & 183 137
FIF Max (Lisoc) 3.96
FEV3 (L} 1.51 247 ]
FEVIFVYC (%) 100,00 97.00 103
e LUNG VOLUMES —
SVC (L) 148 13% 7
IC (L) 113 L7E &8
ERV (L) 035 08% ]
FRO{=TGVipleth{L) (L} 1M 19 122
RV (Pleth) (L) 254 L0 140
TLE (Pheth) (L) 44 am !
RVITLL (Pleth) (%) GH4E 4389 15
FRC (SH) (L) 4 159 7"
= DIFFUSION —=
DLCOusc (mbmin/mmH 817 213 %
DLCOeos (mlmin'mmb 21.31
DLVA (mlminimmHgl. 285 451 [
VA (L) 186 4T3 ]
e AIRWAYS RESIST
Raw (emHWLS) 108 186 £
Caw (Liv'cmH20) 083 103 o0
sRaw {emH20%s) BT <476
sliaw (1/emH20%s) 027 020 130

Btk o
@&ﬁ%ﬁﬁﬁo

Bfl;ééq“ ‘L

©% t15Tcm > 8 & 42kg - BV E L Thed 4 o

Past-Bronch
Actusl %Pred YChag
1.66 [ +9
1.38 &7 -1
8339 9
452 07 +3
363 128 -1
093 122 -13
255 120 5
4.X7 o +3
1.62 +5
407 144 +5
417 +7
1.63% [5] *7
9822 101 -1
v £ 26 F

P F’“Ez’-‘a¥
et hAcR o T
FWC




62.

(L)
(B
©
D)

63.
(L)
(B

C) w

D)

64.

V)
(B
©
D)

65.

V)
(B
©
(D)

- =70 }%«'%’“‘E&»Eﬁz » &% Trastuzumab-Deruxtecan — EXFF R {8 » & 4 e¥ el e v »
# CXR 4= CT scan%zr%] BT H W g g > TR f AR T

Supine

FEVI/FVC & % -
FVC ™ %% o

FEVI ™ *% o
DLCO + = -

,‘%gﬂ_sgﬁ,\,aﬁ;ﬁ e n BF PR BT BT ET fljfa—‘ﬁ?
Pttre g 2% 5 (COPD) -

g it (pulmonary fibrosis)

% ¢ "m44f (ventricular septal defect > VSD) o

= BE % #B(chronic heart failure) °

SERF R R R FRXES . E i h (cardiopulmonary exercise test > CPET) -
H CPET 4 4 » T 3 ”—‘F‘i‘ L2E9
# ¥ **v (anaerobic threshold)#at s 4 -
B* 3§ 4~ £ (maximal VO2)5 i -
@2 F (work efficiency) st i o

—

% "% (oxygen pulse)i i o

Wheow R B DSl o GF AR KRR B I8 i 1 R (stroke volume) 5%
E LT eR— B9

& F e ¥ & (Anaerobic threshold) »

§ % ff=(oxygen pulse) °

¥ F F#(tidal volume) °

* 4wt g s (FVC) o

FITE > 2 26 F



66.
(D)

(B)
©
(D)

67.

V)

(B
©
D)

68.
V)
(B
©
(D)

%%ifﬁﬁ‘Mﬁi(MWmmw*%ﬁ’@ifﬁ?

BoAE M ¥ AT 550 0% 5 kAR X 0 alveolar-arterial P02 difference
(DA-a02) - 4 & 1 ¥ -

COPD srventilation fv perfusion =# % E_low V/Q °

R H ﬁ‘i:‘é‘ w9 i (consolidation)i$ & M ¥ e 872 » i (shunt) e
it R n §F E A (shunt)F B o FIRE RS AR A REFHE S A
R

B B e dR X pER S 31 2 324 & polysomnography (PSG) X B¢ e e R4z 10 £)
4 o LEOLE ~ PERPER S 6 Bl BF o MR MR 240 AR FR T AP F 1
FE?

