FAEE LR EF T
109 # R FEL S F?EWE?%_? AL

L FRAtem» ¥R BYERB L4 gmLFa 2 FFEedE

2. LRMP A4 ORAP R FESER > B FFRS

6. # AL 1A, % 100 3,4 3 ¢ $LPF T 100 A 48



AR E Rk FE 6 109 E R P FFIGEE R
ARG EOLERG LS R - By PR FA LA, 10048, #EER 100 A4
01k%%ﬁ$§%ﬁvﬁﬁTﬂ%-ﬁh¢{ e

(A) Ehopid §F R4 TS5 LM ’ii
(B) & pFid
5 P

RS R L wg 4 02 +
(C) Eds Pl § €3 4 LFHA ke (psychlstlmull)
(D) E#PFi § & H 4 & < Hoi@ & L FehF & (impulses from motor  cerebral cortex)

02. Z #tyrim B2 58 Vital capacity T 7R~ 38 dcit 4% 3
(A) Vital capacity vz PEAR L pEAR S
(B) sy F gL ELpE R AR Vital capacity 2 & R ¥
(C) Tiypre 4 ¥4 4 F.8 8 Vital capacity i & k 7]
(D) T EhpFeresva xSt a ¢ % § F2 58 Vital capacity i F)

03. %2Ry T F|UR— IF krit § 45 i
(A) P*3Mp jnd HmFd N b R PE RN S §
(B) iEHpPE M o b IR st (R APEE R R € AR R
(C) @ﬁvfﬁ"ﬁ; PR j— F R L P B T §
(D) ##miEH SR o ngdb

04. 5 B-k>via & 190 # ¢ 60 4 sa e R I 2 R AR AT 5N 38 AT AR SR?
(MIOQkSOEQF

(B) 19 A~ 43 =
(C) 50 448 20% < iR
(D) 84 ~48 10 % < iR
05. %7448 & R 1L (Fic 4 T 7R 3 foif B gk 3R
M)ﬂihﬂﬁﬂmoﬁ%ﬁJWKJQﬁ*—i

(B) 2 /EA2iES B2 1 iFap 4 - L&
(0 FA#ERMKI T+ LIRS iR F T i+ 94
(D) A7 13200 % &34 3] 17000 & = pF1 (T4 4 ¥ 4F 87%

06. %34 Cyanosis )= 2_ 4xif 45 3%
(A) B2 F fmi 5k U M B
B) 2% 2wk ® 5% 100ML x ;% ¥ 4218 10grams g IR

(€O % =a3kB%e-3F M CO P2 ¢ IR cyanosis
(D) % f i P cyanosis # % MR



07.

08.

09.

10.

11. ¥

12.

88 Lung volume change vs £ *4 %R 4 1% it pleural pressure * %
(A) Compliance

(B) Resistance

(C) Obstruction

(D) Restriction

HEHHUER T Rl F B 5 J& o % ] 75 (How to monitor the expiratory time)?
(A) Pressure volume loop

(B) Flow time curve

(C) Pressure time curve

(D) Volume time curve

p @ &% polysomnography fie & 35 = & 2 pR HLFF T 444 obstructive sleep apnea
syndrome Z. mechanism i Jr‘{ ®EIEG?

(A) Arousal threshold

(B) Loop gain

(C) Collapsibility

(D) Apnea hypopnea Index

P g A pEPR L e ? b B H 4 I (physical) % 1t P pFE 02 i@ * B4R (Sedative)?
(A) Low arousal threshold

(B) High arousal threshold

(C) Low Loop gain

(D) High airway collapsibility

%7 Obesity induced hypoventilation (OHS) 2_ it = —‘“fb e
(A) ¥ 41* Serum bicarbonate ﬁ;ﬁ;ﬁiiﬂ?«%a Sp0; to gﬁﬁ Obesity induced hypoventilation
OHS
(B) % SPO, i+ ¥ # i¢ “,% Obesity induced hypoventilation
(C) % serum bicarbonate -]-** 27 mmol/L ¥, OHS 2_ ¥ it $£ 1%
serum bicarbonate + *: mmol/L F? TV LET, F aCo;
(D) & bicarb 3 27 I/L 5 OHS T ¥ £ %7, % 2 & & 4 PaCO

T OB RNE AR E A (PAVM) 2 it o T SR S 453D

(A) PAVM i=%>7F bk g 1w %5

(B) PAVM #c P 4% % » R %7 % hereditary hemorrhagic telangiectasia (HHT) 2. ¥ i }+.4% B
(C)= % #i PAVM 2 feeding vessel & p #* & "%

(D)* % # PAVM £ 1 % i% feeding £ draining vessels



13, /B EFHLG BT AH LR MG FY
B it Fles?

?‘Q%"F\:B T FLR e —:%]z i 2K %L fﬁi RS ?:f:

(A) internal intercostal muscles
(B) sternocleidomastoids
(C) parasternals

(D) levator costae

14. 7 BB 30 A i (chronic thromboembolic disease, CTED)2. Z %7 > fa— 4L 2LE %5
=T 7| P fH# & 2 negative predictive value # B ?
(A) D-dimer
(B) # % § /3 77 4 45 (V/Q scan)
(C) 7 *a¥rk % & # #&3(CTPA)
(D) " IREiiR iz #2(MRI)

15. 7 B P53 (sequestration)z 4zift » T 7| i@ Jr‘{ L 4ER?
(A) intralobar sequestration = ;i & & % p systemic artery(d4r:i #57%)
(B) extralobar sequestration w ;i & /& ¥ X p pulmonary artery
(C) intralobar sequestration # extralobar sequestration ¥ £
(D) intralobar sequestration =% 2 = T & 5 > H=x 5 4 T
16. TR fhp AR A H B AR M T Y
(A) rheumatoid arthritis
(B) ankylosing spondylitis
(C) systemic sclerosis

(D) Systemic lupus erythematosis

17. T 2P AT HeUT A B ez ek 7 @ & idiopathic nonspecific interstitial pneumonia
(iNSIP) 2 2 #7?
(A) ground-glass opacity
(B) honeycombing
(C) traction bronchiectasis

(D) subpleural sparing

18. 7§ B sarcoidosis 2z #zif » T 7@ ﬁ N A
(A) HRCT % ¥ )7 centrilobular nodules
(B) #mB i B ¥ 0L 5 stage2 H =t 5 stagel
(C) " Muh™ i~ ¥ A R 5 $fEdEe 2 % 5 Mg
(D) 7 advanced fibrocystic sarcoidosis Lfﬁ B3 x4 50 ¥ v d) IR obstructive pattern



