SAMREERREFLE 103 £ RN RTEER PR P PP LR

rAPlHREHL

BE 2372 b L tnz (Alveolar type | and type Il cells)sgcit » = 7]

ERE FLFREYER-EGE R FE1IA > £10048

FIXPERF 00 A48

TF—“F‘]’JI/FE

A. ¥ 3 type | cell 4 3 RAGE receptor (Receptor for Advanced

GlycationEndproducts)
B. Typellcell snfic& # 5 * } # ¢ % 5 # £ 90-95%
C. Typellcell ¢ %~ iz fibronectin & type IV collagen
D. Typelcell # & 8232 p kAo 2 gz )

BE %% 5 ¥ (pulmonary circulation)# £ § & x ¢ (bronchial circulation) szt »

T A F‘%"y_
A E#_ﬂ".’%: %\lﬁgjj‘ﬁ,ig’:j'z g#i‘a{

AFERF R NI PR G 2 o % i3 4
G R I SRR N

il SR (pulmonary artery) -
2L B FLF AL

o ow

4
B
m

1=

B A0 chdit o T A e i‘fﬁ’?“;’-

Plefw ] X F ¢ (respiratory bronchiole)
A

A. # functional residual capacity (FRC) pF> & § = 4 ¥ L3535 G 24 = &
B. I %= A& > & % 900-1000 =~ 5. - H ¢ 40%-50% %k p = %

C. ¥73 50%:hwk 2 » B¢ fan ik 2R ek p] 300030 i+

D. B A F#E ki AP Wach: § 5+ 95 2202

B 005 IR T % Kiendit o T AR Jf%gy_‘?

A FEIRH Tk Kk i osuperficial £2 deep plexus

B. 5#,6’@3— b7 'Fng\nf

C. Superficial plexus =>% visceral pleural % i % ¢

D. "= FinFsgr e F resplratory bronchloles

Lo ¥ pEMEE A 483 5 ¥ (minute ventilation) 1t K » pEpE R -

A. B4 £ (tidal volume) j -
B. = c;;?,\@ tﬁ

C. ®y Ty

D

T
= F o H. 8%
%% m,g/_%

R



6. 3 MPER Y At > T AR ATk
A. A Ed % - Hp(stage 1) B 4 i& » PR
B. - BpERird 590 1 120 » 48
C. FpEdp GpEfm enfs 1/3 & 5

D. P ®pip hphfm enis 13 5 3

7. THVR- R A S E N A eE g Saep kg 4 AR g et K R
(Hypoventilation)
A. (A-a)PO2 7 = ¥ - i 4 7 # (Tidal volume)™ "% » & < & [ob 5 R 4
(Maximal inspiratory/expiratory pressure) ™ *% - 0.1 §;/& 4 (P0.1)™ *#
B. (A-aPO2 & ¥ » & 4 % # (Tidal volume) ™ "% » f = s F [eb 5 B 4
(Maximal inspiratory/expiratory pressure) ™ *% - 0.1 §;/& 4 (P0.1)™ *#
C. (A-a)PO2 2 & % > % 7 # (Tidal volume)™ "% » & < & f /et § & 4
(Maximal inspiratory/expiratory pressure) + % - 0.1 #;/& 4 (P0.1)™ *%
D. (A-aPO2 & % » & F 7 # (Tidal volume)™ * » & * s § /et 5 R 4
(Maximal inspiratory/expiratory pressure) = *% » 0.1 #;/& 4 (P0.1)& #

8. A5 ARIMIFY A AREY > SRR O RE 23 168 24 HE
130 = 7 ¥ B4 § cyanosis: ** 7 i = FVC:70%>FEV1:82%> FEV1/FVC:80% >
Arterial blood gas= PH:7.42 » PaCO: 46 mmHg » PaO2: 80 mmHg > HCO3:35 >
% 1 i f 4 )

100

02 Saturation
%

60

Time (minutes)
T g e b

A B IpEF 2 Oy 2Liter/m> 3B PaO g b < 5B

B. Routine ¥ i * progesterone {1 gcr* & ¢ 1%

C. #&* CPAP ¥ r1'a4¥ airway patency » i & % % i &Y B £ & e ¥ 1Y
# & & 43 =1 ventilatory support

D. @& * BiPAP & 3 &% » ¥4 v ¥ 11 $& & & 43 ¢0 minutes ventilation

9. I MAEo i RARE PEH M 0k B (cardiopulmonary exercise test, CPET) -
T AR TR R AL AR

2



10.

11.

OO0 >

Anaerobic Threshold (AT): 0.91 L/min » 30% of predict
Vo2 peak: 1.678 > VO2peak/kg > mL/kg/min: 20.41(™ *%)
Oxygen pulse: 9.4 ml/beat (™~ *%)

Breathing reserve: 10% (™ *%)

Vo iE #0803  #6 4 six minutes walking test ¥ cardiopulmonary exercise
test (bicycle ergometer) g 8L > T F] ALt @ —"Ff 4528

A.

D.

Six minutes walking test £_submaximal exertion test> iz g t* g7 % 3% 7 »
reproducibility %4+

Cardiopulmonary exercise test (bicycle ergometer)&_heart transplantation
& & = decision tool

Cardiopulmonary exercise test (bicycle ergometer)+ 12 #%| cardiac &
pulmonary % = dyspnea =& %> m six minutes walking test ¥ 12 * % =
= medical or surgical intervention = response

% % ' ¥ Rl & 4 & /25 Anaerobic Threshold F 5 F s i ik

F M=t (Control of breathing) » T 1 #citt e 4 3%

A

P fR L pEM F e @ o o Cheyne-Stokes respiration & _dp »¥ ¥ wax and
waning; d < 58 % B3l 42 ch cycle length fi & > @ "giRig T 5142 hcycle
length &

RARLBD 5T 5 K10 KB R 2-3 X p ¢ 3 acclimatization &
J& © Ventilation # 4 ™ *% > arterial PCO i% 7+ = » @ %t CO> sensitivity
L

¢ fR M pEpR et ex ¢ b > Cheyne-Stokes respiration %_%] %  respiratory
control system 1 instability > H % # ¢ 3= transport delays (increased
circulation time such as occurs in heart failure) % loop gain + =

v¥ex egh #5 (Control of breathing) - & d Peripheral Chemoreceptors >
Central Chemoreceptors for PH, CO2 % Oz > 4= Pulmonary
Mechanoreceptors % 2% 7



12.

500 Vimax (ML/s)

A

Py (cmH,0)

bR~ 0% pressure-flow relationship #_# 3. sleep apnea syndrome <= critical

pressure

13.

14.