¢ PN A mrrsbepsntoaspmgirs
.wa S
can M’“ W*WWMW:‘MM
B L e

L r W% g T & W W ——— 7.V, T, C

A
A A
.. }‘ \/\/———~ AN\~
. y_,AJ\J\fN\, e AMAA
2 VN P . N / 2
W[ T ———— . I
e ——e
"—\____ S
__\_._

Abbreviation: C4-Al=electroencephalogram. LOC=left electro-
oculogram. ROC=right electro-oculogram. CHIN=chin electromyogram.
CHEST=respiratory inductance plethysmography bands placed around
the thorax. ABDM=respiratory inductance plethysmography bands
placed around the abdomen. PNasal=airfl ow monitoring by nasal air
pressure. Therm=airflow monitoring by thermal air sensor.
SaO2=arterial oxygen saturation. EKG=electrocardiogram

ke ? k% gy dic(apnea-hypopnea index » AHI) % 240 » B € /& 12 % 3] pEm
20 ST

FEAHL 5 2400 BE R FRAIPER LR P kg o

& AHL 5 400 B B e AIpER L P g o

& AHL 5 400 BE R FRAIPER LA o o

TG R e EoR A2 ATIE fa—‘ﬁ w27

¢ * Pressure support mode @ v B g0 k= » ikt SIMV mode o
mEFEF % * low dose dopamine < 5 ug/kg/min H o FERB “%vi‘ﬂkﬁ °
automatic tube compensation ¥ 12> § ¢ p ¢ 5l4=chair trapping °
pressure support mode i T » & S4B F £V 0 6 HPHE S o

F18F -+ 26 7



69. 7 B percutaneous dilation tracheostomy » ™ 7| it #& ?
@ % %B{T}gzijﬁ:'%?o
@ ZRI2AMNFIATHFT -
@ ApgTEpEF 7 0 F 70 (stoma) 9T X T HEL .
CYROROE
(B @ Q-
(OROROE
ORORORIOE

70. T A MG F oA U st I'F—Jﬁ T FE?
@O A 3pum IV %ﬁd # 4z (brownian diffusion) % 3| e o

@  0.5~1lpum ~ e+ BfEE > FHFRIRE - L F 3 a8 0o
@ = Fi#E AR A 30 LPM g g LRF -
@ HrFEsGkET o 1-5 um 2+ €12 sedimentation * Vi o
CYRORIARIOR
B D @-
(ORORIORROE
D D@ @-

T1. FrEe ,&ﬁEﬁiPET CO2 (partial pressure of end-tidal C02) » % L H #iE % 2R

o T RGP ?
@D sodium bicarbonate ;i #f o
@ Massive pulmonary embolism °

® FHEF -

CYROROE
(B) @ Q-
OROROX
ORORGRIOR

T2. ®* e Es A - B A2 Sp#ard (trigger delay) g 0 T AR F A

(1) BEF %
(B) {4 & -
(C) 34 § %

(D) 3 BESREs SO B ek %o

197 - = 26 7
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73. T3 M artery blood gas analysis #zif im § 5 25?2
(A) #h#ii? 24 24 €514=PC02 T % > p &+ = o
(B) A firksi® £5142PCO2 + 2 »pHiE™ "% -

(C) #v»i8 % heparin ¢ 3142 PC02 + = > pH & *% -

(D) i &4 5% ¢ 5142 PCO2 + = > pH &7 % -

74. 7T 7|H > Non-invasive positive pressure ventilation(NIPPV) #cif - 7 - 4 3% 7

(A) COPD exacerbation % acute cardiogenic pulmonary edema 3!A=+¥ = Flif » & ig4
& * NIPPV -

(B) v it E e ML F > & W PaC02>45 mmHg and pH<T. 35 #4) -

(C) %7 @& m i iic %*ﬂ: heat humidity(30 & C) -

(D) helmet ¢ & & Hp¥edex Fpe & R %4 > 7 ¢ 5 C02 FHIR "G -

. ﬂﬂﬁ*z‘.gif«ig/?#ﬂ%ﬂ""gﬁ = FE?
(D Plateau pressure # % * 2 B4 - iF B cplateau pressure § 314
ventilator-induced lung injury °
@ Driving pressure =plateau pressure-total PEEP > &4=+#] %5 cmH20 2z = >
"4 lung injury °
@ Airway resistance=(mean airway pressure-plateau pressure)/ flow > & #
FiErE4 5 1-2 cm H20/L/s »

