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1. 2024 & %A % TNM staging AICC % 9 4% + $-$1 4 8 i (e » 14T Jy i o 4 &8
¥

(A) HEN2H" Z2HEBMmA = N2a -

(B) 3 Bop @B pmad s 22k BF A fwh & Mlc2 -

(C) TIcN2a#t~ #p 5 stage IIB -

(D) T2aN2b 44 # 5 stage IIIA o

2. % — ¥ % J(Stage I lung non-small cell lung cancer )% X =+ jiF>» FE o DIV B g 4
DR BERpEBRLITE R LI > T R RT

(A) :}]%Ii'—’_fﬁ + B IRHEAR ik fo (Visceral pleural invasion) » 23 = n ¥ & J°
(lymphovascular invasion) °

(B) A | A% 1 53 24

(C) JpmAFE R~ 73 2 (Poorly differentiated tumor with solid type predominant) °

(D) Flpg ra s @ d e FlF o $%F30s g “,f (sublobar resection) » * {F43 ",f
A i RERT B

3. MR iR (pulmonary hamartoma) &gt » 7 7| I AL 7

(A) SRR AL FARE BB RS L ARF TR 238 L 85 2 %
EREBR RIT Y RTRR RG22 T

(B) #Hmeny AL 22 ifihme » 2 L8 WESX S St b L far Rk -

(C) FHERmELIT R ma s o BUEELY GRS ARA 2L 1 BPrR - 5
e

(D) WA 2§ At g T i 2 F AP AN A R &5 LRI B

LT

4 E

{t

4. 1345 International Society for Heart and Lung Transplant (ISHLT) » 12 ™ = 4 % 8% # 48 %
R g R Y
(A) 4% AL HEBE L9 T E PN F F RIFHFALE 50%
(B) &= "WHELiee > 90 X FEF + 3 80% °
(C) Frd Fied Foh b ST G U OF R RO Y BT £ T A 80%:
(D) 4r% ARLWEBL LM - PN 2= FA2E 50% o
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5. TAR ARG AR HESE LY

(A) 55 3L+ » COPD #c& FEV130% > 7= B ? FIW PR Link ¥ o

(B) 37/, % |4 bk » & & Fp 2if > pulmonary lymphangioleiomyomatosis # #f 2
ZFE o BRI BRE Y o

(C) 40 gk 4 > HIV i & 0 33 & & viral load <50copies/ml » COPD FHEFR o

(D) 65 (kA4S » izt » A &w L} Ef"?_ﬁ_-‘fé’;iﬂﬁ*ﬂ,f = "TEF”Y‘]\}E’F- stage I °

6. 7 B germ cell tumors of mediastinum (GCTM) i@ —"Ff 529
(A) w255 (Teratoma) & 5§ L % ie s 78 wmbe B (GCTM) » 41k 45% -
(B) =# ﬂfzﬁr‘ﬁ*ﬁ KORved 78 mie By o vt “)»LE@:E SOGRE L H F L2 TRk Rk o
(C) = %3k % extragonadal germ cell tumor B ¥ 3 4 R ix o
(D) # k k% F(Seminomatous GCTM) % 3 2 b b » 224 25 Tz R -

7. 7 B Thymic malignancy » ™ 7| 4zit @ & Rz ?
(A) % Thymoma ® - ¥ iz}t & fmre (Eplthehal cell) 2 % # = 3% (Lymphocyte)tt & 4 #f o
(B) # Thymic carcinoma ® - i# = F A %4k & (lymphoepithelioma-like carcinoma) & _& ¥ &
14 4 o
(C) 1345 WHO histologic classification of thymoma - type C & 45 thymic carcinoma °
(D) &% ”’TUE"? gy PR A G0R VM ¥ % BriF (lymph node dissection) o

8. B ** Myasthenia Gravis Foundation Association(MGFA) =4 % » #® ﬂ K 4R 7
(A) MGFA 1 % BB 2 2 R A 4 o
(B) ClassI % ocular form -
(C) ClassII & mild generalized form °
(D) ClassIV Z - H A ¥ FLEFH¢ o

9. T3 —%" 2LE v R A B £ w957k 9 3 2 (extrapleural pneumonectomy) £ i 9
(A) B'UEE Ry o
(B)  RELESEH = SHA -

£

F

0

(C) § o 8039 R iR Jo st o
(D) g mikris * 4 w5 — §; & (forced expiratory volume in one second > FEV1)+ ** 0.8L -
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10. T AR A]G R 2§ %9 (Traumatic open pneumothorax) sz it i@ —“‘Ff 45357

(A) F v B /C8iTF Fehzr2 -2 7 d)asei 359§ (sucking chest wound ) » v
FREZFRERE NGy EREBRE L RS LR R 0 S M -

(B) =wix ¥ F fensidh# & 4 5 500537 & (mediastinal fibrillation )¥ iy 5%« 3% 16 % >

A2 5l print o

#

(C) ¥ = % ¥l (three-way dressing ) » #3732 = (B4bpE ~ — F B> V3 HEw | > §
ESE LS T

(D) ?]fﬁ%f *if,' I’E%i{&w 2 e l;%"'/i"‘;:ﬁ_u'g? L EATRSREIR o T Zé’_zf?f‘ji
BRIGT -

11. 3 B % 3 3f i /x(gastroesophageal reflux disease * GERD):4p Bf Azt > 11T i@ —*Ff Vo A
(A) GERD & Az & % heartburn ¥ regurgitation °
(B) #pficharcs ERABECLHLT T R M0R -
(C) =+ ji=(antireflux surgery)™ 11 ¥ & @ ig dysplasia 2. 42 & & i o
(D) &7 #.# %> ;7% 5 ambulatory 24-hour esophageal PH monitoring e

12. 70 e § 4> B 24 > Z ¥ 5 9 i squamous cell carcinoma » § p AR40A2 5 & (EUS)
BT R i 25-32 24 0 BPARR A T2 WINT R A ST S R F A B IVH T &
Jed #5175 0 Tesk 4 ) & ¢T2NOMO » 3B 139% NCCN guidelines > & sk B 4% X 1T
Pk 7

(A) Gp AREAR “ﬁ% (Endoscopic Submucosal Dissection > ESD) o

(B) E#&Fjv7 “# (Upfront surgery) °

(C) b ieddz (“Hing » Finf F o 4 T EREG L

(D) SR ARGANZ]E & B cifing o

130 B 2 S g ehAi o T OAIRE 3R

(A) Leiomyoma £ S & ¥ L2 i > ~ 5mRil) gk o
(B) FR4£EXGEPMBART LI Er Y RERETD Y-

(C) #3208 F 2R gk mET RS

(D) * 3@ agz? TE-

14. B > Barrett's esophagus fhgcit » T 7 ie 4535 7
(A) Barrett's esophagus €~ 8 & if 7 s % > 7 av $ 3 9 Ay
(B) - P2 % afing B > 23 ¥ 2N AR4ELE Bidk & (routine surveillance) °
(C) 38 F Rdr Tla 2 Tlb k¥ 114 i ARBLARI i 1% 7 o
(D) #>* high grade dysplasia 2 5 Ll SR & 485 N ARBLALIE 7 15 £ 0 o
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15, Fsfin s ¥ LenE Fop ik > 2 ¢ T AR — 38 9
(A) #rpsi+ 5 s Flif(transient dysphagia) °
(B) 5% 1" /8(frequent diarrhea) °
(C) % %Pk # (Increased flatulence) °
(D) _ "g 3% %k (Gas-bloat syndrome) °