27 R4 BT L de S 18 At v R E Pk BRI RS G R
Ve g R e iR REER 7 pd TSR F T A 2§
Bmpued o T Ikl e Ak

A. & B3% % # polysomnography 2 % = % multiple sleep latency test

B. &7 & Bi%% £45% HLADQO0602

C. & RA 7 %R 5 22 HINL pandemic § B

D. S 4Faofk 42 * 15 R e  E CPAP

B 3t ex o~ e 3 (particles) = -] 22 9% 3%y £ (deposition) shfg % > T F Rt Azt
Lig 4 o

(D)2 42 ] * 0.2 pm e+ 7 FEd dci* (diffusion)i 44 > % 3%
(Z)EJLOZOSHmﬁ/",’l;q?'{/ _‘E\:‘ ’ﬁ’»{,‘;ﬂhf}"%/\gﬁ?ﬂz

(3)£ # 7t "% (gravitational sedimentation) €_& = 0.5-5.0 um e 3 > FTfF > ¥
SRR ERE S

(4)F /2 0.2-05 pm 3 % 3 i » BImAE 3 i ¢ o AR r B F I
3 %)

A (D)+(Q3)

B. (2)+(4)

C. MH+@)+0)

D. O+@+@B)+ 4



15.

16.

17.

18.

Btd =% (leukotriene » LT) » f'J,!r tief bty

A. LTD4 e F ggmv* ERGY ER’ NG (eosmophlllc inflammation in the
airway)

B. LTBs #_{%x35 m“ﬁ ¢ M3k enit B 4% i 4 (chemotactic agent) ] & COPD
A EPEY LR &4

C. Montelukast ¥ 2 % & LTCs ~ LTDg ~ LTEs @ Fr|H (7%

D. Zileuton ¥ #r+] 5-lipoxygenase - arachadonic acid #& i* % LTAs 2. i *

BE 3T FUlp B B IEASE 0 T A P K Bl

A. Pemetrexed & - FiLE M S FAFE L o T IS B - e
thymidylatesynthetase @ jg > e freipeg g & =

B. Docetaxel ¥ 12 i fm¥z p fic ] g (microtubule) 4 fz @ Fr4) mre &

C. Etoposide ® # % = 3]4p4% £ 555 (Topoisomerase 11) f= DNA % & =
¥ ifehz 7 4f & 4 (reversible ternary complex) > 314 DNA 3 E » ¥ 3%
R imie b G2 ¥ 4 R iBF

D. Cisplatin & - f’= /L i+ Z 3 (alkylating agents) - & — ¥ (% & e ¥ &)
1GLSH > jgd A2 DNA 2t (cross-linkage of DNA strands) > 471
DNA 5 8l » R pmie & SH 4 £ B

B ICU ¥ * chi g T 7l o ¥ B2 i § 2

A. 2 morphine 1p$& > fentanyl 2 iT#* 2 4 (onset) #f- > fie? % if = Mo
B 2R R l“’L BB o TN Y Y E o p 4 ik R

B. Vasopressin ¥ 5 d V2receptor @ 3 s g T ieleig

C. Aok 2 RH (vasopressors)(wkr dopamine % )% 2 %5 (extravasation) -
¥ 3N B 2851 &t phentolamine & 5 B FR44 o ]“ng; g 1T #

D. Nitroglycerln TR g p L e A NO i A g TR ih
CGMP 3 4v

LRGP EP IR P ¥ - A & e s 4 £ AT/ 4 (new case)

R AL Jpp ¢ (retreatment case) ? T FIVRAL AoiE i e

(1)#’?}?‘5 A g s % (resistance rate ) fi L~ £ ie g A L’J’J#m‘/‘-ﬁi’bﬁ;‘\‘ %

(273 AT 4 > dp AL TR R BRI ES ISR LS
PR AZE 43

() =73 £ eR A o A 54 R 5 (treatment after default) ~ % pcf i
(treatment after failure ) ~ 2 % 45 % & ;> (treatment after relapse )

AR n™ 0 - BA ke 327 A2 %4 ¢ Isoniazid ~ Rifampin ~
Ethambutol ~ Pyrazinamide ~ 2 2 — #& Fluoroquinolone

(B) 14~ R R G B fT‘r:]]ia AP S R E M g fn (multidrug-resistant
tuberculosis) =t F % 5 E 57% > & £ v ¢ Rl %iE 25.6%

*f—%



19.

20.

21.

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

C. @9+3)+@1)

D. 1)+@®B)+(5)

TAR- R Ep A g 2§ R BP0 (multidrug-resistant tuberculosis )
s e Fl

A 20 SRIBREPER L eI A (retreatment case )

B. $¥HREBHEH i 'rﬁﬁﬁa % (contact)

C. kp &% H *%*fﬁ’vmf*‘f‘f"
D. & * Fluoroquinolone 75 167X 7

ﬂ\,—k

7 MAEREYE 2 (latent tuberculosis infection) 3 1 {&i5% (preventive

therapy ) » ™ 7| oRut Azif Bt Fg e

D% ¥ chetompsd 2 5 (incidence) 4%F - BR B PR Fipf ik pr B Ax
7'F’

Q1 Fir#E KL P &7 (cohort study) ehis% » {4 F 3% B d%
(interferon-gamma release assay ) ¥ 7% %1% 4 B FE R 3 ST 1A
+ A & 235 (tuberculin skin test)

(3) P #n B ¥ Boenof ™ HF X JR* Isoniazid 5-10 mg/kg: & & FR* Qi ¢ >
e AP W SEOD KA B S

(A)BiTew" 7 B or o= ¥ - PR * [soniazid 15 mg/kg f= Rifapentine 15 mg/kg -
LR 12 BAEE ?ﬂﬁ‘}éﬁ%'ﬂ..‘%%’?«fﬁsé_i kgt 9 BYE X R
Isoniazid 5-10 mg/kg % 75 »%

(5)= - =t PR * Isoniazid 15 mg/kg {r Rifapentine 15 mg/kg> &+ 12 i & & »
FAFZ P g M 9 7 & X PR* Isoniazid 5-10 mg/kg

A 1)+@B)+(B)

B. )+@+@)+@)+(5

C. OD+@+@B)+((5

D. )+@B)+ @)+ (5

HHEPRRES R T SRILRA] > T AR Koid £ R

(DFE B (0% P blaeim s Bod a4 H0W ~ Bof s 08 1S JE A B iF
*PE S Rl PR T RSP ER LR

(2)x ¥ JRPEEH B BF 0 I PFPR Y allopurinol » % FR L e il W PR F

Q)FIFE A § @l (£% & @ Sris 3 > FRITEH J 28 AR MAEL 3
HEE - A fREPES



22.

23.