19. § MFE 5 g i (PRt e i B 2 gaat > T Ao 5 1 Fa?
(A) nintedanib ¥2 pirfenidone —‘F% W &%l DLCO
(B) pirfenidone # % & &) ¥ * §_kiFac
(C) pirfenidone & % % H R *L/H
(D) nintedanib & % L &l it* §_ & 5% 3=

20 7 B lymphangioleiomyomatosis (LAM)Z_ #cif ™ 7] TF—“F‘,’ Yzt A
(A) sporadic LAM ¥ tuberous sclerosis (TS)-LAM * 3R 4 AF’K F_F]TSC A F1 3 g =
(B) TS-LAM ## 3R ki€ % +* sporadic LAM B &
(C) LAM 5 &% % § 53214 6] %) 5 50%-60%
(D) LAM IF’E B FEVI/FVC ¥ it 2 &+ % ~ + 2L T %

21. F B oHfL L e v (SLB)S S 4§ F 44 k27 % (cryobiopsy) ¥ B T 5 2 2T 0 129%
ATS/ERS #7455 T Flfcit in ¥ & 438
(A) SLB # 5| ¥ 3 E 99%
(B) SLB & ¥ 5+ = & iz cryobiopsy 3
(C) cryobiopsy 1 F| sk %75 5 79%
(D) HRCT 5 definite UIP B # 2= 3% :& {7 SLB

22,7 7P fEe B LB A A RE e 0 5 (DAH)?
(A) Churg-Strauss syndrome
(B) Goodpasture syndrome
(C) granulomatosis with polyangiitis (GPA)
(D) microscopic polyangiitis (MPA)

23.7 7w —‘F% HRCT * & 7% % % 131 crazy paving pattern?
(A) diffuse panbronchiolitis (DPB)
(B) ik &% 11 & (diffuse pulmonary hemorrhage)
(C) #7% % ¥ (COVID-19)
(D) % & }=v ¥ Jr (alveolar proteinosis)

MBS FE Iy B (TBLB)E S5 X § § &4 ik ¥ 7 7 (cryobiopsy )%t diffuse
parenchymal lung disease 5 #72_ " i > ™ 7| &cif i F 5 45350

(A) cryobiopsy B~ 3| eia¥# gL TBLB & <

(B) cryobiopsy 2. Z %73 & TBLB = %

(C) cryobiopsy ¥ 3 % %9 & #& TBLB % %

(D) cryobiopsy &4 &1+ dn F & TBLB 5 i<



3

5. M E PR B B R FIRRRE L Rpse s T R S 20
(A)= 7 Heer™ S Pdeff f &7 ¢ R % 3

(B)f¢ = &4 & J& (Adaptive immune response ) i & & d CD8+lymphocytes § #
(C)Reactivation ~ % 4 # % % ¥R apical-posterior segments » F] 5 M faing f RE F
(D) p = %5 #HIp e A+ 4w (BCG vaccination) ¥ j& > disseminated tuberculosis

disease » £ £ T % ~ it B ° B R Lk 'k

Y

6.1 TP EF A B B ATIRRERY > P H G RT

(A)Rifampin L% &2 454 4% F rpoB A FIR %7 M > NI R EHE (mutant) #F9
1.2x108

(B)Pyzazinamide #i % |+ &7 ‘g% o 4otk FpncB A FIR %5 M > NI R A (mutant) #
& %) 5.0x107

(C)Ethambutol $2.4 &7 4% & $c % 5] embA ~ embB A F15 B > DR R ¥ (mutant)
& 4 3.1x10°

(D)Isoniazid FLE 1+ 82 47 A ik FehkatG ~ inhA R FIR %5 M > NI R %48
(mutant) # % % 3.5x10°

27.- 26 RATHETHF R I MEE  ARFRA RS LF g FTH ALK o HME R
%m’%Eﬁﬁﬁﬁg’%ww%%iéﬁﬁgﬁ,Tﬂ@ﬁméiuﬁg?

(A) =+ = — = Isoniazid 300mg

(B) =+ = — =t Rifampicin 600mg

(C) =+ = — =t Pyrazinamide 1500mg
(D) =+ = — =t Ethambutol 1600mg

2&%*%&%&&&”%Pﬁik%ﬁﬁf»@ﬁj#?

(A) Pave 5 B3Il 3HP @ * AR Fank 2B @ % RETRBIARMEZE
BReBERL R

(B) #4572 2F & dpf>r i@ * 9B Isoniazid (9H) H3f ™ B % K> § #&°
ZEli Neds el F

(C) #%72 2F o fpf> & * 9B " Isoniazid (9H) 3 ™ B % K> 7 8B
gy B &S E R (systemic drug reaction ) » B ¢ X 1 ETE R A (flu-like
syndrome ) % = ¥ &

(D) #=% ARTs jpf 2 4 3 é’uﬁ%i:fﬁsi & 2 (human immunodeficiency virus, HIV) @2
—‘ﬁ i@ % 3HP At PR F WA R 0 ¥ 5 rifapentine ¥ v § B2 58 CYPAS0 fE & E o

i@ §2 %8 protease inhibitors s %k B



29. BET 2R ddE R R 0Tid S I i ( nontuberculous mycobacterial lung

disease) 2. Z %7 T 7| —‘F‘? VS U - rad

(A) *ZoiiF > ZOIMX KL P BN S B3k o (cavitary lesions ) » ¢ PF 5 —
% & # % £ ) nontuberculous mycobacteria Ff& ¥ ¥ ¥t B h s
nontuberculous mycobacterial lung disease

(B) d13Rm ok 0 F W IRF 2R T TR 11 IR multifocal bronchiectasis with small
nodules » = F¥ 5 & % 7k #4832 % 71 48 I < nontuberculous mycobacteria Fjfd » ¥ &
gt :IJ% A % nontuberculous mycobacterial lung disease

(C) MILFEE & » TIMX K PR - BEF ]é‘./ﬁa “+ (cavitary lesion ) » [ P¥
7 % E A3 & 149 B 0 nontuberculous mycobacteria Fjfd 0 T3 "ﬁv‘. H i 7 a4y en
¥ %7 > e TB ~ lung cancer > ¥ 5 70 5 4 % nontuberculous mycobacterial lung
disease