16. t4pf GLOD stage  COPD % % (BMI>30kg) o &2 2L07 B2 qp st » Wt iy £ B i ¥
(A) W= MR K e % % f @ R IC/TLC > -

(B) E;—‘:’.l&—:ﬁ g1 DLCO # B2 58 o

(C) #*=R & post bronchodilator FEV1 " 4 -

(D) 5wig ¥ SHFEVI/FVC tp i B E -

17. A home sleep study on a medication-free > 27-year-old » nonobese man presenting with mild
daytime sleepiness (Epworth Sleepiness Scale 9/24) » nocturnal awakenings > and unrefreshing

sleep #* Bl 3| er3s B7 7

s ~N
Snore 4 " + 4 + Tes . s 4 . + l ..1.. '
U SV U OO (U N Y ) DU FomPay 10 Sy vl | L o[ T ¢ Y| e i
Airflow ""'- v Ml Ay '.‘r»f NIy e A
" |
Belt ".'. . [~ ’ . I l"l » l : . . ‘v . . “ ' ‘ - ‘4‘ l.'I .‘ & . ‘ .‘ . . l
Y V v v J 4 v \ y ) v ! ' V i . yV
S N AR sl e
s, e A TSRS A~ IV N T T T A T
HR P S Woam WP 3 PEal q A oy o T ST — R gty | J N o
S 8§18 S 8|S S 8 8 S 8 S 8 S S| S 88 8 § S S B S S|s s 8|8 s s
/

.

(A) obstructive sleep apnea °

(B) Mixed sleep apnea °

(C) central sleep apnea °

(D) Upper airway resistance syndrome °

18, - =62 k* > AT B @Iﬁs g > PR * Chlorthiazide 25 mg OD and Amlodipine 5 mg
OD: ] ¥ 5 4 )T*u;/) o serum K+ was 2.9 mmol/L - urea and creatinine & ¥ ° # "% & /&
o 7%+ > pH: 7.47 > PaCO2 : 47 mm of Hg > PaO2 : 93 mm of Hg » HCO3- : 34 mmol/L »
Urinary Cl- : 34 mmol/L > urinary K+ : 40 mmol/L » T 5| #zit e 45 3% 7

(A) HHdg? & o

(B) thiazides (diuretics)i = o

(C) Amlodipine 5 mg OD % = -
(D) 2§ FTHREREP L §HRY -
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19. 65/ T2 ¢ ao b f RILIEH g (COPD)» B AIR® § 1 4 § 5 356 Aol fal
GEESIE S IPNCRE X FRTS EE REEEE RS LEILY B L F S PR
5+ pH @ 7.40 > PaCO2 : 45 mmHg PaO2 : 67.5 mm of Hg HCO3— : 27 mmol 47 %3 8t + pE=7
= fﬁ_f’i%ﬁ EF ew™ Burodium 1# stat & 1k = gL T A cyanosis MRS L6 /A 4 B
ke f A 47885t pH  7.26 PaCO2 : 60 mmHg PaO2 : 45 mmHg HCO3— : 29 mmol/L
T g P E AR Y

(A) acute respiratory acidosis °

(B) Central hypoventilation °

(C) Sleep apnea syndrome °

(D) %+ Flumazenil > controlled O2 and nebulised Salbutamol

20. Arterial blood gas (ABG)¥ Vein blood gas (VBG)#hécit i@ —"Ff TFE?
(A) ABGHCO3-1 ¥ {& 22-26 mmol/L VBG HCO3—1 % i& 28-48 mm of Hg -
(B) ABGPaCO2 i % 35-45 mmHg VBG PaCO2 & ¥ 38-52 mmHg -
(C) *&Z NI L shock PF¥ 11 vein gas Px#—'xpi\?f%/@?—_ °
(D) COPD & #3447 % st CO2 retention P¥¥ 14 vein gas Fft 5 45 (65 &L F @& %

vk ez % o

21. Central sleep apnea =1 polysomnography # I 4z it 4% 3% ?
(A) hyperpnea period ! JF? & crescendo—decrescendo pattern °
(B) Hyperpnea periods & & &_apnea periods 1% = & o
(C) Apnea plus hyperpnea & & -] 3 — & 45 o
(D) = =t per breathing cycle #¥ ¥ =% #c % 3t 25 =x o

¥6F > £ 2TFE



22, MR BT S P fAPERE 7

11:21:00 FTF 11:21:05 FF 11:21:10 TF 11:21:15 TF T a1:21:20 FF 13:21:25 TF
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b o
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n 0
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CHEST »
nw 0
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® 95
o
Puke :annaqnnnp 28 82 9 ¢ @ & TP EEFTI I OIIETTT OO R RN o .
ll.l%ftLeg ) :
Right Log et o
W 0 ) et 4
-

(A) Stage W ( Wakefulness ) °
(B) StageNI (NREM 1) -
(C) StageN2 (NREM2) -
(D) StageN3 (NREM3) -



23, $ TR & R ERERE 7
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(A) REM -

(B) StageNI (NREM 1) -
(C) StageN2 (NREM?2) -
(D) StageN3 (NREM 3) -



24. ' 7 Cheyne-Stokes breathing 1/ *k £ central sleep apnea £ F|VRIT A 5 B F OB TE D
(A) HEFHm o
(B) % fg -
(C) B /kp -
(D) ¢ %A B o

25. ] F iE A e & % # i k(Small Airways Dysfunction Using Oscillometry) & # #* #
GRS R AT TR R) O P HLER (SAD) sk K 4R 2

(A) FEVI/FVC +* & & MME25-75% % $-#c > $3° | g # it @@ g B % ©

(B) MMEF25-75% » i & &5 chd P 3| % § i o

(C) gff’fg%l&;ﬁﬁﬂ;& FETEFIN R H AR ABN IR LKREY 52 A8 L
R LB mﬁ.jﬁ °

(D) $ 7 % # 3 » FEF25-75 M0 3R] 8 65% it & /2 %] 2.5%7 SAD & » @ R " #

it & 7 Rrs5-20 428 0.07 kPa/L/s P it & ‘?v'J 6.6%9’!.&.‘3{ ZRiT198% -

26. T AW e Pin f B At > R AR D
@ Rifampicin #r4] DNA-polymerase > #f blood brain barrier 7 i% sc # 4+ o
(2) Isoniazid 5 prodrug » i & & * 3514 1 ] mycolic acid & = o
(3) Pyrazinamide 4 F30% ST H o B A AS 6B ERARD -
Ok ¥R > Ethambutol &£ 7 3% £ 5 7.5mg/kg/day -
(5)Rifabutin & clarlthromycm ~fluconazole # protease inhibitors 5 * ¥ iy § H R F F W o
(A) OB -
(B) OO -
(C) @B®-
(D) @O -