24,

W55 24 BB -MEBRAEHE L ¥ AR FREPELA &
g P MRdEe Tl Fa R BT BT R ARy R A
B P B ko T

(5)Ethambuto| e r B E hA B P s BG4 FLEM o Tl Ay

*f"ff‘a A j\J"jL_;.r ZharR MRRE T T R T RIREM Sk A B2 ;J;’K
f@ﬁr,.é? i# * Ethambutol

A D+@Q2)+@B)+@4)+(5)

B. 1)+®B)+ 4

C. O+@+@)+ ()

D. 3)+ @)+ (5

P T 2E 5% P44 4% F(nontuberculous mycobacteria ) #* $% 5 i (lung disease )

TR BEE T AN IE% o}

A EIRBG B BAF E 0T S5 %k (computed tomography of chest )

e i # 48 (respiratory specimen) #ffilt 4 ¢ (acid-fast smear) fea

to1% F3s % (mycobacterial culture) - €5 = 2 R 7k &

C. € #pm4+ 7% 4a (serology of human immunodeficiency virus
infection )

D. &k M

w

BE >t g 0 4ark R 4 (drug-resistant Streptococcal pneumonia infection )

gLt 0 T R UR— JF 45 iR

A i RMER o Bl Vo) EAN NN SN Va4 o %fj"\% “FOIE S B
A Pg,_n*‘" ;Vrsg"jrmg%r}a;h kﬁéﬁiﬁfj St i TS

B. i AAIrF NS R LR R 0 B4R Ak AR
R i Fl S

C. 1§ Penicillin $#>t% { gz Aendo | FrFpk R 2 2 mg/lL P> 9% 1 i
* % &£ Penicillin (12-18 MU/day ) 755 % &

D. &HiT= & p &< beta-lactam g4z % o

15 2 B L R F F G0 LD edp 3l iE o T I - AL L0

% (community-acquired pneumonia ) LR R E;ﬁ—j ES

A, PEeR R B JF i % B M et B (invasive mechanical ventilation )

B. % X EfRpre ik o £ B 74/42 mmHg - @& * norepinephrine {é & /&
a4F & 96/54 mmHg

C. Mg FEsm24=x-Aii* % 5 T PaOy/FiOzratio 5 350~ & x 3k #ic
% 4200 cells/mm3

D. ¢ <488 35.8C ~ o /& 90/62 mmHg * ¢ #& % 8 o2 ﬁ%li.’% LIRS
3700 cells/mm3



25.

26.

27.

28.

BE S AL e f0E (communlty acquired pneumonia ) * % 5 #ri2 4z & (failure
to improve) & # % % i (deterioration or progressmn) e T B IR P o
R~ I I FE

D72 [ pF2piF i 240 Y #id 3

(QaT72 P pF2p Bit > TR AR PRI GV T B R AL RE
Mo B e e s A 4 H P g # AR 4 (metastatic infection )

A4 72 PG g TR ApRALTRER AL HER
( parapneumonic effusion # empyema) -~ % 4 fxp g 4 ( nosocomial
superinfection) ~ & & H & L Zog 2 A f

AARET2 e Er  PRAFARPES B AP E B DA
& AE R EE A TR LA i ( #%%_myocardial infarction ~
&_renal failure)

A D+@)+B)

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

C. O+3®+@)

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

- PASRIT MR ENZREF TP ERFEEE EMARIEL KL
IR X sk P AREoT 2 TR E W N> e i@ * moxifloxacin 1T 5SSk ISR o B
P {3 & 3+ 5 Burkholderiapseudomallei - = 7 foit e 4 # % i §

T R GER N S S SR E S ’%*““ WS B
B. ;3%7%4»?‘/}{@4‘1]%
C. % L# 7L moxifloxacin ip 7 % (S M Aecd - 5 0 AR

=2k i v PR moxifloxacin £ 5% 7 % » 1z = 14 % s
D. 4% -‘I}ii'f‘gi‘,ﬂi iv s sE2R B4 % :x i carbapenem #Eiid 2 & ceftazidime

- 68 &G BRI 2 r“éifﬁ'/,%% g I“*'/,%é Lz ERAAT AP o FA
left-sided cerebral hemorrhage - 7 & #& ¢ (intubation) & efex g (airway
protection) @ @i ICU- ifr 6 % {5 B &p’? & (38.3°C) ¥ wx =t #x 34/min >
P EZ A FIO - WX KBTI TEE L R AT Y & K
é1wmed%%wgﬁauﬂﬁﬂﬁ%%ﬁm&%AM%(mwmmMm
secretion) < 3-* ¢ endotracheal aspirate j< # & 735 & > B> LD AR
A. Bactermdesspp

B. Acinetobacterspp

C. Klebsiellapneumoniae
D

Pseudomonas aeruginosa

72 fen¥ 4% £ ¢ o @R (nursing home resident) » & 1T % F)4E L@ * iF

moxifloxacin > ¢* =t #] hip fracture G Fr/5% o @ledp F 4 4 pulmonary

embolism @ 23 F 112 R F o o BF 6 X 18 B4n3E(38.1T) -
8



29.

30.

31.

QI X KRBT AT TRE d AP EMS 0 TR IF S IERERG D
&% (thick purulent secretion) » s A 3FF it B F > @ TeERER L2 B
R Ao TARA FREP fpjﬁﬁ’»iiﬁ

A. Doripenem, Gentamicin, Linezolid

B. Imipenem, Amikacin, Vancomycin

C. Ceftotaxime , Azithromycin, Linezolid

D. Piperacillin-tazobactam, Levofloxacin, Daptomycin

FHAERERIER > TARERERT R

A F RS 2 B it g 4 9% I (cytomegalovirus pneumonia) #- ¥ $iis

¥ 3o ;}m}]%* # 1 acyclovir 2 4 # 7% v (CMV immune globulin)

- 4L g b (common cold) & # 2 e 4 E_J 4+ (rhinovirus)