(D) MR E FdE > & HINT MR IR B F o (cavity lesion) » FFFF= & 7%
W32 & 2 49 I 7 nontuberculous mycobacteria Ff& ¥ ¥ ¥t A EY

nontuberculous mycobacterial lung disease

30. Clarithromycin resistance £ Rapidly growing mycobacteria /5% % fc 5 B o # ¢ >
erythromycin ribosome methyltransferase (erm) gene # it ¢ # 3% inducible macrolide
resistance o T 7] 4zit i ﬁ 537

(A)#-1T 80%:7 M. abscessus subsp. abscessus £ 7 non-functional erm gene
(B)M. abscessussubsp. massiliense £ 7 non-functional erm gene
(C)M. chelonae % £ 3 erm gene

(D)= 84 e M. fortuitum £ 3 functional erm gene

31 382 - =85/ T G COPD B » R * s » HEH ] ITPFEFARL =
Am NIFER Rk BPREES TR R TAF RELIRE > kI EL MR
# 38.5°C~ s /B 104/62mmHg ~ L3 &~ ¥ = de 32/min 49k i % BT WBC
19000/mm3 ~ band form 2% ~ BUN 19mg/dL ~ Cr 1.8mg/dL » 3428 X L & 7 & ] T # ¥ o
TR, o T 5479 il o ,'p_%—z L2t 9

(A)i% 45 CURBES5 3=/ = i » £ 4#3 L 3 L@ F L 5 LA LDk

(B)i% ¥ 2018 & o 0+ L dp5l > WUy g F L4 #® * Ertapenem £ Ciprofloxacin &
EREY.

(C)F g 3 £ 2 child 5 ¢ - *% 483k 7 (Streptococcus pneumonia) £ 7k & V%i 5
( Haemophilus influenza ) WEG R ¥ 5P Gl

(D)E4% 2019 & % W ATS/IDSA 4531 » 3 %2 7 & & B f AL T 29 X il f o



32.

33.

34.

35.

36.

B TR L (HAP) grek ez B L . (VAP) e EL},%}%' ],'ﬂ"t’/r')%‘ "'3;1!%4:%#11‘1—‘54}3;5’_?

(A) T& Ko wFL '\*4‘?&1?7 SR g ek B L B L iR R = ik
B A SRR wd ONFHERE T R

(B) B35 2018 &% L pindpsl ek d W B LB BT RRE 0 SR
B2 ¥ LS FLUMRSA 244 F ok

(C) #345 2018 o % K indp sl amE sk » $0 & B Rk (LS dhBe 0% g2 el e B
W A W RALR 5T R i N RS R FRL R e

(D) #3ta (7# 4 F kw4 T carbapenem-resistant bacteria 4p Bf fe b 5% 2 eE e B 0

oo aER G AL EF e bR~ & % i Polymyxins o R

2 >* Chronic pulmonary aspergillosis (CPA) ezt » i@ —"Ff B3R 7

(A) #Zefc~ ok s Shk o~ RE R - B TRR T Lopsk

(B) # RLenAik & 7 single aspergilloma ~ aspergillus nodules ~ chronic cavitary pulmonary
aspergillosis (CCPA) ~ chronic fibrosing pulmonary aspergillosis (CFPA) ~ chronic
necrotizing pulmonary aspergillosis (CNPA) » # ¢ Chronic cavitary pulmonary
aspergillosis (CCPA) &_& ¥ % 7] ik

(C) CPA s AL ¥ L Ak F 4 KAl b PFE H 5 9# IR pUR

(D) #7305 01 CPA i 4 > w i + 5 ¥ P| Aspergillus 1gG =7 sensitivity % specificity ‘& #iz
Galactomannan test i

B >0 L B E R 4 8 4p 1R CURB-65 > T 7] i@ Jﬁl Hpog ?
(A) PaCO2 >50mg/dI

(B) & 265 f

(€ &L imp

(D) 43k & | >* 60mmHg & 4z ‘fﬁ@ /] 3% 90mmHg

T 7B COPD shzk i o T AP 4 3 A

(A) The major site of airflow limitation is the small conducting airway (<2mm in diameter)

(B) Lung express TH1 cytokines including interferon-y ~ CCR5 and CXCR3.

(C) IL6 play arole in the development of emphysema

(D) Histone deacetylase (HDAC) 2 has been shown to be reduced in lung cells of subjects
with COPD.

F B FIAR 2 WA R A M T T AL R 2

(A) ADAM33 s fh 51 5 3|12 27 F el & 2 W 5 iU T ' G B

(B) s &2k ¥ IL8 [k & &7 COPD Jp & 2 % 34 it it ™ "5 § B i

(C) MHC-restricted T-cell-associated molecule gene (CRTAM)£2 5 r4 & 1 & * frf i€
Vitamin D & 7 B i

(D) T--cell associated molecule gene (CRTAM) 73573 SNP 2 5 v & 438 (500 B3 40 5 27 § v
EYeae SRR B S



37.

38.

39.

3 B > phosphodiesterase4(PDE4)inhibitors :1% 4+ * *+ COPD /g > T 71| @ —‘ﬁ %zt

(A) By its mechanism, PDE4 inhibitors decrease airway inflammation and have direct
bronchodilator activity.

(B) PDE4 inhibitors has been approved for patients with severe to very severe COPD patients
and frequent exacerbations.

(C) Guidelines recommend that PDE4 inhibitors be used in combination with a long acting
bronchodilators

(D) Monitoring weight during treatment is warranted.

B > COPD % 4 ekt » ™ 71 i & I Fi?
(A) Tiotropium ¥ 122 COPD i A & 12 & it &% i Pt fic > fe 0w 50 T ik i g 4T
|22

(B) Formoterol = Indacaterol =7 duration ¥ 12 & £ 24 - p= » ¥ 12 L COPD i A oen
FEV1 > lung volume - dyspnea ° {r exacerbation rate

(C) Acclidinium £ umeclidinum — $ » &% EE?FE’FT;K{M PE S AR FFEET M2/M3 X
prE A %#%&Ermv?r

(D) Tiotropium ® A& TR RS E R 7 B F e n F A 2 B

3 B >t asthma molecular pathogenesis siscit » T 71| i® Jr‘{ e

(A) Type 2 immune responses are the central immunological abnormalities in asthma.

(B) Type 2 cytokines in the airway include interleukin (IL)-4 ~ IL-5 ~ IL-9 and IL-17

(C) An excess of type 2 cytokines in the lower airway will promote IgE-medicated
hypersensitivity

(D) IL-25, IL-33 and TSLP are the key upstream event that initiate type 2 immune response.