27. TR PR F At o PR
(A) Z4%¥ rlv; Pyrazinamide (PZA) » JR* Isoniazid P¥ » & e PF B %44 pyridoxine (Vitamin

B6)

(B) Rifampicin § *vif M F 4 hil B0 o IR * U JR¥F A % > Rifampicin § & 2 ¥ 2 #
st g o

(C) PZA % nicotinamide #f 12~ (analogs) ¥ E g wmre pOBeE(pHS.S) TR 5 ¥ Meni

AR Tﬁﬁnﬂ ?"R*Eé] ) E:F‘« 744 F 0 B ;}]ﬁ A ©
(D) v F-REFT U A0 Bk RN 2 R ZDREE 2 3 E0F

= REE o

¥9F > 2 2TE



28. T Algnit P Ap R Y
(A) Omalizumab #r#] mast cell v eosinophils * 7 IgE high-affinity receptor °
(B) Mepolizumab % Anti-IL-5 > Benralizumab B 5 Anti-IL-5R » = —“Ff FSEPET St F s 1|
eosinophils i£ 3| "% 3 WL eni® * o
(C) Dupilumab %’gv} e IL-4 4o IL-13 % & % IL-4Ra > #r+4] Th2 cell A 4 o
(D) Tezepelumab %"g d 2%t TSLPreceptor » #r#] Th2 cell §= innate lymphoid cells 7% i » j >

= 7 Type 2 inflammatory cytokines # # -

29. T ANE AR R B A Y
(1) Sotorasib : KRAS G128 -
(2) Amivantamab : EGFR Exon 20 insertion ©
(3) Brigatinib : ALK rearrangement ©
(3) Selpercatinib : RET rearrangement -
(5) Dabrafenib + Trametinib : BRAF V600E mutation ©
(6) Entrectinib : ERBB2 mutation ©

(A) ORB® -
(B) O@®® -
(C) @@O -
(D) A@E® -

30. T3 ¥ COPD %#%ﬁi'?‘iﬁ%F?—?
(A) i * v » | anticholinergic agents & -] = 3% f§ P2 B> ¥ it ¢ 3% glaucoma °
(B) Umeclidinium #p ¥f** % 8} <7 anticholinergic agents ¥ M2 receptor si38.fr 4 #3g > € 3
#1455 % ff %= # ehacetylcholine f# #x °
(C) Roflumilast & & % iE$r+] PDE-4 & [E %7 cyclic adenosine monophosphate *# f# » i 7| *%
ek w3 g WP o
(D) Ensifentrine % dual PDE-3 and PDE-4 inhibitor > 33 ENHANCE Trials ¥ 14 :z % COPD

Ji * fhaverage FEVI » & > moderate to severe exacerbation fri i& 2 & & 7 °

31. T 7R > asthma % $ it > @ —‘ﬁ@g;}?—‘?

(A) “ﬁ% 7 airway relaxation 2 ¢+ > f2-agonist » ¥ )4 % vascular permeability f= airway
inflammation o

(B) Anticholinergic ¥+ # % + -~ fixed airflow obstruction % T 4 A e asthma i A €
L j{”}; 3L o

(C) Corticosteroids i * ** cell membrane =7 specific receptor » (5 d T 5§ /&3 & histone
acetyltransferases f- histone deacetylases » #r|ef & i 3 & o

(D) Montelukast % i #r#| airway smooth muscle = macrophages _* 71 cysteinyl leukotriene-1

receptor > j& *> bronchoconstriction *  mucus hypersecretion > and mucosal edema °

F10F - = 271



32, T MR 0 #% EGFR (epidermal growth factor receptor)iy J 7 tyrosine kinase
inhibitors (TKIs) 2 #zif - e & 45 3% 7

(A) Erlotinib fr Gefitinib ¥+ EGFR s7adenosine triphosphate(ATP).5 & = & ¥ if }+ (reversibly)

(B) Afatinib ¥ EGFR ¢ adenosine triphosphate (ATP) 3 & i £ ¥ if (reversibly) 2 & > it
Blitr % » ¥ &7 e AR (blood-brain barrier) -

(C) Osimertinib ¥ T790M mutation F »< > 4p ¥+** Erlotinib {= Gefitinib &7 7 k& #& B o

(D) Amivantamab 4 - f& {4 2 'l“i%mﬁ_‘g (bispecific) » P12 £ g 4 £ F]3F X 48 (EGFR)2 &
B+ A i F]3 (mesenchymal-epithelial transition > MET) 5 P & o

33. 7 M &R LA F L (invasive pulmonary aspergillosis) 2 $5 it > T FI 7 F 45357
(A) Aspergillus niger 5 & % L 3142 Z B PLLHY L A -
(B) LAFNI 2apt > RV BRBHF™ L -
(C) rﬂﬁf% ARAEHFHBE AAAFRI 2T RARTRERHAT Lap o ERAFT
ke L
(D) ?ﬁ B %R 1T L % & (nodule) 2 HE B (mass) s b 0 B R F i IR A2 EE s
(GGO)=rk & fx(halo sign) °

34. 7 M Eakgm 4 i E ol A+ AP B 2 % 5 F) s (Influenza-associated pulmonary aspergillosis
IAPA) fr 77 % % X o & 4p B 2 % 49 F] s (COVID-19-associated pulmonary aspergillosis
CAPA)2 fcit » o & 4352

(A) TAPA 2 CAPA 2% R T v 4 S L R % » K it’c?"rzl’f 4 FF a8 10-20% -

(B) Bt impmd A &35 Lpd B Ry 40 £ 8459 IAPA & CAPA - 231 i
A 4F HF]F o = i’% Wk 4% 5 ] (pulmonary asperg1110s1s)i R Enis o

(C) IAPA 4= CAPA ¥ ¢ * = vk 3§ (Triazole)% 4~ (4= Voriconazole ¢ Isavuconazole)i® 5 % -
SRR

(D) ¥R EREAF # 4 F ¢ L(invasive aspergillus tracheobronchitis) ™ ¥ g & & & * 7%

it edfi 7% 4~ (nebulised antifungals)

35. 3 BM*E£3k ) X (Pulmonary cryptococcosis)shigcif » T 5 i@ fg—g’-‘?