C. FB£ & Mrfeif g iz 3 (severe acute respiratory syndrome [SARS]) 1§
AR EFRM s ARk B ERE ) E

D. ¢ L = &g i #¥ % 5 4 ( Middle East respiratory syndrome
coronavirusfMERS-CoV]) & ¥ 1% RNA 54 » 0 5k s 4

o

XIS ETT R TREFEAR 32 RE S PRETEDHETHRP
7f MLEBL FIEiT0 B g A S 2R 3 WA T AB RS Mt X Ry
2T GETR FRE NS R T AR RS R g TR 5
ooy %wéﬁ%ﬁﬁ@ﬁmm HY FF I EmE AR Aq\r[fbﬁv*;;é]‘fs,j‘:’
WA £ Asperglllusfumlgatus o TRl P H B Y
A $p AT ET A proven invasive asperg|II03|s
B. 2 Ba¥7 v it fluconazole /5%
C. % * amphotericin B /5% » ﬁ?l'}iﬂif? fe € P BEES FFE RS Rk B
Rl (E
D. FI¥#i7 & FEH &Y F%4EL voriconazole iv i > H € F i

i

- P T2R TG RMBERESEE R RETRREL T WLV B
B g AYPE 0 AR FIIT R R sz kR 3 7“]:70,\,;//\:1‘}5»;//\ R =
P FIRE F AR B R 0 9N X k52 L g g e kiR (BAL)
SR HCE R B AT o BT - B R TR R 2 2 R R (e BAL Bk
ﬁ%”%i)ﬁ@%ﬁ’Tﬂﬁﬁmﬁ&zﬁgv
A BIMRLAEF Laprg TS e 3s Bt 8 FHEE > HTLV-1 (human
T-cell lymphotropic virus 1)z 4 %
B. &&4 322 mEWF 7 V%’ i Mo w5k $ (eosinophilia)s % o ¥ V%’
# A v 5 7R3 (eosinophilia) £ i £ c3E {5 5 B
B 2ok ¥ gt ivermectin & albendazole
D. /p)%‘é&@a},g} 2 (hyperinfection)pF % 2 & & * B »zq|ind %

1
A

O



32.

33.

34.

12 3% 2011 IASLC/ATS/ERS classification of adenocarcinoma > “invasive

mucinous adenocarcinoma”s3F 8L » T FI| &Lik R — IE I Ay

A. Thyroid transcription factor-1 (TTF-1) positivity is uncommon in invasive
mucinous adenocarcinoma

B. CK20 is positive in fewer than 20 percent of invasive mucinous
adenocarcinoma

C. In East Asia, the frequency of EGFR mutations in patients with invasive
mucinous adenocarcinoma is higher than the total population of
adenocarcinoma

D. The pathological feature of invasive mucinous adenocarcinoma is
adenocarcinoma that produces mucin but lacks the characteristic
goblet/columnar cell morphology

K >+ ALK rearrangement in lung cancer » = 7| 4cif ¥R~ 3E I Fr

A. ALK rearrangement 4% 7% >+ adenosquamous carcinoma of lung cancer

B. &’ & ALK rearrangement 5 ¢ i3 ALK & # fusion proteins 4k %] »
3 EML4 - KIF5B ~ TFG... %

C. ALKrearrangement %% 3t 70 fh 12 b en% 3 75 9% s &

D. frequency of ALK rearrangement # & = At @ > A P Eg 3

B >* lung cancer % % {&¥e a0k 0 T A At vR— IE I FE

A. EGFR TKiIs (gefitinib or erlotinib) :& » CSF &k & 224 i< » #7172 EGFR
TKIs % if & /s & 3 L858R mutations 5 stage IV lung cancer with
multiple brain metastases

B. “,f 7 T790M 12 ¢k > — dxernexon 20 insertion/duplication = % EGFR TKI
Gusf ek A

C. & 5 deletion in exon 19 £ lung adenocarcinoma with bone metastases -

10



35.

36.

37.

38.

©LEGFR TKI i 7 15 0 Rgh A 3088 M B55[ > @ R~ bone
scan uptake e+ = > Zr % vt EGFR TKI Ja% w { 38 0 % o1 disease in
progression

D. %7 deletions in exon 19 EGFR mutations * & #8 & H @ 5 5 - ECOG

~

performance status * 0 ¢ lung adenocarcinoma patients » % — & i¢ *

~

erlotinib +* % — & i¢ * platinum-based doublet > 5 # & 3 overall survival

~

Rf > 9% 558 B %5 (lung carcinoid) » T 7| &cit vR— 3F I

A. Carcinoids arise mostly in never smokers

B. Generally produce the carcinoid syndrome

C. Because carcinoids are hypervascularized, carcinoids generally exhibit high
activity on PET scan

D. Cisplatin-based chemotherapy is effective

Tyl @O TR L E R TR R L IR R R
A. Exposure to radiation

B. HIV infection

C. Anhistory of lung cancer in a first-degree relative

D. GSTML1 present genotype

i %> EGFR mutations ™ 7| &cif vR— I8 45 3%

A B ¥ Lk % 5 L858R Fr deletions in exon 19

B. G719S 4 L861Q &_J >t resistant mutations

C. insertion in exon 19 F_J>* sensitive mutations

D. = &3 4% T790M % % third generation EGFR TKIs fi& 7§k 38 5%

A 65 y/o male non-smoker presented with ataxia for 1 week. He denied any
systemic disease. Contrast-enhanced MRI of brain showed one 1 cm tumor with
edema at right cerebellum, but without any other intracranial lesion. Chest CT
disclosed one 3 cm tumor at RUL, but without mediastinal lymphadenopathy.
The pathology of biopsy of the RUL tumor disclosed lung adenocarcinoma.
Whole body PET-CT revealed only RUL tumor without any other
metabolic-active lesion. The lung function test is within normal limit. Which is
the most appropriate treatment for this patient?

A. This is stage IV disease. If EGFR mutation is positive, EGFR TKI is the
choice of treatment

B. Because he has symptomatic brain metastasis, whole brain radiotherapy is
the choice of treatment

C. Curative intent of treatment with sequential surgical resection of cerebellar
tumor and RUL lobectomy plus mediastinal lymph node dissection is the
choice of treatment

11



39.

40.

41.

42.

43.

D.

Platinum based doublet chemotherapy is the choice of treatment

B¢ ** malignant pleural mesothelioma » ™ 71| 4x it vR— 38 45 3%

A

B.
C.
D.

male to female ratio is about 4:1

The most frequent pathological type is sarcomatoid mesothelioma

Asbestos exposure is the well-known risk factor

The median survival is best for the epithelial type malignant pleural
mesothelioma

Ré >+ radiation pneumonitis » T 7 it R~ I 45 2R

A.

B.
C.

D.

The use of induction chemotherapy prior to chemoradiotherapy does not
increase the risk of radiation pneumonitis

Concurrent rather than sequential chemotherapy appears to increase the risk
Symptoms caused by acute radiation pneumonitis usually develop
approximately four to twelve weeks following irradiation

The symptoms include nonproductive cough, fever and dyspnea

i >+ small cell lung cancer » T 7| &cit ok — 78 45 3%

A

Patients of limited stage SCLC are recommended to be treated with
concurrent chemoradiotherapy

The median survivals range from 15 to 20 months for patients with
extensive stage SCLC

Surgery can be used for SCLC of a solitary pulmonary nodule without
metastases or regional lymph node involvement

Prophylactic cranial radiation prolongs survival in patients with limited
stage SCLC who respond to treatment

- B REHRARE A > FH ks 5 FEVI/FVC =060 FEV1 = 60977
PRI 4 & F - AT i} Gk g L E6pF g § o2 FEE > COPD
assessment test (CAT) % 20 4 - 1345 2014 & 5= GOLD 455l » Hingp &4
EE R VG- J3E 5 —Ff;;’g’

A
B.
C.