5207 0 % 26 F



T6. b4 FF 1> T4 315 ARDS & Eere Big % > A/C mode » VT : 6mL/kg » Respiratory
rate : 26/min > Ti : 0. 5s » peak flow 48L/min > square-wave flow pattern > Fi02
60% > %Jﬂ‘ dUzer e FERE-A5 0 BP 138798 mmHg. Sp0: 92% - i AT cd e B

7
BT 4ot o T rl4kift e L2 9

f

Airway pressure

Flow

40,0, T

Time

(A) o A B E R 4 o double trigger e
(B) ## %+ sedation_ -

(C) 4 Ti-

D) #2p iy AL R

77. 7 713 M Tuberculous pleurisy # ¥r#cit i & 212

(A) tuberculous pleural effusions “7adenosine deaminase(ADA) & % >40 units/L °
(B) tuberculous pleural effusions gt Fss & B 25 > & HIV Fﬁ—'l“i%‘ 5 20% -
(C) Xpert Ultra PCR # &% * * ¥ 3.2 % tuberculous pleurisy o

(D) Tuberculous empyema % lymphocyte predominate e

78. T 3|7 B pneumothorax ATif i F 5 45 3%- 7

(A) Primary spontaneous pneumothorax =risk factor # 3= smoking > subpleural
blebs. genes °

(B) Trauma #_3!4= pneumothorax # % & 1k %] o

(C) Primary spontaneous pneumothorax /4% 4+ 2 % » 453> 10-20 &

(D) Tension pneumothorax i & d ek X5 %7 > & FEef e F 33 » S pPde > Ma B o

79. Tl 7 & 2023 GOLD Report #7# i COPD «h4 4 (Taxonomy) ?
(A) COPD due to abnormal lung development (COPD-D) o

(B) Cigarette smoking COPD (COPD-C)

(C) Biomass and pollution exposure COPD (COPD-P) -

(D) COPD and bronchiectasis (COPD-B) -

217 -2 26 F



(A) #

(B)
©

(D)

81.

(D)
(B)
©
D)

82.

(L)
(B
©
D)

83.

V)
(B
©
D)

it —“zi,L‘?
“+3 B4 4 SARS-COV-2 (COVID-19)

gk A W T R0 COPD & f fe BAL T 310 fr% Mg Tk R oo

BEmF rEPYG BB T RFTRRAFEAG R 6 R LT PR G A Y
(Tdap) -

Az 50 e COPD & 4 e ik ie 7% (Zoster) #

¢ £~ Al L § B kM2 COPD (chronic obstructive pulmonary disease)
B Tl g 2hae Al ke b A RERL RS ?

- &A=t ? R COPD &M FZ gz -

w ¥ v ﬁ‘rx]“n‘ v n 5 (eosinophils) ‘m?s i >300/ L -

WL Frmpe e

@i—;¢—ﬁa§LWD%ﬁ%ﬁz$%’f$ﬁ£ﬁ¢ﬁ°

A
N
—

5% 2848 523t COPD (chronic obstructive pulmonary disease) B ehicit

5

W
\FF’
= 0 :+

H o IR pr g et R FlEp el & af X | o

Th Wredym > 4% P Rt v o DRs o
—‘ﬁa{,ﬁp’iﬁi“'&; EHT I L R G B o

= COPD ¥ 2L 4 » #3040 it "Jh}é‘-ffv‘iifﬁﬁa?flfzﬂ* °

F_& F_& F_&
TE oA B p v

& @ O @R ok

g

- = 3# %5 COPD (chronic obstructive pulmonary disease) m%i » post-BD
FEV1 : 78% g4 & >mMRC : 1 > CAT: 8> 4 - ﬁgﬂ%&QW*nh’Lﬂ”mH
v 3k 0140/ w Lo 424% 2023 GOLD Report » Ax4seimws » 4| &5 i nm B 5 ¢

SABA (short-acting S 2-agonits) prn °

LAMA (long-acting muscarinic antagonist) °

Dual bronchodilators (LABA+LAMA) -

Triple therapy (LABA+LAMA+ICS) -

5227 02 261



84.

(D)

(B)

©

(D)

85.

(L)

(B
©
D)

86.