(A) whE#ur¥apl  ERED LHPGLR ¥ imzwii:% w7 F i (lobar
consolidation) % #* F® fr' HORVEM T B % (hilar and mediastinal adenopathy) °

(B) $>rmpfap A S Lt RR? 2 NERFIUGEAREZ V2 HE T AR
SN2 Colomzatwnﬁ%?}_@% BiLo L2 @ EBH ISR o

(C) s AR & 30 &0 2 IR FW LF 1 & * Fluconazole /o °

(D) Ak g 2 "8k pﬂﬂ?* A G BTk Mk A ik (cryptococcaemia) 2 P gAY 5k Sk e 2
I H 0w (TR F 5N L (cryptococcal meningitis)is F

FUFE -2 2TF



36. 7 B iR & (Influenza virus)ehr £ 7 4 F f (Corticosteroids) shge it » ™ 51 @ H&F?
(A) A % FIf(Corticosteroids) ¥ i 2 £ f5 & # & p# (prolonged viral shedding) -
(B) A §7ug FIfs (Corticosteroids) ™ iy &2 fips 4 E 4 LA 4 5 M o
(C) i RmEp > 22ZFHRET 4L ’p‘rffﬁr‘]ﬁiga(Cortlcosteroids)'}é:)% influenza -
(D) % & F MILre g 2% g5 & 114 (¥ (COPD exacerbation) & ftif ehpe s 2 ik 5
(refractory septic shock) » 5222k @ %74 H 47 F % (Corticosteroids) 4 & 7. 4 & Ji 42

37. AEpeEe Lk ALiTh ML o UJIRE F A RPN > BTG F R TRNIHTA L -
§ LE’J\% 04 I r‘ﬁcickﬁ;i:f"%»—g » Bk IR e o —r;”ﬁgf‘,?f—?%‘ N ;;;rj? SRR 27 23

+
¥l
H—
IS
~0

(A) Figd ﬁ‘% T A e T ¥ag 23 =t 4 4 (dichotomous branching)

(B) "pFE¥ A =84 ¢ > 2 4# ¢ (conducting airways with cartilage) » it w2 § ¢
(membranous bronchioles (distal conducting airways without cartilage) > ford st X o X
# ¢ (respiratory bronchioles)

(C) KA gm 142472 EFRHEH N -

(D) XB>iimit F# 2 B F M dEri o

38. iz Eal s oF M £ R e F e 3 alveolar type 1 (AT1) » AT2 e384 alveolar
epithelial progenitors (AEPs) » & 7| b »% i S5 w2 it > 0 Jr‘{ L2890
(A) ATl P2 5 & 90-95% "2 4 o #4 ©
(B) ATl w2 5 & & # i % # 48 2 ##(gas exchange) °
(C) ATl orAT2 325 A i Rzpimre o
(D) AT2 ‘m*®e ¥ 11 ki 4w 75 48| (surfactant) o

39. A #ERE i - B %A ‘h #(thoracic cage) b R R LA FfTig opk Bl BT F L
e oo T RPN eE e ouAp B 4t 0 @ —‘Jg % 2E?
(A) * %k € & 5wt 9wg "5 (diaphragm)
(B) ¢ cervical nerve roots C4 to C6 =41 °
(C) H"yep Bl 40T 55+ 5% type I fibers » 21 + 6% type Ila fibers > and 23 + 3% type
IIx fibers °
(D) #% C # %% i 5w %k (quadriplegics) ’ sternocleidomastoids ¥ 5 #8 4 ¥ e 54

nb°

127 £ 2TF



40. A BEIHPNF F R FF £ B sensor MEBAMPMNF F OLEETE T EE
& F < B(chemoreceptor)4cit » —“‘F]’ 5289
(A) & & & s chemoreceptor 3 carotid and aortic bodies °
(B) Carotid body p 7 #itype Icell » 5 glomus cells @ :4% ¥ 255 o
(C) P 4§ 3L 5 Fed+indf » i B H T o
(D) Carotid body p 7 “typell cells » % sustentacular cells » 7 & 4% wm % o

41, 52 H ﬁavw‘%»]m‘“ﬁ AR ﬂ%»]&:fﬁﬁ—v&g o FRm W kmiE A ,.z,ﬁ;ﬂn o @ n ek
Teg Lo & - BT B FUEIRE LA S @OKA A § P ¥ g L pressure-volume
loop ifd" SP AL A Fe o ALRT BT IR iu’»«f" ’F?%Ii 0 AR *‘ﬁ EY ?5?

5 saline filled
200 o=

—-’
”
’o' I’
r' ’,
)
e ¥’ ,/ air filled
2 ’ Y,
)
g 100 N
2 /
/
S ’

50

Pressure (c= uzo)

(A) gbﬁ;?;;:%ﬁv{afc—;mg\,agg,; o
(B) ¢4 % d alveolar type 1 cells 4 i o

(C) ¢4 & % mixture of lipids and proteins °

(D) Dipalmitoyl phophatidylcholine (DPPC) .5 ¢ lipid 50-60%

42. # s (hemoptysis) &3 WAL 1 & & F Rt i o T FIME T L AR WA > P 5 2D
(A) = £+% i (massive hemoptysis) & » 500 mL of expectorated blood in a 24-hour period °
(B) f=& % L& F]5 bronchiectasis » cystic fibrosis or complicating fungal infection o
(C) gt » ¥ reid * i ¢ % (angioembolization) » H#-3 7% & @ o
(D) = ¢ RERFF 5 2-27% at | month and 10-52% at 46 months °

137 2 2TF



43. R 2% o (interstitial lung disease » ILD) » 17 # RF|EF s AR B2 &
PR RAR MR e R SN T AR S Y
(A) *~ # % diffuse parenchymal lung disease (DPLD) -
(B) % & —‘ﬁ I IReE O FERE ~ 4o 0 P G crackles (velcro crackles) 0 % B R R o
(C) F73 7FHmL > 7% 8 FlRE4e MUCSAC * -
(D) =ikt 7 BHAF I # » ¥ 14 g transbronchial cryobiopsy » & & 7 & #L B [}
(MDD)™ » I fg 13 % 7 ﬁa?l surgical lung biopsy °

44. 3 |29 g a1 (idiopathic pulmonary fibrosis » IPF) » S_p-if 38 & W IR @it s o &
FERFIE D BERFGE S EFEFE S e PR LY o T FIM T IPF dif 0 i@
H Y
(A) * # % Cryptogenic fibrosing alveolitis (CFA) °
(B) /% F5 4 % &~ % it o4k 1% %4 TERT
(C) @™F 4 &+ ¥ i J IR inspiratory crackles f= clubbing finger °
(D) P w 5>#+ 3 5% IPF 2% ! nintedanib {v pirfenidone -