D.

Short-acting anticholinergic or Short-acting beta2-agonist prn

Long-acting anticholinergic or Long-acting beta2-agonist
Inhaledcorticosteroid+Long-acting beta2-agonist or Long-acting
anticholinergic

Inhaled corticosteroid+Long-acting beta2-agonist and/or Long-acting
anticholinergic

- = 65;%%%%@#‘1’:1}%& » it B 5 FEVY/FVC =0.60 » FEV1 = 609% 7R
BlE 2 EF - EBEF T LG fif;—‘o,;frz;A@@sggg»ﬁ vt vz F] gt » COPD

12



44,

45,

46.

assessment test (CAT) & 20 4~ - {945 2014 # %% GOLD 4p3! » B>t 254
T PR ek L R

(1) 7

@i

()% L IR AR e

(4)% 3745 = (pulmonary rehabilitation)

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

B> COPD z % & % T (comorbidity ) » T F|wRut srik § I Fren ?
(1)Cardiovascular disease

(2)Osteoporosis

(3)Bronchiectasis

(4)Rheumatoid arthritis

(5)Depression

A QD+ +®®

B. +@)+@3)+(4)

C M+@+@B)+(5)

D. M+@+@)+@)+(5

BODE Index 5 COPD & % K20k e 0 VR ORIER FOHAPNF 2
7 TR 5 R|E B

A. BMI, FEV1, CAT (COPD assessment test), 6-minute walk distance

BMI, Peak flow, CAT (COPD assessment test), 6-minute walk distance
BMI, FEV1, MMRC score, 6-minute walk distance

BMI, Peak flow, MMRC score, 6-minute walk distance

o ow

% 3R4% i (pulmonary rehabilitation) = COPD ,&—ﬁi?b%‘#ﬁ SRIE D O
2014 # = GOLD 4351 » COPD éﬁﬁ £ & % ABCD w» * # | (patient
category) - VR 5 B B2 SR 8 AR RIS 7

A. D

B. C,D

C. B,CD

D. ABCD
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47.

48.

- i 45}%‘&%&%‘0’&—‘5 P P “l%il‘lé‘r?r?ﬁ%ml%‘ LEE AN S ER G
3 - FEHH LT AERFEL G - g l?f *aErn g L §
B P 5k B 2% 0 ¢ = Peak flow < 70% personal best> %’1#; UPDATED2012
Global Initiative for Asthma (GINA) guideline » ¢t § #% F,; F v
(asthma control) ;2 % =?

A. Well controlled

B. Controlled

C. Partly controlled

D

Uncontrolled

- 45 g R B 0 RRIR Y MA e ~ 3] Bpg (low dose ICS,
250meg/day)ie R > # WL o B AT - HEERH LT 0 T AR
¥ ¥ Fehaiv . AR ®ic J;\ F ?:}7?1553?' SR o p = Peak flow
<60% personal best’ ?559’_;‘\_;]1 Bd 2 Eiek ST RLEFG

(1)Low dose ICS/LABA

(2)Medium/high dose ICS

(3)Low dose ICS + LTRA (Leukotriene receptor antagonist)

(4)High dose ICS + Theophylline

1295 2014 Global Initiative for Asthma (GINA)guideline » = 7| wRut szt &_it fren

49,

50.

A H)+@)+@B)

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

C. @+@3)+(@1)

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

¥t Asthma-COPD overlap syndrome(ACOS) 8, & 2_ 4cit » T 7| vR— I8 45 3%
A HFA40Kk > TP ﬁﬂii‘%")ﬁﬁﬂ/‘i‘&*ﬁ Tk

B. 5338 X-k & COPD @B & 2. 3338 X-3k %F v

C. # COPD & 4p » #> &L i (exacerbation)

D. = » A& Em (ICS) 4evx » J) Lot § 4 54 (LABA) S 1 & 5%

B> e e i £ % (airway remodeling) 2 32 4 S AR F] > T AR frif 5L
BL: Hﬁ?
(D®EBEFF ER Th-2 mie i B R A
(2) epithelial mesenchymal tropic unit (EMTU) z_ & i 4p B
(3)Platelet-derived growth factor (PDGF) ¢ #i& 4 &= w*e (fibroblasts)4 it
gk * e (myofibroblasts)
(4)es i T vug 2 b~ 4 € 2 o matrix metalloproteinases (MMPs) % #
Rebeg &
A (D+©2)+(@)
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B. 1)+©2)+ 4
C M+R)+@
D. +@+@3)+4)

51. M tiRELthiLm i § ¢ L (Diffuse panbronchiolitis)z 532 2 32 = Flgcif >~

5 oR— IF 42 2R

A. ZiF7x2. HLA haplotypes 4 & > 4o p irx,ﬁ,.—"ﬁi HLA-B54 ~ 3‘13:),3?],&—‘5

z. HLA-All

B. %—"Ff % € 7 panbronchiolitis-related mucin-like 1 and 2 (MUC22)

polymorphisms

C. & ¢ =z chromosome 11 - mucin gene MUC5B # ¢

insertion/deletion polymorphism

D. %ﬁ % € 7 cystic fibrosis transmembrane conductance regulator (CFTR)

gene B ¥

52. BE*t* k% A § vh¥&r COPD &ﬁ#*i%f’ﬁ?&&%ﬁiﬁﬂ’ Fi| o
FE e
- 35 L/Fﬁ‘\ﬁﬂ ¥zat 4 (DLCO) »
(2)® 317 K& % "%k (HRCT) »
A (emphysema)
(3)=t % — ¥ i § Fractional excretion of nitric oxide (FeNO)> %
COPD & 3t ¥ ¥

B it

14 COPD &4l &
@ ¥ & % » COPD %.J‘EJ L& ¢ 1

_\_
ul
(;

¥

HEE G2

(4):513(%*"?%64? (atopy test, specific IgE) > # # &4 ¢ + = - COPD & ¢ Rl &

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

C M+@+®)
D. 2+(3)+(4)

53. M e 415 (Diffuse alveolar hemorrhage; DAH) + iy & p %% 2 jie s

# (alveolar capillaries) - ##&x ¢ =0 -] # *% (precapillary arterioles)

B A

¥ 1] #7% (postcapillaryvenules) o § & &4 & ¥ it 3 & DAH R F > T

W

A. diphenylhydantoin
B. penicillamine

C. amiodarone

D.

nitrofurantoin

54. T 7| vk - 38 2 _ surviving sepsis campaign care bundles ¥

15

F - 78 # e ig S DAH H e ﬁ%;,%ﬁ";,;;u BRI SEAR & A I,

quantitative



55.