40.73 BE TSLP (thymic stromal Iymphopoietin)z}ﬁni'vki‘g' FEFE R TR ﬁ L 22

(A) # = dentriticcells ¥x 351 TH2 cells %22 & & eig #
(B) #t*% neutrophilicasthma #.#& & ¥ L5 & ¢
(C) ®i& Tcells & i 5 TH2 cells

(D) 1% eosinophil cells 4 ;& proinflammatory cytokines



41.3 B Prostaglandins D2(PGD2) kit » T 7| i@ —‘F% = 22
(A) PGD2 inhalation challenge cause bronchoconstriction and airway neutrophil
inflammation
(B) Small molecule inhibitors of CRTH2 are currently in clinical trials as asthma treatment.
(C) Mast cells are the most important cellular source of PGD2
(D) PGD?2 exerts its biologic effects via three receptors: DP1 ~ TP and DP2.

42. F BT P o A gz A RSB (Personalized medicine) H | #  foi®* 44

DA E G TR R A2

(A) Omalizumab/{®* #+4] Monoclonal antibody directed to IgE/ % % L& circulating IgE
AT LG ok op

(B) Montelukast/ % * #+#] Selective cysteinyl leukotriene receptor type 1 (cysLT1)
antagonists / i * %+ % Asthma patient especially in patients with aspirin sensitivity

(C) Benzralizumab/i®* #+#] Monoclonal antibody against IL (interleukin) 5 2_ < %8/ if
* ¥t % Severe neutrophilic asthma

(D) Azithromycin/i® * #41] Macrolide antibiotic or anti- inflammatory effects/ it * ¥ %

severe eosinophilic asthma.

43. 12 GINA 2020 hz & m 3 » T3 J};’f w5 A FEAR 2 ¢ R E?
(A) Ciclesonide (pMDI) 160mcg
(B) Beclometasone dipropionate (pMDI) 400 mcg
(C) Budesonide (DPI) 600mcg
(D) Fluticasone Furoate (DPI) 200mcg

44. ¥ 5 — F 1“ § R R (FENO) » & 7] fe fakin™ ¢ T ' & it?
(A) Allergic Rhinitis
(B) Bronchoconstriction
(C) Type 2 airway inflammation

(D) eosinophilic bronchitis

45, ¥t non-Th2 ey e L F > T 7@ —‘ﬁ Z 2E?
(A) Both Thl and Th 17-driven inflammation can lead to airway obstruction and exacerbate
an asthma phenotype
(B) IL-1 could contribute to asthma phenotype by causing airway hyperresponsiveness, by
recruiting neutrophils.
(C) Th 17 activity has positive correlation with asthma severity
(D) Th 17-mediated inflammation may coexist with Th2-high phenotype and augment Th2

response.



46. {3 I F v TR % BA](clinical phenotype)pF » T 7| i@ —‘F% = 822
(A) female obese if # % non-neutrophilic asthma
(B) female obese i ¥ % early onset asthma
(C) female obese if ¥ % long disease duration and low lung function

(D) female obese if ¥ % atopic and late onset asthma

47. 1395 GINA 2020 guideline # 3| > = 7| @ —*F,’ 2% 5 BB F i T4 (persistent airflow
limitation)2. & *& %]+ ?
(A) sputum eosinophil counts
(B) history with chronic mucus hypersecretion
(C) lack of ICS treatment

(D) even intubated or in ICU for asthma

48, HFr A A eF g B o F Y 2 Akif ﬂ%p?'—?
(A) i * Metered dose inhalers (MDI) » % 4= :£ % 2R+t 3] © CFC-MDI ** HFA-MDI 3
(B) & * spacer/chamber devices » ¥ 3 4r Metered dose inhalers % 4~ & I # 3R it i)
(C) i * Drypowderinhalers (DPI) > % & Inspiratory flow rates : 30 to 60 L/min - ¥ =B~

¥
(D) & * Soft mistinhalers (SMI) > & # &% i3 % (aerosol) i# & # MDI 4 > 35 5 pF 8
MDI &= 2

49.70 # idiopathic pulmonary fibrosis ¥ thop A 0 AR R RE S FIEL 0 T EON LR % 1
Antifibrotic agents 2_ % #& 4cif - @ ﬁ R ?
(A) Nintedanib ¢ #r+/| platelet-derived growth factor (PDGF), vascular endothelial growth
factor (VEGF), fibroblast growth factor (FGF) -z
(B) Pirfenidone ¢ #r+| Epidermal growth factor (EGF) <
(C) Nintedanib ¥¥ Warfarin & * > € 3 4 Warfarin % *
(D) Pirfenidone ¥ CYP1A2 inhibitors (ciprofloxacin) = * fF » T & &5 & §

50. #+*% Drug-induced pulmonary diseases 2_ 4zif » i#® —‘“fb o
(A) Leukotriene antagonists ¥ iy ¥ 3% eosmophlllc granulomatosis with polyangiitis
(B) Sirolimus ¥ iv ¥ 3k subacute onset of interstitial pneumonitis
(C) Bevacizumab &% ’9;]1%-[};‘5 AL R R Y R R oeriE
(D) Vinblastine & & mitomycin C % 33 bronchospasm, interstitial pneumonitis



51. #}3% Angiotensin-converting enzyme (ACE) inhibitors-induced cough 2z 4zif » @ —'F% i FE?
(A) 12 st 3
(B) ##24 #FX5%t020% > L& AR5 F K4
(C) 2 & 12 captopril, enalapril % 2 » 37— K3 P& oL g (7
(D) ## ¥ i 2 kinins 2 substance P 7%k ff » 3% prostaglandins 2 4 > i&@ | jes
.3 afferent C-fibers 3 B

52.45 f invasive Aspergillosis + {25 4 » ¥4 Voriconazole ipfy » # 3L iv* 1 & 3 ¢
Q@ #r#] CYP3A4
(2) Rifampin £ * p¥ » ¢ 3 4 Voriconazole = ¥ ik &
(3 Fluconazole # * p¥ » ¢ 3 4 Voriconazole s ¥ jk &
(@ ¢ Warfarin £ * » ¢ 3 4 Warfarin ¥ #
® FJ_F(P
NIONONO
LIONONO)
CIORORNO
IONONONO

53. #>* COVID-19 # T & 2 2_ 4t » o ﬂ iR ?
(A) Remdesivir =3 * > & & COVID-19 xl,l‘m,%'fﬁ
(B) Tocilizumab .- 8 IL-8 % #4r | » 2K * 5+ & & 1 COVID-19 B %
(C) Hydroxychloroquine/chloroquine » ¢ QTc prolongation
(D) Azithromycin & % hydroxychloroquine » &k & e B8 ¥ » f g3 4v v 27 B2
"

54.65 k£ #p 44 7+ COPD ¥ tm 4 > %7 Inhaled anticholinergic therapy - # H &g iv 3 &4
*¥t = Nicotinic and Muscarinic receptors » 2 F ¥+ Muscarinic receptors 2. 4zTit:
(D o ik (Acetylcholine) H_a & thp sl o @ vkds
(@ & M1lreceptors € 1l f BAFE Hfjuw\ W glAz X F B JTHg
(3 & M2 receptors € 1l f BAFE ’ijuw\ W glAz X F B JTHg
(@) s M3 receptors EF RN CERDLFE e g
® —“F{ T ?
(A) O
) @@

ONO
D @ -0



55. r

56.