45. A { (hypersensitivity pneumonitis » HP) » * F 5 ¢F F]{: g a7 42 5 { (extrinsic allergic

alveolitis) » 3 XL F| /b kf WA it > ERBIF UL B BFT N AELE R
6 A er SRR B ek o BRI (S 0 T o FRW IR AT o T 55 B HP Aot
frg 7 %7

(A) BfE2 P& F# 2547145 2 F & &4 pigeon breeder’s disease » farmer’s lung »

humidifier lung % -

(B) B = A& #Ee 7 # * acute > subacute » chronic :<## * non-fibrotic and fibrotic HP -

(C) fibrotic HP £ % - ¢ 7 £ A4 & it 4o“three-density sign” » iz & nodule °

(D) “ﬁ%iﬁ”ﬂﬁ%ié P REER SHFRRFBIVR 0 D@L -

46. Interstitial lung abnormality (ILAs) » % %383 2 B o P iTHHEF AR T o F A gai
PTG EE o T AT R R ATt 0 P GR 7
(A) BE¥RHE % 7 ground-glass or reticular abnormalities > lung distortion » traction
bronchiectasis/bronchiolectasis > honeycombing » and non-emphysematous cysts °
(B) 2 i # T_& % ¥ involving at least 5% of a lung zone °
(C) =% % % subpleural non-fibrotic 7 % & &z 4 W g @i o
(D) =% % % subpleural fibrotic % % & k5 4 g ai -

F14F - 2 2TF



47. BT jbrig 4 0 R 4 1 (progressive pulmonary fibrosis » PPF) » 5 ¥ 3R X
IR o s FREH DIReE FEE > ek ¥ o B PPF

& %2k 9

p
(A) Worsening respiratory symptoms °

(B) Absolute decline in FVC > 10% predicted within 1 yr of follow-up °

BAGRE AL
DU

(C) Absolute decline in DLCO (corrected for Hb) > 10% predicted within 1 yr of follow-up °

(D) Radiological evidence of disease progression (one or more of the following) e

48. T Fim —*Ff Hi9 1L A 4% F(Legionella species) » i = % 0 4 S F L cFuig jT 7

(A) A » (aspiration) °

(B) 2 #+x » (direct inhalation) -
(C) Fod wp@ig o

(D) #j§idig -

49. Ap$Eaa A1 s 2L ]9 (atypical pneumonia)i ¥ HI e & o fo g Z 220

(A) Gradual onset of fever °
(B) % %3 % 4 5% j](culture a pathogen) -
(C) ¥ & non-productive cough °

(D) Relatively normal white blood count e

50. i = necrotizing pneumonia ﬁﬁi:}fa *;;5] » T3 i Jr‘{ U9
(A) Mycobacterium tuberculosis °
(B) Anaerobes °
(C) Streptococcus agalactiae °
(D) Gram-negative bacilli °

51 " L BE R4q 1R CURB-65> % ¢ 2 7 7|38 ?
(A) Cancer °

(B) Urea °

(C) Respiratory rate °

(D) Blood pressure °

52, Bor ISP E BALR ER AP ?
(A) Alveolar -

(B) Epithelium o

(C) Macrophage °

(D) Fibroblast °

F15F - 2 2T F



53. MY EPom P3S4 % Interferon-gamma release assay(IGRA) ey it > i F 5 ib 5 7
(A) IGRA &2 0 % % i B fL 3 Pops -
(B) IGRA B » g2 4 ..‘%ﬁ:fﬁgggfn;;;;% o
(C) IGRA B 1+ o= T3 R S50 o
(D) IGRA Fh 2+ fl = 425 % F 154 % -

54, Jpoofy PR M R }J%B? » 1= 2% 7 intensive phase * ¥ % A ?
(A {12 -
B) H2i@* o
C) ¥H3@2 o
D) H4@* o

55. im0 PR A 0 B RES SRS PRISR 0 T IR R HR
#E 2

(B isAis TR FRE o ™k B2 iR -

(B) infir 6 2 7 » FEeCE > Bi™h ko o

(O vt 37 » FEAE > i ko o

(D) iefis 4B FRAE o ™R B2 iR

56. MTREPRER > @ H#% % 4 24 thrombocytopenia 0] i % ?
(A) Isoniazide °

(B) Rifampin o

(C) Ethambutol -

(D) Pyrazinamide °

57. T AR o 0 F R R R e 7

(A) Primary tuberculosis °

(B) Positive acid-fast bacilli smear °

(C) More than one lobe involved °

(D) Positive culture at 2 months of anti-tuberculosis treatment °

S8 TO AT AL L REH - B S5 A AR ARSI RIEH G S BE S R
VBIRE - %R (N2) %™ 288> 3388
AP B A B A TR A G R Y
(A) StagellB -
(B) Stage ITIA -
(C) Stage ITIB -
(D) Stage IIIC -

F16F - = 27T F

B % o 3R 4245 AJCC % 4 % TNM



59.
(A)

(B)
©
(D)
60.

(A)
(B)

©)

(D)

61.

(A)

(B)

©)

(D)

62.

(A)

(B)

©

(D)

T 7l B OROSI A FIg &2 w9y (NSCLC) ¥ ekt » P ¥ 4535 2
ROSI f & € ¥ REIREprFFF L > Wik a2 o

ROSI AFl b @ ¥ B His @ wRFEFHFEAFIRET T 17 o

ROS1 z‘%ﬂﬁﬁg ,&—‘ﬁ_'rﬁv‘ FEBGE 60K F A HET

ROS1 g & 2 & # % CD74 ~ EZR ~ SLC24A2 2 FIG x5 ik & F] o

B>t PD-L1 % T30 22 45 ¥k & Bhdr @) &2 ] e W (NSCLC) ik ® g »
7| gt e ‘ﬁ%?ﬁ'—Q

PD-L1 4 enB e g s A g o 8 7 5 Rt ke o 08 124
Pembrolizumab i * 22C3 48 ~ Atezolizumab # * SP142 #u§¥ -~ Nivolumab i# * SP263
F88 ~ Durvalumab & * 28-8 #ffi& (7 PD-L1 ®=is o

3= PD-L1 # 3¢ Tumor Proportion Score (TPS)» H & 5 & * 22C3 A pF » 4 3N
AN - m”e’is__"L § G EMRE e A o

PD-L1 Bl E ¥ > ¢ 7 WEHE B o 27375 Dlesk ™ 3% 0 ™ F &P & E DR
e B R R M LK e ch PD-L1 & B o

i >0 5% g 4 B PR it o 1% 3 (paraneoplastic syndromes ) 0 F 5 e f 45 357

£ 10%3% 45%¢+) e %% (SCLC) & 'fﬁ v 113 0.7%3 1%z ) e 5% % (NSCLC)
ﬁ—%z ' oA :".Iﬁ,:}é‘u'}ljfffu‘j{r% &b how e (SIADH) »