56.

S7.

58.

resuscitation =5 P &

A. ¥ &R (CVP)>=8mmHg

B. Ti5#: %% (Mean arterial pressure; MAP) >= 90 mm Hg
C. Scv02>=70%

D. &/j® *EiE/~% 2 % (Normalization of lactate)

B 3> ECMO ehscit » T 7| vR— I8 45 2%

A. it # % respiratory ECMO » &g Beiide s # ez ™ 0 3 F a4
Mo F A

B. Respiratory ECMO # &> VILI (ventilator-induced lung injury)

C. &% cardiac ECMO e 4 i ¥ L i * respiratory ECMO s A AR 1S ik
%

D. #i * cardiac ECMO shyps £ ¢, it s
respiratory ECMO e A L) Iﬁwr ERL kmﬁ—%‘

Bt P pildez E et 2 ;‘; Ji iz ¥ ( sepsis-induced acute respiratory

syndrome (ARDS) » i * #5353 F pF > T 5|vR— IF 53R

A. %k =_tidal volume 3 6mL/kg predicted body weight

B. % &/l Plateau pressure > e PF Ak B S F 04 IR 5 4= 45 e plateau
pressure } *Tp & 5 <=30 cmH20

C. % sepsis-induced ARDS i 4 inf # 0 F & ¥ ALE 2= pulmonary artery
catheter

D. & i%> ¥%4 ersepsis-induced ARDS 5 4 > 173 & i€ * noninvasive mask
ventilation (NIV) 5%

70 % % o & £ 3 165 24 > 4 € 80Kg > FWE L & Hpra gk g
10 TE AR 4 FE-I}% el e B2k g 5 FiO2: 0.8, VT: 600 mL, PEEP: 5 cm
H20: e v ik F: 12/min; # %% & 4 7 % PH: 7.38, PaCO2: 48 mmHg, PaO2: 62
mmHg > 4= 3% 4o e 2 FrL e B

A R ELE(ECMO)

B. VT:800mL, PEEP: 10cm H20, FiO2: 1.0

C. PC-IRV: (2:1), PEEP: 15 cm H20

D. VT: 400 mL, PEEP: 10 cm H20, Pplat: < 35 cm H20

RE >+ ventilator-associated pneumonia (VAP) e/ 5%, T 71|98 — I8 45 3%

A Fd FER LR L ?5 P g 4e 3B v){‘;‘a er1 local bacteriological
patterns and susceptibilities

1% late onset VAP (>4 days) F i * B »ciiind &

C. ¥ earlyonset VAP (<=4 days) 7 & * B »xftind 2

w

16



59.

60.

61.

62.

D. %ok early onset VAP 1 - Z & 8 % »m ;5% late onset VAP & MDR
specimen R % { 4

TR vR - 33 A = A f v 2b iMoo R e B (noninvasive

positive-pressure ventilation; NIV) 2_ % $# & ¢

A. =fiz ik (Respiratory arrest)

B. «~H s g & 37 48 % ( Cardiovascular instability, e.g. hypotension,
dysarrhythmias, acute myocardial infarction)

C. _rerwig ek (Upper airway obstruction)

D. it it 4 Fges s Ay

TR P AL ERAEF 0 £ H LA COPD gt Lo sl
T AR R D

(1)Muscle twitching and tetany
(2)High PH values

(3)Air trapping

(4)Cardiac arrhythmias

A (2

B. (1)+(3)

C. @9+3)+@1)

D. +@+@3)+(4)

Bl 5t BE A R o vl ex e e ﬁﬁ'méji‘_ » T F| PR IE 4B IR
A i F AR OERT 0 B8 S PEEP ¢ B R e i
B.

hMn FROERT > R T EF R4 (mean airway pressure) ¢
L e BT

C. Ap%tm 5 > % § "6 (emphysema) i & #7? ¢ A2 5 vfex Eildechg
Fde 4 B asgis

D. Ap#a 5 > B'ULW R (restrictive lung disease) T Rt ¢ A2 g

m
P Bl de g (Td 4 B angg it

TR kR ¢ LSRR et o § 42 o LA (pulse oximetry) i FE it
(1) % & (hypovolemica)

(2)% 12 = 39 = JE(methemoglobinemia)

(3) g = (anemia)

(4)% & *£¢ % (hyperbilirubinemia)

(5) % 5 ¥ (hypoxemia)

17



63.

64.

65.

Pressure (cmH->0)

Flow (L/min)

DM+ + )
M+ +#
2)+(3)+4)
(3)+ @4 +(5)

OO0 >

76 ez A2 065 &7 0 R R FEAT A L (community acquired

pneumonia) kAR A M rLeR 2 g iEE o FRE R MR F el B 5 T 5

TR i BT Fr e

(L)% 2=sling 5170k

(QF31m A o e L R g F 8l

G)FIFE R % » “T e F A 2 7 & B A EYF o R

Q)X T3 BR F 7 %4 390mL, PEEP 10 cm H20, plateau pressure 28 cm
H20

M+@)+E)
2)+(3)+4)
M+@)+@)
M+@+B)+4)

o w>»

;7,;;[;3,@3;% * cﬁ'c,mgp?iﬁi - B A4 ;lag\.gb:;’;;,g”ﬁ T 7R — IE#?:;?

40
35
30
35
20
15
10

{

0 e

60
40
20

0

-20

-40

-60 *

Time (seconds)

B. Auto-PEEP
C. #4uf

D. * 4wy

o2 R G BT (080 18 (R S e T o R R

EN

18



Pressure 16
(cmH20) &8

oo w>»

Time (s)

Trigger sensitivity
Tidal volume
Inspiratory pressure
I:E ratio

66. T Al w AR F L m (ILD) g3t Xk Fif# A ¢ MR increased lung
volumes R % ?

A.

B.
C.
D.

Lymphangioleiomyomatosis
Amyloidosis

Tuberous sclerosis
Neurofibromatosis

67. Idiopathic acute eosinophilic pneumonia 75 $74& % ¢ » 3z % (BAL) ¥
eosinophil # p it BAL w2 cut G~ 3 5 5 2

A

B.
C.
D

5%

15%
25%
35%
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68.

69.

70.

71.

72.

73.