# ¥4 Glucocorticoid resistance # i %% :
@ i+ B % % Glucocorticoid receptor-beta (GRbeta) # .3 4
(2 CD4+Tlymphocytes 3 4c & & 27z interleukin -10 i 4

i

Interleukin -17 % Interleukin -33 #j 4«
# i M # (airway microbiome) 7% it p38 mitogen activated protein kinase (p38
MAPK)

IR B (influenza) & 4 18 > #9512 % W (Secondary bacterial pneumonia) £ £ & ¢

BERE B LA E R

@ Haemophilus influenzae

@ Streptococcus pneumoniae

@ Pseudomonas aeruginosa

@ Methicillin-resistant staphylococcus (MRSA)
G A

INIORE)

BQ@ @

@ -

IONO

57. #3m = A fe &7 40 M 129 X (measles-related pneumonia) & o & M5 e g L

58.

T sE P E B ?

(A) #4 F%30% T 50%

(B) ¥#A AL HFF{E51 103

(C) % 30% Jpi|iizEe B NG I NG

(D) % B eniw ﬁﬁ]ﬁi[ﬁa f 48 % Staphylococcus aureus

- = 50 f idiopathic pulmonary fibrosis ¥ {£5 ¢ - X B 0 A2 L FE R

(Fungal infections following lung transplantation) » 12 7 4zit » @ —‘ﬁfﬁ;ﬁ’— ?

(A) - &R+ AR AHL5986%

(B) Aspergillus spp Z_Z=8 122 FE % it LR F

(C) Mucormycosis g % » % # # Immune reconstitution inflammatory syndrome (IRIS) &
FIRE

(D) Candidiasis & % » i ¥ 25 His % - B p 22 A3KF« & (Candidemia)



59. 14T 3+ COVID-19 ficitt - i f 45 3% ?
(A) Fikpax Lk @is 14 2 p
(B) ##7i & L &R & frsdr & (RT-PCR) € i P edfi s8% (NAAT) E dedwipl
SARS-CoV-2 RNA
(C) it BAJp B LR Hor = 55 M
(D) 4 v % COPD 5 * » Je¥yi® & * = » 3|47 FIf%

7 B PEEP(Positive end-expiratory pressure)ifisf i, T 71 i@ —*Ff i+ FE?
a.¥ &> venous return

b. ¥ 12 b i e 3

c.¥ 1 i\a Se el w3 x4

d

¥ T4 BE 4 volutrauma

(A) b
(B) ma-~c
(C) ®a-b

(D) "a~c~d

61. - Brfx B A > T WH AL F A HATE?
a. 3 2 trigger failure.
b. # # Auto PEEP.

c. % 4 patient-ventilator async

d. # 2 ¥ BAK.

Q
T
£
2
% B S
o
Paw (cm H;0)
— Inspiration Time (sec)
o
E_
=
2 V_/—I/
k=)
(T8
Expiration
(A)¥a~b
(B)Eb~c

(% a~b-~c
(D) d



62.

3 B permissive hypercapnia ventilation (PHV) 2 &z, @ 7 R ot
(A) *E % g R

(B) EEM RiEF

(C) & drfex F 6 g i 3 (ARDS)

(D) HBpMpd &

63. = ER TP F 7 i (tidal volume, VT)PF - 3 TR & £F § 7 @l cojfciz (signs of

64.

65.

intolerance) » 11 T e 4 3 AH T a AR 7

(A) Ja % = E 7 I (patient-ventilator dyssynchrony)

(B) & F¥Ff i /R 4 (inspiratory airway pressure) >t et & % F5 /i (PEEP) -
(C) % iF % (bradycardia) °

(D) ™ x /& (hypotension) °

B 5% SARS-CoV-2 enpe ko ] » BT 10T 4eift > =

Oz g # % ¢ (high flow nasal oxygen, HFNO )
ventilation, NIV) % 223k ¥ & * o

@#% HFNO S A R xam%*ﬂ”a}lfr%cmﬁ@& WL TR R IR G e B A
F(g 1 )pp) teE&pEL-

QONIV 7 # 3t id ik § (et “Af:z’i‘?'v P &l B KA o S RS et e e SR B o A MR
T R o

@ONIV tp bk % ¢ FuE BIEE - B P F B 105 3
transpulmonary pressure) °

@it FAEL SEFEF B AABREEFNB L BBL NIV

OONONONONEO)

8 ©-@-®@

o ©-0-® -6

o ©-0-6-® -6

¥ 21 2L B M et el B (non-invasive

I

: i

ﬂl«}

M ek 5% &R 4 A (injurious

¥ SARS-CoV-2 s 4 B P& » T kit ip ¥ 4 22
(A) ZZ o pEsg (Ambu) #i% 5 B o
(B) * LHpEskad vk § Kk I B 7 iy (Ambu+PEEP) $Ei%pF > F A g ¢ PN F & LEAEIR A 40
FRERESFERF L ERE (heat-moisture exchanger-filter, HMEF ) & {7
Ambu-bagging °
(C) BEnFare LpF s vk g & (aff) 3747 FHF -
(D) FEsnd F A A2 A L@ pir o



66.

67.

68.

69.

70.

BBl R B K 2 A R e e g B4 B st 0 LT G-

(A) ERREEHIEHERS R L o & % CPAP 2% B ¥

(B) %k & ¢ fRiEREMR v ? L > & 7 Bilevel PAP %2 o CPAP 3 if o

(C) HReE g es & ¢ Jp kv £ 18| J7 (afterload) 3 e

(D) Fm & 4 % S ef x4 § (Cheyne-Stoke breathing) » & * £+ FFEBREERER
p B3l F ¥ e B (ASV, adaptive servo-ventilation) ¥ 1 p? B e L R {8 o

%Eéi%ﬁ&iﬁ@ﬁ@i§@&%ﬁ,zﬁwTﬁmﬁauWﬁA?