Lambert-Eaton #vi 4 jz iz 3 (LEMS) ¥ R3] fwm% ¥ BF o Ripue g Mol F
Y ESAS T W

B T R RRAEY B 5T RO 10%3 25%:E K 0 2 0] e oo s K A 1 7]
AR s T ;“%L”f]l'? ip B 727 (PTHIP) -

o dn 250 B BB & A FBE R g 2] lmee W ORAR B ehep o RSk Sz B
JE 0 e

3

oo gH R e e g (NSCLC) R 0 7 v B2t - B Rahiph %53 - &
BRK R LR R E R D P F R T R R L A R

iR T W g EERE G EY o MY EES A s (Oligometastatic Disease ) »
Fdxit e K b7

Ohgometastatlc disease 3g I EF - et P (¥ 2 12 5B ) EHL 2 F AT

WH- BT opfeR s SR BRLESBRE

Oligoprogression A 2R FS G I RE R S RES B
Fd U (EF T BT ) EHUIEFERE DR

Synchronous % ## # 54 fhdp &l 3 HB L UTH KB - Bn R A IR aER L 1 ¥
s L o

Metachronous % & 4% 5 & dp J 3 M808; (i 16 1 3 @B > SIS iR o

—=\

FITE -2 2TF



63.

(A)

(B)

©

(D)

64.

(A)
(B)
©
(D)

65.
(A)

(B)

©)

(D)

66.

(A)
(B)
©)
(D)

B >C B4 B 2 582 EGFR R %24 e % (NSCLC) ¢ s & i » T 54t e

Faino
Amivantamab ¥ - fAFF R P48 > & L B pFiRfe EGFR &2 MET & k3> v £ 3| =
ROFrd] ~ BT f2 2 PR R R 1w e Z AT o

Amivantamab ¥ if * >*;5% EGFR exon 20 #& » 2 % > ¥ EGFR 1 X % (Exon 19
i % ¥ L858R) I s s Rk o

Amivantamab ¥+ 2 5 EGFRexon20 3 » 2 % ANSCLC B Frx o pprs 7 % 30 5
e 0 4% EGFR %1 2% (Exon 19 4 % ¥2 L858R) | *J'F‘]’ Eim A - ISR
ER LA 4)3 F BL o

Amivantamab “§| (T % & J& @,J,: AAME RS A AR EL o

A

NN\
Q.

1395 NCCN fk dp 31223k 0 B3t g 2 £ “f ek = #p 2] e v (NSCLC) & —“Ff ’
# & 7 EGFR exon 19 deletion & exon 21 L858R % % & o4& i @ s/ n R (6 » 7
RFTINREES R ML ABEE FED?

Durvalumab -

Afatinib

Osimertinib °

Erlotinib o

B >0 5t #) EGFR % % 24| fo#e % (NSCLC) - #is 4% » T sl o ¥ 4535 9
Osimertinib 5 & 1* & /5% ¥ % 2 #F &2 ¥ b * osimertinib 4p e s34 % 1248 41> 4o EGFR
C797S % %2 MET A %143 -

Amivantamab F & lazertinib p #.** osimertinib ¥ /oK > £ 7 { oA A e B s 8
(PFS)~ 234 mm (DOR) %2 &4 548 (0S)-

Osimertinib % & it & ;5% 22 ¥ JHi¢ * osimertinib 492t » ¥ § »z2£ £ PFS &2 DOR » i %
e HRA g ks (ONS) B s i B ek ' o

Osimertinib 8 75 455 & 1 5y dp v+ & BB~ 5 F 5 i 2 Osimertinib ¥ Jp
e PR A P B RSYS - % TKI -

65 ft thm & 0 /Y 5 3+ % E Adenocarcinoma v & B I LIRS 0 & ORISR A
F% % > PD-L1 £ 3.5 75% » ECOGPS=1» B " s & 60 % — &S > T 7P 4 7
2025 NCCN f@k 45 31 @ category 1 <955 2

Carboplatin + pemetrexed + pembrolizumab o

Atezolizumab -
Carboplatin + paclitaxel + bevacizumab + atezolizumab -

Tremelimumab + durvalumab + carboplatin + pemetrexed °

F18F - 2 2T T



67.

(A)
(B)
©
(D)

68.
(A)
(B)
©
(D)

69.
(A)

(B)

©

(D)

70.
(A)

(B)
©)

(D)

'L (Limited Stage ) <] i % % (SCLC) & » #e o o 1 B 30 (CCRT) &
e/ B TN o § E I L ’%ﬁ*ﬁ P Ifﬁﬁ% Lmii ¥ NCCN e dpildik v ig *
ST 2O TE $ Y

Pembrolizumab -

Nivolumab -

Atezolizumab -

Durvalumab -

T 7| B >t bronchiectasis & * B » {fud F ey it @ Fra?
FEADARER T WEIUR A 0 P T UEHZmER Y s s oo
PR 44 GNB A 74 ko g F s o

it - & B4z 3 <2 > I PF 4 B Pseudomonas infections 4 &3k i€ * o
W3t - & Eit4AgiE 2 x4 > I pF & 55 Pseudomonas infections 4 &3k i€ * o

T 7 ie 4 B > Bronchiectasis ip f chATiE o 4 -2

Airway clearance techniques (ACT)ep & &7 ez f gk - {2 2 FRFEE R EL

igt o

i¢ * Positive expiratory pressure (PEP)¥ 12 *% X Leicester cough Questionnaire (LCQ) =4 #c
SR 24 PR R

i¢ * High-frequency chest wall oscillation p & 4% £
LA SR RNENER o M SN

VI A

¥ e

ﬂh—

ST A A R

—=\

T 7 e —‘ﬁ RE >* asthma phenotype er4cit @ —‘g{ Vs e

Type 2 inflammation phenotype £ 4 activations immune cell » ¢ 7 1L4 > ILS » IL13 » 1125 »
IL33 §2 thymic stromal lymphopoietin ©

exercise induced asthma (EIA)id ¥ ~ ETF # >+ type2 inflammation phenotype °

obesity related asthma i % £ 523 PFHP B4 4 > 2 5 A2 Eitenh e > P §F %% non-
typ2 inflammation phenotype °

Late-onset eosinophilic asthma £ very late-onset (women) asthma %] % eosinophil % % + &>

P §F 47> type2 inflammation phenotype -

197 - 2 27T F



71.

T —“Ff sxit §_t+ & allergic bronchopulmonary aspergillosis (ABPA) 7% %t criteria ?
(DHistory of asthma (usually difficult for control)

(2)Total IgE < 1000 IU/mL -

(3)Elevated specific IgE to A. fumigatus °

(@)peripheral blood eosinophilia

(5)HRCT : central bronchiectasis °

(6)Mucoid-impacted bronchi evident on radiographic stuides

(A) O+@Q+@+® -
(B) O+3@+@+® -
(C) O+@+®+® -
(D) O+B+@®+® -

72.