Prw i 0 8 % hydrocortisone 200mg/day s 0 T P il R — 38 Eif §
A BinF i A &< ACTH stimulation test £ j4-z_i# *

B. ACTH stimulation test % % plasma cortisol 3 4c -] ** 9g/dL 4% /o
C. "+ B plasma cortisol = -] >t 18g/dL RB3% @ * s

D. 727 Ewtarl> 7 & LE ik &2 2 BRASR 7R 2R B - R

IR

7 B v 3o (albumin) fpea g E* 2 4kit o T S| AitvR- IE 1 AR
A EFREEER S ol LAl

B. § #A 20~25% + 4%¢shalbumin A F Mo MR S
C. albumin >+ colloid fluid 2 » 7 23k * >+ peai & th s e i
D. 25%¢<halbumin ¥ 2 1% 5 5 & et Suiin & b R R 2k B2

P e f (prone position) o8- zg & M e £ 6 (ARDS) I ¢ %L 5
= Kok R E

A TFRIsR A § 'R ARDS g & 2

B. ARDS j * PaO2/Fi02=200~300 mmHg

C. ARDS j *+ Pa0O2/Fi02=100~200 mmHg

D. ARDS j 4 PaO2/Fi02<100 mmHg

B A e PR ETA)  t  Rea g A G e R B g (ARDS) R 4 0 T A
Aot R~ I8 I AR

A Tz Lesil g o i F AR

B. ARDS j % PaO2/Fi02>150 mmHg & 3% 4 & *

C. % EHpmi 72l

D. ¢ & 2 hypokalemic myopathy & &z

B4 >+ Human immunodeficiency virus infection(HIV) e 38 % & chdeit » T 7
FOIF IR — IR A

A. P %rFe T_Kaposi sarcoma s 4 # § 1/3 ¢ 3 ** %1 Kaposi sarcoma

B. Kaposi sarcoma %> & & Pneumocystis pneumonia

C. HIV-associated non-Hodgkin’s Lymphoma %> 4 2 % 300% 4% K

D. HIVE %7 &34t s 2 =

R4 > rheumatoid arthritis A% $Renk 3 » T A&t vi— I8 I g
A. ¢ ixjeehg ¢ ¥ 3 relapsing polychondritis

B. pulmonary rheumatoid nodule 12 ¥ — 5% 3R

C. pleural effusion i ¥ ¥_exudate, lymphocytosis, low glucose

20



D. % &35 P 5 RIEHLE = 6

#3142 ¢ parapneumonic effusion &g A 4 BT o T A 9R-
p R Bt '%i‘l“f i

A S (s 4 gram stain 3 IR G(+) ka7

B. glucose< 60mg/dL

C. pH<7.20

D. ADA(adenosine deaminase) >70 U/L

R4 >+ Primary spontaneous pneumothorax > = 71| A&zif 8~ 3E it £
A H 2 s oA F R E M

B. #ARh'g&uah

C. TAXS » 3 2 48 g A%

D. Zdbdx< 448 ¢ 45+

i 3t 54 99 (Chylothorax) # fcengy it » T 7| wR— 38 1 fx
A. pleural fluid 7 lipoprotein 4 47 ¢ 3 chylomicron

B. pleural fluid cholesterol >110mg/dL

C. pleural fluid /serum cholesterol ratio >1

D. pleural fluid /serum triglyceride < 1

R >+ “malignant mesothelioma” » T 7| &x it ¥R — I8 4% 3%

A B i 28 2 P &% ¥ metastatic adenocarcinoma #5| 2 %t
B. i ¢ dhimesothelin 5 B+ %7

C. “MHkirz mie BB 4E K

D. %2 ® > 5H&3 (diffuse form)

T Fot- BB ¢ PFA 2 pneumothorax e chylothorax ?
A. non-Hodgkin’s lymphoma

B. pulmonary lymphangioleiomyomatosis

C. amyloidosis

D. pneumoconiosis

B g P i T A AR - IR IR

A EFEREL  FEGEREPRE

B. &_- #& immune complex related hypersensitivity
C. ZRREYEHB SR

D. = #Ripen Tuberculosis culture 5 Hs 12
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80.

81.

82.

83.

84.

B >3 A5 o 5 | Ae en B 124 05E R (malignant pleural effusion ) » ™ 7] 4t o8 —
IR

A R R EHHTBEE LT LR T

B. 7} 309 &k uip g Rl g A

C. 3 ¥ (closed pleural biopsy) 3 i £ it {7 s 7 B

D. @k + A ¥ s (squammous cell carcinoma) ¥ ¥ o #4 i jm % 8 FE TP 7

BE»> GERD e jisisfy » T 7|0t Aot § 48 2R eh

(1)Nissen fundoplication & % 2 =7 Wrapping (360 )

(2)Nissen #f < R i» J,% L e GERD Jgsik v s L ek E v 2 A i
(3)Toupet’s fundoplication 4+ Anterior partial plication

(4)J5 & 473 motility disorder > # i B 1% A Nissen fundoplication
A (D+(?

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

Fundoplication = 54 ch5 i FIEET a0 & T 7okt
(1) 5 F5 es d k

(2)Fundoplication & & & 4%

(3) 2 g vF e 7 it ek

OEFES S 1)
A QD)+(©2)
B. (2)+(3)

C M+@+@)
D. O+@+@3)+(4)

B>t a g T /ﬁ H’LF”(Lelomyoma) v TF I At VR - E 45 F
A A d FE A ER(GIST)4 %
B. {3 EendE % (Transformation)

C. - J@Rm v B R BRI
D. p a‘iﬁiﬁv*ﬂﬁ:— T A2 oA P RGE &

R >* Barrett’s esophagus » T 79Nt it §_I Fx e
(1) Squamous columnarjunction (SCJ) (Z line) % gastro-esophageal junction z_
N IAA
(2)+F # 0 SCJ 21357 intestinalized metaplastic epithelium
(A #SCI* 7 mAgiE 3 24 » HRIEh 'GP BH 4
A D+(Q
22



85.

86.

87.

88.

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

T Z|vRit §_Barrett’s esophagus =+ #Fe1 indication
DI mesg B HERERF > £2 1FH%ED J:_;i—’ﬁ
(2) &1 7. high grade dysplasia

(3) 41 31 cancer

(4) 21 7. low grade dysplasia

A (D)+(@2)+ ()

B. 1)+@3)

C. @9+3)+@1)

D. O)+@+@B)+4)

Vg B 553 %7 5 Esophageal squamous cell carcinoma > moderate differentiation
(UICC T7th edltlon) EUS 5 T3N2 - =% % 20cm from incision » H gk P
A

A b
B. llla
C. b
D. lllc

B>t a i £ @ % gastric tube en= jFiE A7 0 T A4kt vR— 3E 1R

A. Splenectomy § B4 { = FEehE B PR

B. Fundus s jit = #% (> 5 3 submucosal pkn ¥ i

C. *¥MipR WSy 3 R g » L83 ¢ %= Barrett’s
esophagus

D. &3 % &Gt > Flptieis leakage rate i M3t < X @ g ¥ F
&= £ v

1295 NCCN practice guidelines in oncology-v4.2014 » = 7|v%— 35 7 &_& jivs

7 segmentectomy ¢ wedge resection = indication

A. Poor pulmonary reserve or other major co-mobidity that contraindicates

lobectomy

Peripheral nodule<2 cm with minimally invasive adenocarcinoma histology

Peripheral nodule<2 cm and has > 50 % ground glass appearance on CT

D. Peripheral nodule<2 cm and the radiologic surveillance confirms a long
doubling time (> 400 days)

O
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89.