(A) = 2343 F (CMV)

(B) 4 7 i BR¥ks (CPAP)

(C) W% el F (SIMV)
(D) /&4 &% FF@rr s (PRVC)

R S R B I B} ef e3 % (Intermittent positive pressure breathing, IPPB) 2. 4cit ™ 7| fe Jﬂ" L 2D
(A) IPPB S NIV(#: BB 230 f )efd a2 — 7 pA 04 g5 A RFeF e 2 fligc g 4 wyefirtid 3

iP5k vk o
(B) 3@««8#*&@%7 FRE T H WS E o
()~ A1A§ (RCTIEE A 7 §T oo b 2 st if % 5c § i § o
W)wﬁwwﬁﬁ AEIeR kA Mg g e

ke

&2 >+ pulmonary embolism(PE)i$ = & pleural effusion ™ 7| m ¥ % 2£?
(A) = ¥ 50%¢:1 paraembolic effusion #3938 i§+ 12 5 3|
(B) % 25%% 3R 5 B g pleural effusion.

(C) PE e pleural effusion % - ?;'3 &_exudate, WBC count can vary from <100 to 50000/ulL.

(D) Paraembolic effusion ¥ it H 3R SRR 8, BdF 2 W3l

Y

arenchymal opacities.

T

B >t w99 (hemothorax) shdcit » T r|fm ¥ 5 §_?

e

a. T_#& & Hematocrit (pleural effusion)/hematocrlt (serum)>50 %

b. &#im@ﬂéﬂ%ﬂ%

c. ATIHBMNFIN FEERALEL S

d. T ;%@Bl BE o HFgs ¥ A& &N (fibrothorax)

e. % 5% 11 (penetrating trauma)3l4= » WM X Kk L ILF 52 F £ 59
(hemopneumothorax)
(A) a~b~c~e
(B) a~b-~e

(C) a~b~c~d-~e
(D) a~b~d-~e



71.3 M & r¥ X % 8 g (acute respiratory distress syndrome > ARDS) » T 7| 4zif i@ —‘F%@g B

(A) 13#5 2012 & Berlin definition » ARDS J5 & 7@ * B » 4| L Be# X & > %3 § §RR
% 50% > vk F & I BR(PEEP) 5 8cmH20 > |7 eds % w % A B 5 90mmHg FF > H j&
¥ #2 A 3 moderate °

(B) & i ¥ ehangiopoietin £ endothelial permeability 3 B - ARDS J5 & x % ¥
angiopoietin-2 ¢ = o

(C) Ventilator-induced lung injury (VILI) &35 & * & e e BpF > 50§ B3R 7§ 71
&2 WA -

(D) Plasma soluble receptor for advanced glycation end products (SRAGE) % % s § P A
i % (lung endothelial injury) e 2 1+~ 45 1% (biomarker) » ARDS % 2 p* > J 4 plasma
SRAGE ¢ + = -

72. - =40 & § HFE B AR BT"% Bz oo iis % = X B4t S B o pE e Bl F 5N
% volume—targeted SIMV (Synchronized Intermittent Mandatory Ventilation) » i % f#
(tidal volume) 2% Z_% 750ml » »ex B ¥ ¥ EF 57 &1 Pressure-Volume loop 4-F > %—F“ -7

ﬁﬁ@ﬁiﬁ?

800 1

600 1

Volume

10 20 30 40 50
Pressure

(A) ;‘L-‘I}ii A er1 dynamic compliance = 15ml/cmH20
(B) Pressure-volume loop & 7 frwt § chf 4538 % 4 (hysteresis)3g 4o

(C) Aetf? AEFLHEY 4 o f lim
(D) LL}%%IR,L_Wib#{_ﬁﬂggg_pic)‘ﬂgm,ﬂ; ’&'-Qlﬁq*'f[ﬁ_kﬁx{l {E’LP& ix%'f;g’?l



73. — =eE e % #B(respiratory failure) s B8 % & 41 R 2 E (invasive mechanical
ventilation) » 4 ¥ B 47k (hiccups)shiF2j4 2 o X Beng F 1 Boj T i AR
%] (ventilator waveform) & i ?

S T

i
SYaddddidddaddaaidiadii

e T o N

S FLRJU
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74. T Bl A I B 22t ex B 7 £533 (patient ventilator asynchrony)zF 4 BF > vf e B vk on 2

4] (ventilator waveform) » & & st L Lk w > TP AT N E ?

SN 60+ /

£ 0 /

o .y ., N

e 21 N / f \ (™

— A" \L

C:D \-| N‘___l'__—_—_'_'f‘ 1 1 I

73] O 1 1 I [ i 1

L

a 20 T T T T T 1
0 2 4 6 8 10 12s

g 40'{ . P

SOOI DN NN

3 4 1 /_.I_i_ L _L_ I v 1

2 —40- - L" u

*80 T T 1 ¥ 1 1

0 2 4 8 10 12s

(A) Hf+4ceb § & I /R (PEEP)

(B) > f FFR L A& (inspiratory time)

(C)  Fref v B Ep 6> & 47 & (trigger sensitivity)
(D) #% B i § F ininiE (flow)

75. B>t & Mo e 2 38 f (acute respiratory distress syndrome)f| # i+$ i€ F (prone position
position) 4 ¢z & i B3R 5 - SR 7 $5(ventilation-perfusion mismatch) > % B & jZ ¢ F
Lt Bnz §o ‘ffljfﬁﬁ BFREF B &2 RIT?

(A) BB s n B EEER IR IVEINE i e 3 i o

(B) % T B PF o MAE L JRIEIE T W IR 2Lk EE T & (non-dependent portion) >
FiE

(C) Muef # g wmaiopind e yd f

(D) @z 33 EEE 14 (chest wall compliance)

76. #3vin & e % 8 i (acute respiratory distress syndrome, ARDS) £ 8845 {2 [ E A
¥% 'm*2 77 7 (allogeneic mesenchymal stromal cells for ARDS Treatment, START study) =77 phase
| £2 phase Il study > T 7| 4cif i@ —‘ﬁ%;ﬁ—?