(A)
(B)
©
(D)

73.

(A)
(B)
©)
(D)

T 5 ﬁ #xit §_f+ & severe asthma with fungal sensitivity =75 %7 criteria ?
(DHistory of poor control asthma with greater 500 ug/d of fluticasone or the equivalent inhaled
corticosteroid use °
(2)Total IgE < 1000 IU/mL -
(3)Elevated specific IgG to A. fumigatus -
(4)Elevated specific IgE to A. fumigatus -
(5)No radiographic evidence of bronchiectasis or infiltrates ©
(6)Mucoid-impacted bronchi evident on radiographic studies ©
O+@+3+® -
O+@+@®+® -
O+@+@®+G+® -
O+@+B+@+® -

% GINA 2025 asthma guideline 426 » ¥+t F & /1§ ¢ ¥k asthma exacerbations £ risk
factors 3 wRu: ?
(DHigh SABA use (= 3X 200-dose canisters/year) > increased mortality particularly if > 1
canister per month °
(2)Obesity and GERD -
(3)Major socioeconomic problems -
(4)Low FEV1 < 50% predicted ©
(5)raised blood eosinophils and high FENO -
O+@+®+® -
@+@+@+® -
O+@+B3+® -
O+@+@+® -

207 0 2 2T



74.
(A)
(B)
©
(D)

75.

(A)
(B)
©
(D)

76.
(A)
(B)
©
(D)

77.

(A)
(B)
©)
(D)

78.
(A)
(B)
©)
(D)

B I 0 R e ek 7
PR EERIF] TSR E R A >20mmHg » VL ETE A LR R R
Mg B B e R0 3 B A & Group 3 £ Group 4 -

IR EHBRE R REEF E M B B AL R 2 ¥ DLoo T
¢ * PDE-5 #ri|# /p}%"iF’?FFgﬁ—*‘mﬁ‘&BF‘?@@ PP WA EART G PR R T
4)32‘1:‘ o

P

o

- 272 g $ COPD &% > #uif - =% # it FEVI=35% predicted - T F¥ & 85 {2
AR X FIEE - T G B RE KL SpO25 91% > & SpO-B ML 5 85% ° J
AR AT RBLEDE B (LTOT) e 7 oRIg Arit b & 3§ 7

BREEAE X R FARE ISP PF A RS R oo

RFP TR PBERT EPFRIEF 7 eI Alramisk o

BERLPEL F 5 PP R R R RS

T &1k & % 3 PaCO: : 45mmHg > fei sk e * & RNPPV o > 7 > A k7= 2 b
Kﬁ,o

'WM“%GWD%&@*@@—ﬁﬁ%%%%%%%?%’xﬁﬁﬁ% i FE?
Wi 3 i FEVI<4A5%FER| & » ¥ UAEF B RBIRES §F MFT o

AR EE S R A REARR T S B

FREVECHEFIORF B3 &Y -

FORPE-$H30 A E 3 B R B TR W R iR BB BN E 2 5574 0 AR A0
20 & & chEE o

wi4d9ﬁ’ﬂiﬁcmmﬁhm%z%zé’ﬁﬁiﬁgﬁo§gﬁ@@%A;
?&ﬁﬁm@oM%Cmﬁﬁ&kz“%ﬁmﬁﬁ’Tﬂﬁﬁ@ﬁﬂﬁﬁ?
BB Rt B s T R B AR S R R

COPD feit it £ p b ¥ LW B{E R F] -

BB 60 Rt T A TR RE o HABRELTHEAL 3E o

F 5k 121 COPD :ffa A w4 8 eniE 2 §_BODE index 5 4 11 s Bl B R L
& JE(PaCO2 > 50 mmHg) ~ &% # it 2 & (FEVI <25%) °

B % 14 &> COPD (chronic obstructive pulmonary disease) & - ehgzit » = 7] ip 3 5 247
£ 7Rl 4t e AR COPD R4 7 1§ sk 2 ot e i o
bR o T e f e B S R LR R

EFEMEE Tn Dm0 4% P R iR VR R AR e

"R ET 5 S COPD &% ehit h 2 B -

217 -2 2TF



79.
(A)
(B)
©
(D)

80.
(A)
(B)
©
(D)

81.
(A)
(B)

©

(D)

82.
(A)

(B)

©)
(D)

83.
(A)
(B)
©)
(D)

R E ok sl B s :ﬁ%g’_‘?

94 B;“:;fa v v f&ﬁ Tjiig efF L A E R zm*ﬁ}é 2 > & 4vip] TNF-a o

(iia ‘Uﬁﬂ LSRR R X R 7 LR i -
Light’s criteria *7 2| %7 % exudates f#ig s 4 ¢ > 4 25%F % transudate -
SHRR R E E VO R ¥ A v R0 7 4oiR] NT-proBNP » r1 3 S 2 E7 5 o

i »* pulmonary embolism (PE):i$ = 7 pleural effusion & 7| i@ —*Ff 5287

% %) 50%¢h1 paraembolic effusion 7593882 i+ 4 5 F| parenchymal opacities °
Paraembolic effusion ¥ iy 3RS B8 > B4F = T304 o

£ 25%% I 5 B ) pleural effusion °

PE ¢ pleural effusion A - 7" ¥_exudate » WBC count can vary from <100 to 50000/uL -

ESRRE A L | TLETE L PR T R G L

DETFURI T R SRR VBRE RS9 & P 77 en= fhH 9 fig(Triglyceride) >110mg/dl -
Rk %ﬁf‘ # = ¥ # % (lymphangiography) st £ 99Tc # = ¢ 5+ ﬁ%%ﬁ %
(lymphoscintigraphy) % F& s 5% it ¢k i e = o

BALB @YW ap L 0 TR MR B s BF T I B s
A 818 E X R O R ehz BhH b fig kAR o

FREPELENT BEERALDFNCRRAZRERL CfREL AT 0

3 B malignant mesothelioma 4y it » i@ Jr‘{ T FE?
3 l 42 malignant mesothelioma £ ¥x » % & % i (asbestos)~ 74 ¥] %] % (germline BAP1 mutation)
AR BE T ARM AL
T\%ﬁi’:i‘ffﬁﬁéﬁﬁ*’ ?fﬁ'%&%mﬂﬂ”%p Moo AR B REE s e R~ B E R
FAPFRIELAR PHEFTRT NBRRIVCRE L 2 VR E  EF AR LR
¥ L@ ’if‘w‘ﬁKalfl,:E 179 Briggol o
746 5 1 £ 18FDG-PET ¥ 10 #* %k F & #4ig iR E'xmalignant mesothelioma o
e b 'fﬁi—“-ﬁ?‘a BN R R R R L RS S SR SEY
GO R s AR E o