V)

(B

©

D)

87.
V)
(B
©
(D)

1245 2023 GOLD Report > 7 # COPD (chronic obstructive pulmonary disease) %
P fEpE i 0 T ki g R 20

T & .Fmgs‘z T rELMPEHBET UL s F o b RGN
&°‘ﬂm%ﬂ@?7@kﬁ5%°
B TR GO AR P (Aol R e B B > Rl RV SRR oo B MG

AP SR F R R o - RISKHBIREE DX o

%4k %g Z (4o theophylline ~ aminophylline) Flsc% 3 *LF % % 4@ i®* » 72 22
XA

ERABAEF Foo (HNT) @2tz Beea B (NIV) 3575 pbvecd - § L E
FoRpRNMELF ML FERRBPF TR EFRHRATTR FERER S p
Blpds -2 o

TR ST oKk A F eR e [CS & ICS/LABA (3535 p 5 ICS =4 2 B #E )o ik
T it et 0 & p ICS TR A E (metered dose) 0 ¥R GINA #ra &K enid? 3
HE > l?—%’ L2

Foster (extra-fine beclomethasone dipropionate 100 rg) 2 PU bid : & & # &
ICS -

Pulmicort # Symbicort (budesonide 200 wg) 2 PU bid : & ¥ # & ICS-

Relvar (Fluticasone furoate 200 pg) 1 PU qd: &% & & ICS -

Flixotide & Seretide (Fluticasone propionate 250 w«g) 2 PU bid: &% # &

ICS -

T M A F R R ROER 2 ALY 0 T At iaﬁ ENEA

) s %0 JE O - & 5 (exercise-induced bronchoconstriction; EIB) : fu L
b i@ i@ * SABA ~ LABA £ chromone #f# 4 > 3273 e43v3pfr EIB 282 o
AR PFR Y TR EPF e T TR FRIGRRE W F f oA ko
FRAREBFT* FHEF OBLL G -

e & 7 Rty R iE B (aspirin-exacerbated respiratory disease; AERD) : e
BRFER 5 % & @& % NSAID > & * COX-2 #r#41#] (4-celecoxib # etoricoxib) #& %'
R =) S

$#5% (latex) B Ac B £ 12 5 7 (occupational asthma)s & > &1 fEpig # 2 &
FHESRREE A 2 R L W/U-ii v Lk BOYEACR F o o

4t s - A L(non- TS BRE Frfp Rk TolinhES o LG Fes ?
B A & s E g %+ (long-acting muscarinic antagonist ; LAMA) o

&% & azithromycin °

Anti-TSLP(thymic stromal lymphopoietin)?# # %l o

Montelukast -

5237 02 26 F



88. T 7B & vH ¥ COPD(chronic obstructive pulmonary disease):=4p R 4xif ’za—g e
29

(A) &% COPD B @A F AL ICS r L4 LR g o

@)%%?%%ﬁ**%iﬁ A F EAREAA AR PUF LB UL AT

Z = hs oo

(C) &% 2 &3+ (spirometry) # %A ¥ L § ¢ M54 5 f(significant
bronchodilator response) ° "#*“f COPD 225 %7 -

D) t-FhAELPELRBE > FLAATLELfas COPD> 5 5 HEER -

89. F M A F FIRE R AR 0 T Alhc P A 20

M)h”ﬂFWWW@?%@?”4§%%£ﬁm§ﬁo

B) 2§ g#HEREEEH R G F 42 COPD (chronic obstructive pulmonary disease)
I e /?%ﬁﬁm?% B4 A AR R R B p R Y o

(C) Statin & § s LiF® > 0 T HHERBLF B0 R S ARE 7 2 P i
gliEr o

(D) FFiw= ~ 4] Dornase alfa (recombinant deoxyribonuclease ; DNase) f 2t % |4 4 & it
2 4§ F #5% & (non-CF bronchiectasis) & % ¢ #f4c &4 1¥ 5 » 3 i@ * -

90. T AIERINOET o P F ST

(A) Infantile respiratory distress syndrome (IRDS)%_Surfactant # % #3x& -

(B) Disorders of GM-CSF signaling inhibit surfactant lipid and protein
catabolism in Pulmonary Alveolar proteinosis (PAP) o