90.

91.

92.

93.

94.

B +> Adenoid cystic carcinoma » T 7| ik R IF 45 3E

A Y AZRTEROR 0 T R F

B. =5 v A < acinar > papillary 2 solid = 3] f

C. 2 Zepf™ 58 b2 g

D. 7§ flehigis 513 5 £z 7% (ROrection) = 325 o = #4

B>t 2547 (Pulmonary sequestration) » T 7| Azt ¥R~ IE 45 3%

A 27E-BERABEALFEABKDF, o p BB Y RE
B. 2% ER2#7% kp Systemic Vessels

C. #%wr % w3 Pulmonaryvein» e+ ¥ it w I Systemic Vessels
D. + % f#intralobar sequestration % 4 &7 ¥ ¥

B >+ 9% % & ¥ > 1245 NCCN guidelines in lung cancer screening-v1.2014, &
2Rz b3 (Risk assessment) T F|wR— 18 4 AN B R G (% - BW
¥, category 1 evidence and consensus ) 2. & i+

A. Ageb5-74y

B. >30 pack year history of smoking

C. Smoking cessation < 15y

D. Family history of lung cancer

B e B o3 e FlELE /& (dyspneic) < Bullous emphysema g Jﬂ“ v 1
Bullectomy =+ jisi5 K se & H e g > 2277 51|08 - I8 & B

A. Reduction of residual volume (RV) and thoracic hyperinflation

B. Reexpansion of adjacent functional lung

C. Improvement in diapragmatic contractility and chest wall mechanics

D. Prevention the enlargement of the bullae

12 Lung volume reduction =+ j#jp 5 & #p ¥ 5 *# (end-stage emphysema) £ -
1345 % ® NETT (national emphysema treatment trial)2 % > 12 7® fr 3 2
mortality relative risk (mortality RR) #. % - £y 7 ¢ P kgec i HF e &
R

A. Upper lobe - low exercise capacity

B. Upper lobe - high exercise capacity

C. Non upper lobe > low exercise capacity

D. Non upper lobe - high exercise capacity

Ré >+ Sclerosinghamangioma of lung » ™ 71| 4cif vR— 38 4% 3%

A. Abenign lung tumor of undetermined histogenesis

B. Most of the tumors are central in location

C. Composed of four architecture patterns: papillary, sclerotic, solid and
24



95.

96.

97.

98.

hemorragic
D. Patients with metastatic disease appear to have a favorable prognosis

B>t k5% Small cell lung cancer » = 7| 4 it R — 35 45 3%

A. >t Clinical stage | (T1-2, NO) s & 4 3 43 fiw

B. i+ 2 & & & ¢ 4% chest and upper abdomen CT - brain imaging %
PET/CT

C. & 78 12 mediastinoscopy or other surgical mediastinal staging #* % occult
nodal metastasis

D. L7t pEikbFil) #~ @8  pLI FRINEMG

FRAECHEFTREGR T ST B EE

A G RR R & P HRAETE MO A M h 2 K

B. R & P RLAD S PR I

C. * MHE T %A (low-dose CT) & g & #& - v& * 3938 X-ray 4o F R
AR

D. % #d(>55 fu)frdd i ¢ (330 @ &)k fife o B~ EALE

BE = f 8 7 B (tracheostomy) » 7 7 &cift vi— 58 45 3%

A FEE L F R(CUff)R 4 3 EAZE F F AR B B RS 4T
- AE BB A ek 2 8] 3t 20mmHg

B. 7 # &hf 2 ¢ 7.5mm & L &4y § 7 £ ¢« OD (outer diameter) =
75mm - FE S EFERTNEE T F B 2 £ F (Shiley
tracheostomy tube) » if * e+ ] 5 8 5L

C. =& ¢ B33 (median sternotomy) s s & > — ik 2 R4 {8 1 > 10 *
v

D. i % *# (mini-tracheostomy) e &g €% it 43 p = > mrg ki 4 7

B 3% o £ P ek = g B (lymph node dissection) &% # = 5 P~k (lymph
node sampling) » ™ 71| &c il ¥R~ 37 45 3F

A. = &y (lymph node dissection) . < e i £ P18 243 e f 384

B. # = % Bxi(lymph node dissection) i & &_ ¢ A4 hjE e Fp o #
#w%gﬁ%g%m%£$—ﬁ%%ﬁi

C. # = Pt (lymph node sampling)sh = & & @ &R P23 FFP > F
BT B8 “,ﬁ% PTG EEB “,ﬁ% T g e

D. #7(7thed)TNM » # 22 > + R Pk = Bt b 84 7% (azygos

vein) e Koo @ 4 Pk F e 4 P & inter-lobar lymph node

4
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99. ik w4 & (recurrent laryngeal nerve ) & T 7| i it » wigEg (laryngeal box )
s#-3 (vocal cord)

A. gk (cricoid cartilage) fo% - # F % 2 H e

B. 7 #¥ (thyroid cartilage) .+ & (superior cornua) f== % (hyoid
bone) < L

C. Hkgc# (cricoid cartilage) fet9 &k g+ (arytenoid cartilage ) < /i

D. 7 ¥ (thyroid cartilage ) <™ & (inferior cornua ) - i # ¥ (cricoid
cartilage ) * £ /w

J&

100. :& {779 ’”]‘U‘ai &
A RS I'"J-é

-

TE A A enE i T R FR- JE N A B AR

TS L RIREL R R RIRA SR D
% 'Jf«ii Mw "aﬁpéﬁiw

B. #i: 1;‘] I TR A R W U R *77%%%] BIRA 02w eh
Py o SR 1A AR QL }t,g 2l

C. Mg Thp, w30 13 RPips» L8+ V?’%%Efl LA R IRA

S T mﬂ Bﬁx_{ ’f‘" @s*ngﬁ; n%ng‘ i Lﬁfﬁ‘g 53l

D. %ﬁ RN SR TR A IE O & [ oL A 2SN *7%#1}] D RORITIIRE YR

¥ e

.
’

kS

)

-ﬂ_.
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