T 7|3 B pneumothorax #cif ® ¥ i LAEZEQ

Trauma #_51 4= pneumothorax # ¥ & e #] o

Primary spontaneous pneumothorax % {4 £ % > 43 >+ 10-20 f& -

Primary spontaneous pneumothorax 3 risk factor # 4% smoking > subpleural blebs » genes °
Tension pneumothorax i & o §e/k 2% > @ FErE s 33 > Wil P Ma B -

5227 02 2TF



84. 7 M Permissive hypercapnia ventilation (PHV) % &g > # —‘F% Vo A

(A) *FE % g R e

(B) #Fr BREF

(C) maHEpY 4 -

(D) &4 % i g i3 # (ARDS) -

85. TR & & * 2LER ek B(NIPPV) ?

(A) 3R respiratory acidosis £ WOB 3§ *v 2. & F & & % % L ch COPD J5 4 -

(B) }J% A w B 65/35mmHg = iE 3 150/min’ ¥ B X #ic 34breaths/min

(C) 3|~ &9 ¢ 2 %%k (whitefrothysputum) =i ‘K (nearlydrowned)J 4

(D) I ps2s FIR F o5 » 5l4eet X FHR o

86. BinEH é.%;? (high flow nasal cannula HFNC) » 3B 12 7% feit i@ - 45 35 7

(A) L& ¥ 20405 Beda RREF > LR r @ 3 A F 0Lk CPAP 22 % > 8 H e
end expiratory lung volume -

B) & H;ﬁ—ﬂ JEE L i % 40-60L/min BrE Mo ZEEER Y humidifier 73k & > 7

EEDAEF LA PREL2ERAIFLF L PPk o

(C) F1& HFNC # ra s> Foedexif et 3592 5 32/ i3 = CO2 washout »x% > 2177 3§ &
i@ * 37 &3 § & 3F o hypercapnia respiratory failure 2 Jﬁ" °

(D) 82 #% HFNC +* 4= NIPPV (non invasive positive pressure ventilation)# % ¢ & # # 7%
(aerosol) » ¥t SARS CoV2 #7T8wf e i 4&%?{ hRFPE MTEITRAL B 5
¢ o

7. T A —‘F%‘ #£ autotriggering 1R ] ?

(A) Hyperdynamic cardiac contractions °

(B) Slow rising time °

(C) Water in circuit °

(D) Circuit leaks °

88. wFux Bk TP § 7 fi(tidal volume » VT)PF » 3 & R & 4 ALF 3 # @ X jcix (signs of
intolerance) » 1 T fr ¢ 3 LH F iy LR 7

(A) Jp * ## = F 7 IF  (patient-ventilator dyssynchrony) e

(B) = P¥# if /& 4 (inspiratory airway pressure) 4t et § % H5 B (PEEP) o

(C) 4% iE ¥ (bradycardia) °

(D) ™ x /& (hypotension) °

5237 02 2TF



89.
(A)
(B)
©
(D)
90.
(A)
(B)

©
(D)

91.

(A)

(B)

©)

(D)

92.

(A)

(B)

©)

(D)

127" B > Recruitment maneuver(* je 3§ B j2 )30 & [ eF 2 1 g g 4 2 it 0 e SRR 7
LR M BE RS A 3 A S ﬂfiffﬁ/‘ FEF e

Woe R RV il Eere 3 o 4 1 PaO2/FiO2 -

RS ERTRF R A ik B2 R

Wl - 0 F BT R FR TR A e e 8 A SR R 4 (driving) -

7 B A Z i gp 13 ¥ (acute respiratory distress syndrome © ARDS) eh@ & o T F| At
G- K-

SpO2 : FiO2 ¥ 1 % k# %1% 2=z ARDS £ #42& » ARDS ™ SpO2 <97%F* SpO2 :

FiO2<315 & # # %7 & -

i¢ * High flow nasal oxygen &5 + > oxygen flow >40 L/min FF PaO2 : Fi02<300 > £ 7

predisposing risk factor ¥ "f ok X R R ILERIBE FARFR L - BN —*Ff B2 #R

#£IEE VT L L ARDS o

ARDS % 304z 3 & F %L B lines ¥ consolidation » ¥ 12 * & fff 0435 7 o

ARDS % % & = predisposing condition & ¥ & » ik 60% > H &4 sepsis » gastric aspiration °

inhalation injury » blood transfusion > multisystem trauma > pulmonary contusion > drug % "
¥ 4t i = ARDS -

VR L EA u%‘ 18 Jt 1 ¥ (acute respiratory distress syndrome > ARDS) =g #fg /5% »
)”J #iﬁ F‘ +p Fy‘?

N

ML= T :}F] 41 » A exudative phase ¥2 % #p fibrinoproliferative phase(ARDS % # 128 % 12
PORE e SEREE 0 FOE M B X e Ko
P E£R ARDS B 2 72 | PN > ¥ 3 g ¢ * dexamethasone 1 mg/kg/day > & & 14 =

NEBRFE -

5] COVID-19 @ife® i+ &£ ARDS e 4 ' +295 Recovery trial # % %+ 6mg dexamethasone
e ORG-S &

% M EEAR Y LR v 23 L4 ¥ *h & & muscular blocking agent i * BF > ¥ it
A # myopathy °

7 B ARDS ded e R T 0 T AP A 4R 7

=3 * Low tidal volume ventilation strategies » 24¥ tidal volume 4-8ml/kg PBW (PBW=
Predicted body weight) > P -8 _j& > volutrauma £ biotrauma °

PEEP # 12 -5 atelectrauma > 43 ¥|if § 7 PEEP 4p % € & > £ 3%k T PEEP ~ % >
Compliance ¢ T *# @ driving pressure + = » & = MR|4p K o

Permissive hypercapnia ¥4+ PCO2 2 pH &% L 4~ F P 5 X 5 Lk PCO2 60-70mmHg>
pH 7.2-7.25 ?# f/ﬁiﬁfi AR P BRE > AERE BB R i € FRWE L F TS 48
g o Frdl i Rl B PR o R T T R iR F R

Airway pressure release ventilation (APRV) F. ¥ #e £ PFAF ‘4% 3 § i B 4 37 B 3 i je
P WG PRERET LENSC F o PV RERERAF  AFLP T L A
B LR X A R s o

5247 0 2 2T



93.
(A)

(B)
©

(D)

94.

R# >* spontaneous breathing trial (SBT) » T 7] = —‘F‘? Vot A

Readiness Criteria & 7 SpO2 >90% with FIO2 <50% > PEEP <8 cm H20 ° PaCO2 normal or
atbaseline » & 784 FAET > ¥ U fRA R £ 4p 4 o

FiedHHEFSBT & | pFrL Lt o 80%151%,.—‘5 Ao PR FERE SR o

# 7 SBT p& > Ve A eEE ¥ B> § 4 0 3 paradoxical movement » YR EF > | iF 0 S B
be-F A e &+ SBT 4 pe o
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