(A) Phase | £ phase Il studies &f7miidsf— HFE R Fizmie L4 2o

(B) /L bt— AR A F 7 ove e v & F A v (placebo) i = F i PAE A ] o

(C) x % ¥ shangiopoietin-2 k& i3 st F AL Fazime 6 ] PF{S v & A 2w F P D
LLF 3

(D) = j% ¢ fFireceptor for advanced glycation end products (RAGE)k & #i3 b+ A 3 AL 5 iz
dnPe 6] PEIS VX AR ]G P RE DT MR o



77.The Third International Consensus Definitions for Sepsis and Septic Shock (Sepsis-3)¥f*% sepsis

£ septic shock #hdy it » T 7| 4kit fm —*ﬁéﬁﬁ;ﬁ’
a. ¥PUTRA L SR %k k0 ¥ 1% gSOFA (respiratory rate, mental status and
systolic blood pressure) » 3*& £_F 7 % F * i 7€ (organ dysfunction)
b. pra JE(sepsis)? I ek FIRF & AFF R L 0 @ ¥ SOFA (sequential organ failure
assessment) score & F 2 A AN EIN 2 A o
C. B Pes Jg(severe sepsis) 7 iR JE(sepsis) & & ,9_7%.‘« A B (tissue
hypoperfusion £ % F # it [ (organ dysfunction)
d. Prx M ik (septicshock) 7 ¥ prd & Hw B FE T ;ﬁﬁi%],.’% 4 £ (fluid
resuscitation) {s i F & < B & » r HpF T 30 R 4 2 65mmHg 5 & AU Bk R ¢
F* fa k B (lactate) 2 2 mmol/L
(A)a¥ b
(B)c ¥ d
(C)a¥r d
(D)b £ ¢

78. RAEY chip A A o B T oA BRSO T 3L 5140 4p M 2 " 3F 1§ (e-cigarette, or

79.

vaping, product use-associated lung injury, EVALI) ?
(A) Vitamin E
(B) Vitamin D
(C) Vitamin B
(D) Vitamin A

3 M Remdesivir ;5 7% ** L (SARA-CoV-2 infection)s /2 3 > T 71| @ ﬁ i F?

a Remdesivir £ - #& RNA polymerase inhibitor °

b Remdesivir i J ¥ 14 5 & 134k = #c(recovery day) » % H & F & i@ * 2L~ 3 R
R A BLE 3 F &R (high flow oxygen device)_&:’?:f’% B EZE o

c & % kA > Remdesivir ¥t ¢ & % & (40 1 65 BRI EG G oo

d 1 fE% k& > Remdesivir 13t 6 4 5 B 24 b 5§ o e

e. Remdesivir ;% 3 B 7~ = 5 > B4R % (placebo group) 't & I & kg F A B o

(AJ)a~b-~c

(B)a~b~d

(C)la~c~e

(D)a~d-~e



80. — 1 60 fk & (LT L & B ef e R ?f‘%—; ¥ » # # M ¥ (endotracheal intubation) £ & %
% » A e¥ 3 I 3 24 (invasive mechanical ventilation support) > - #& » 4c€§:},§5 EREE) S L]
BEZ 0t F 2 5 8% % (crystalloid fluid) 2000ml (30mi/kg) 594k ££5% 7% 7o (fluid
resuscitation) » 3 4 K3 (shock) ey jw o pL EFEd L B )N FE 2% (right internal jugular
vein) » ¢ . # 7% & ¥ (central venous catheter) » B 7 i3¢ & # 7% & 4 (central venous
pressure, CVP) = 11cmH20, » # < # "% n ¥ Jk & (ScVo2) 5 75% » L 35%: "% & 4 (mean
arterial pressure, MAP) = 45mmHg » & *% J* L)k & 5 12mg/dl » F & (urine output) =
10mli/hr > 5k T 2] dcit e —*Ff i FE?

a ~ 1395 Sepsis-3 =& o i Boo B4 P Mk 5 (septic shock)
b~ ¥ rd i Bds 45 MR 3F (passive leg raising test)fs PR I T e B Y
c~ % & ¢ 2 RA > norepinephrine &_t* #iuif § uE 4%
de b ? B § kR (Sv02) 5 75% 0 T 1 R KA e § R R
(A)a¥ b
(B)b £ ¢
(C)a¥r c
(D)a¥ d

81. — i* 70 #& T5 spinal cord injury with paraplegia ¥ o & KEZ > L it > £ 2R
Betea 200 o H 4 Spcd L HF 365 Co i & 134/88mmHg 0 & B 110/min » wE kg K
24/min > & ¥ 4 91%(#\1% EFPE) AR A FRE LT B KRR (pitting
edema)’ £ FE FRIRR g o TR INT R UTR K 4 o R 295 Wells'clinical
prediction score of pulmonary embolism 7 iR|4p #5224 e > i b ERR A B i @?

(A) 5 & > intermediate probability
(B) 6 # » intermediate probability
(C) 6 ~# > high probability
(D) 7 ~# - high probability



82. — =75 AR T M FRAEMERER > Fw NS R perfusionscan & 4 0 B E 40T
[ i It w4 sk w?

Before surgery After surgery

POSTERIOR ANTERIOR POSTERIOR ANTERIOR

RIGHT LATERAL LEFT LATERAL RIGHT LATERAL LEFT LATERAL
(A) Recurrent pulmonary embolism

(B) Reperfusion pulmonary edema

(C) Pulmonary artery steal

(D) Pneumonia

83. 1245 The Fifth World Symposium on Pulmonary Hypertension » = 7| I a I 4= 97 pulmonary

hypertension 4 4 i 1 Fa?

a. Lymphangioleiomyomatosis />" Group 1 pulmonary hypertension

b. Valvular heart disease /> Group 2 pulmonary hypertension

c.  Chronic obstructive pulmonary disease /4> Group 3 pulmonary hypertension

d. Chronic thromboembolic pulmonary hypertension & ** Group 4 pulmonary
hypertension

e. Drug- and toxin-induced pulmonary hypertension % *" Group 5 pulmonary
hypertension

(AJ)a~b-~c

(B)b~c~d

(C)c~d~e

(D)a~c~e



84. 3 B ANCA-associated pulmonary vasculitis » ™ 71| &zift ® —‘ﬁ%;i?