(C) Pulmonary surfactant lipids and proteins are synthesized and secreted by
alveolar type 1 (AT1) cells-

(D) Surfactant protein b (SP-B) can reconstitute most of the surface activity of
natural lung surfactant o

91. T A&t s m”—fg L b9

(A) Anti-inflammatory action of corticosteroids is partly recruiting HDAC2
(Histone deacetylase 2) to the side of acetylated inflammatory gene after
quitted smoking °

(B) IPF patients with family history have been identified with heterozygous
mutations in TERT (telomerase reverse transcriptase) °

(C) The strongest genetic risk factor for COPD is a mutation in the Orosomucoid-
like 3(ORMDL3) -

(D) Most recently genome-wide association studies (GWAS) have been used in very
large case-control cohorts o

5247 0 2 26 F



92. T'%Jﬁ“ﬁ % type I epithelial cells emolecular marker ?
(A) Caveolin 1 -

(B) ABCA-3 -

(C) CDh44 -

(D) SP-A -

93. M Algdt o P H 52T

(A) Type I alveolar cells (AT1) cover the great majority of the alveolar
surface °

(B) The thin flattened AT1 cell is an important component of the air-blood
barrier °

(C) AT1 cells exhibit MHCII presentation capacity that is substantially limited
compared to professional antigen presenting cells e

(D) AT1 cells are actively involved in alveolar ion and fluid homeostasis °

94. T 7|k >t common pulmonary medications FDA labeled for pharmacogenomic
effects > # 4 5 227

(A) Afatinib: EGFR -

(B) Isoniazid : NATI ; NAT2 -

(C) Voriconazole : CYP2C19 -

(D) Indacaterol : CYP2D6 -

95. T2l 4 2 A& HRCT # it typical UIP &h%git ?

(A) Honeycombing with or without traction bronchiectasis °
(B) Reticular pattern with traction bronchiectasis °

(C) Presence of irregular thickening of interlobular septa °
(D) May have pulmonary ossification °

96. T 7| &> PPF(Progressive pulmonary fibrosis)#ha & o S ?

(A) worsening respiratory symptoms within past 2 years °

(B) Absolute decline in DLCO (corrected for Hb) of >10% within 1 year of follow-
up °

(C) New ground-glass opacity with traction bronchiectasis within the past year o

(D) Increased extent or increased coarseness of reticular abnormality within the
past year °

5257 02 26 F



97. ILD (interstitial lung disease) 2 %7% d HRCT ehsg it kg < > T 7| @ [LD 1
R TR R SR GE S

(A) Sarcoidosis °

(B) Langerhans cell histiocytosis °

(C) Asbestosis °

(D) Silicosis »°

98. &>t IPF(idiopathic pulmonary f1bros1s)rﬂi<q%ﬁ&$§’ THRE LR

(A) Alveolar type 1 (AT1) epithelial cell dysfunction ’Wthh cause promotion the
expansion of fibroblasts -

(B) IPF & &5 3 " ampr » v i &2 PD-L1 (programmed death ligand 1)3 B °

(C) Mutation of surfactant proteins A2 and C 3§33 7= "@hait 3 M -

(D) Wnt signaling in AT2 cells promotes pulmonary fibrosis e

99. i g RN A R E T 2 frocita 2T PR hp e B 0 P G
F7

(A) ®oijlt ehpra ]+ 02 HRCT @ UIP 316 5 4 - fo R« 2 A8 5 R 21 4 4o A i &
it e g e o

(B) # LiEr-p %A+ 7 anti-MDAS ###{r anti-synthetase antibody 77 {$ #4# -

(C) SSc-ILD 7 & s ¥ CA-199 f= CA-125 2% § > 7= F R °

(D) 7 WIWWWW““&*WIWWWW%@Xm;

100. ¥+>* idiopathic pulmonary fibrosis(IPF)es5 R Rl e

(A) Corticosteroids + azathioprinet+ N-acetylcysteine increased survival of IPF
patients °

(B) Nintedanib probably reduce decline of overall forced vital capacity °

(C) Sildenafil probably reduces acute exacerbation and hospitalizations °

(D) pirfenidone probably reduce IPF patients’ mortality (all moderate
certainty) °

5267 0 % 26 F