(A) 4#7% >* small vessel » c-ANCA 2 & F_ 44+ myeloperoxidase » p-ANCA 2 & § -4
proteinase 3

(B) Granulomatosis with polyangiitis %] 7 70%; B b etsig 5 R Ao 20-60%
BARLA ¢4 2 AL > 90% 4t o & ANCA § B ft -

(C) Eosinophilic granulomatosis with polyangiitis ~ $% 4 J5 R € 25 asthma 7 o L&
S REFILCHRES G GEEFRES L HEI p-ANCA R LG A o

(D) Microscopic polyangiitis 4+ % >+ 9 4 » < 3R A4 T R € % 2 rapid progress
glomerulonephritis (RPGN) » 12 p-ANCA 5+ 5 4 o

85. F B 640% § Bl b BEF P e T AP K D A?

7-< PAP: pulmonary artery pressure
% PVR: pulmonary vascular resistance
™ CO: cardiac output

L

(A)a i CO>b 5 PAP > c % PVR
(B)ai CO'b % PVR>c % PAP

(C)a s PAP b % CO>c % PVR
(D)a 2 PVR*b % COc % PAP

Time

86.— LAk7 )iz 3 s (sickle cell disease) i & Gk X e A PF >0 R DIRA G S g fres
ok i (dyspnea) 0 M PFER & Y gE G T oA B 4 T 2 |URA Ak R
a -~ "&%y (empyema thoracis)
b~ "%k
c~ & ERN e %
d~
(A)a® b
(B)b & d
(C)a¥r c
(D)cer d



87. #+>% increased pressure pulmonary edema =/ ¥] > T 7@ —“‘F]’JI Fa?
a ~ Inspiratory airway obstruction
b ~ Pulmonary venous hypertension
¢ ~ Decreased alveolar surface tension
d ~ Increased lymphatic outflow pressure
(AJ)a~b-~c
(B)a~b~d
(C)b~c~d

88. T 5']]‘3‘1%&??—‘5;1{5{:
(A) F - "5k 4 EGFR 4 Dell9 ~ PDL180% > i¢ * fkitf » 4 i iE 4% -
(B) 4% i~ EGFR Del19 mutation i fE oK 0 pdk b L858R ?{%‘m}{% A e
(C) F - 57 &4 459Uk ¢ > § EGFRDell9 ~ PDL155% » #iu & T e % s L
EGFR TKI °
(D) D.EGFR % % % ZLI% 'H_m[,ia A 5 4r% PDL1 < %Y 50% » i# * TKI ersc % v PDL1 # %
i 4 L

89. Po A B ERERLLHANEF Y P JF,’Z ¥ e pE € * 3T ALK fo ROS1 transfusion Fs 4
s A2
(A) Alectinib
(B) Brigatinib
(C) Crizotinib
(D) Loratinib

90. F Bt % = # 2] e % f(NSCLC) » T FIME P I FR?
(A) 45 AICC ¥ Aok > 5 = % 4 5 A fellB -
(B) A dBin i »% =5 mp2 o » CCRT 5 &8 aonf 50 -
(C) Tkt pmt s 8am 3 N2HT &S vinfek 5 3CH -
(D) ¥ % =W > TR HE T IR EREOTR -
91. B i #p ] ww*s (extensivestage)’ B #i0= 3 A VAR - E R o RN 5 2
(A) Etoposide + platinum
(B) Etoposide + platinum + anti-angiogenetic agent
(C) Etoposide + topoisomerase inhibitor
(D) Etoposide + platinum + PDL1 inhibitor



92. 1345 NCCN guideline 2020 # % T i3k ¥ 2 7 » - ML &iwdh ?
(A) RET
(B) cMET amplification
(C) BRAF
(D) PDL1

~

93, & % — &\ - R ALK Frd B2 18 0 F A2 T A fr H L
= R R 2?
(A) C1156Y
(B) G1202R
(C) G1269A
(D) D1203N

\%\ﬁ
I
Bt
i
5
=

VILPF > iEZR R * 3

94, AL P HENR- B XA LTRHEL § - B 2AEHEEL 2 RELE
FrHLs Ul o 1395 AICC 5 AR A 0 gt 4 3 0 AL
(A) Stage IIA
(B) Stage TIB
(C) Stage TIC
(D) Stage IVA

95. $243 2020 # NCCN 473l > § 5 % EGFR R L MBI » 2 &t * chEH > vi- Bl L
*% Category 2B ?
(A) Osimertinib
(B) Dacomitinib
(C) Afatinib

(D) Erlotinib + Bevacicumab

=

96. /2T 5 B Lungtransplantation & & #r#|# 4~ & * 2_ gt > fﬁﬁ Fr 9

v
e

(A) B = #hinduction therapy ' ATG (anti-thymocyte globulin)

(B) Flh FEFr|Ed ey o & LR (S Ji 4 ¥ 2 % corticosteroids

(C) M-TOR inhibitors & A jtv{s & f-FF 408 * o

(D) B # g4 + &% * 71 CNI (calcineurin inhibitor) % cell-cycle inhibitor s & %
tacrolimus # mycophenolate acid °

o



97. 56 F A EHF AL TG - 3.5cm MR 0 2 F#EF 5 Lung adenocarcinoma ©
PET/CTscan AR BGOSR R BB A 0 Brain MRI & P53R 845 o R
-t Bﬂ;#kw‘f}‘ R~ /ﬁi“f“{ﬁﬁ' i IZ PSR AT L & B3 3 = % 0.4-0.6cm i

& » 7% % 5 adenocarcinoma ° @ ¥R T i“f group2 ~4~7~8~9 T 5o HLiR
AT group 7 ¥ G A MM T HA o aLblﬁaayaﬁ@jﬁqﬁA\ﬁp,:

(A) 1B
(B) A
(C) ms
(D) IVA

98. 47§ B carcinoid tumorlets 2_ 4zt > i H 45 3% 7
(A) carcinoid tumors measure -] >+ 5mm in greatest diameter fi-2_ -
(B) 73 = & 2 — ¢hpatients with bronchopulmonary carcinoids 3 tumorlets °
(C) mFFLEEHMo
(D) Tumorlets have either typical or atypical histology °

147?

nn

99.B »t i = AR G ot F A, T A Jr‘{ 5 MoK
(A)JAmmonia
(B)Hydrogen Chloride
(C)Sulfur Oxide
(D)Oxide of Nitrogen

100. R >t Thymic carcinomas 3 [ endzit » T 7] @ ?‘{ L2k
(A)Predominantly occur in adults and have a poor prognosis despite treatment with surgery
and radiotherapy.
(B)Aggressive locally invasive malignancies
(C)Typically large, heterogeneous masses, with areas of necrosis and calcification

(D)More commonly associated with pleural implants compared to invasive thymomas.



