| D (199 D |371 D |55 B |73 D
2 E [20] A [38] D |s6] D |74 B
3 E |21 B |39 C |57 C |75 A
4|1 C |221 B [40(A-~DJ|58] C [|76] A
51 D [23| A [41| D (39| C [77] B
6| B |24] D |42 A |e60|] A |78| B
7 C |25 C [43] D [|e1] B |79 C
8 B |26 D |44] D [62|C - ~D|s80| D
91 D |27 B |45 D |e3| B |81 B
0l C 28] A [46] A |64| D |82 5%
1l A |29 C (471 B |[65] C |8] B
12 C (30| D [48] D |66 C |84 C
13| D 31| C |49 D |67 E |85 E
14| C 321 A |50 A |68 B |[|8]| D
151 A |33 B |51 A |69 D |[87] C
16| C 34| C [|521 C [70f C |s88] E
171 B 35| B |[s3] A |71 A |89 C
18| D 36| D |54 B |72 B [9] B

HESXZICEFEEIZH YPhEAEEFH (X R

il

M H an B £ A FZak | REDEHR | 2% FEMA

Block 11 EftH IR EERSEE | 12007088 | RERZEHHK

“ZJH1 | The spllen is a blood- filtering organ, and it has both closed and open circulations.
Where does the open circulation take place?

(A)Central artery




(B)Periarterial lymphatic sheath
(C)Traceulae

(D)Splenic cords in red pulp
(E)Sinusoids in red pulp
AHIEfE: (D)

ARBEFEME: Simple Anatomy

& R R : Histology 577

Most lymphatic organs consist of lymphatic tissues that are supported by other
connective tissue. Which organ does not have lymphatic nodules?
(A) Lingual tonsil
(B) Palatine tonsil
(C) Spleen
(D) Lymphatic nodule
(E) Thymus
H (Efif: (E)
RS A

A B RS2 LRk s . R i JU o ol - 2 2 [

i

>

—+d

&

&R

ZE 3

To protect developing T celsl from antigens in the blood, the thymus develops
blood-thymus barrier (1L i i [FE%). Which one of the following statment is
correct?

(A) Macrophages are present in the endothelial layer

(B) Macrophages are present in epithelioreticular cell layer

(C) Macrophages are present in the blood stream of lobules.

(D) Macrophages adhere to the outer surface of epithelioreticular cell layer.

(E) Macrophages are present in connective tissue between the capillary wall and

epithelioreticular cell layer.




AL (E)

A HFESE Perivascular connective tissue (between capillary wall and

epithelioreticular cell layer) occupied by macrophages

&pithaliamﬁcular

pe-rwasculaf

blood-
thymus
2 barrier

=l (@)
developing . T N
Teells AR )
@ MR N
N e TR @
LS - __‘E.f I"_\ =
1o i &
"IN .
o w'i q'{-!'
i (.1
5 "'_ ==
_ -‘lj
type |

epithelioraticular
cell

F A B [RERER TR C R | MU . M oL ek B2 e 22 [
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From which of the following organs is the tissue section taken?
(A) Pharyngeal tonsil (B) lymph node (C) spleen

(D) Thymus (E) Palatine tonsil

AEIEE: (C)
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What structure labled by the astrisk (¥)?
(A) Capsule
(B) Cortex
(C) Medulla
(D) Trabecula
(E)Lymphatic tissue
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I AR A B P]HE I AL I BR R4 id 12 22 JiE (erythroblastosis fetalis)?
(A)REBL(Rh -):i6 52 (Ph-)
(B)R:#L(Rh -):i5 5. (Ph+)
(C)REHL(Rh +): 16 F.(Ph-)
(D)REBL(Rh +):iE FL(Ph +)
A IES#R:B
AEFEARERH (i A5G ifn =
3.Significant when Rh- mother gives birth to Rh+ baby
— At birth, mother may become exposed to Rh+ blood of fetus.
- Mother at subsequent pregnancies may produce antibodies against the Rh factor.
Erythroblastosis fetalis: hemolytic disease of newborn
Father: Rh(+), mother: Rh(-), fetus: Rh(+)

Treatment: LA Rh(-)& BJIML#K, &L newborn HJIMI, keep bilirubin level low
and prevent brain damage

Prevention: by passive immunization during postpartum period, H¥f Rh(-)
mother 77 % 72hrs {4} anti-Rh (Rh immune globulin), Al 7] prevent active

Ab formation by mother.




B &~
L

First Rh™ child \54
~f= J £ L)

;. / =
5 . N |

First incompatible Rh® transfusion incompatible Rh' transtusion
EEH R I ik A PR

AT | 705 kA A A A (thrombomodulin) ] $7 ] T 1 {a] Rl & . [R5 L 2

@A o BVI OV D)X
AR IEE:C
ASREFEMAE: N B2 R AE 7€ A= i) thrombomodulinAE F1 M. #E HH i thrombinis &, {&{bprotein C, #il
factor VllaFi factor Va, 7 AEHTEEIMAITNEE,
BER: FW ik A pE

=8 8. bilirubin Flglucoronic acid FYF:8E < (conjugation) fx &= 245 A TE A i gs B

A) il B) fitlig C) Rl D) 5 ik

AKEIESE:B
A REFEME: unconjugated (indirect) bilirubin 7EAT A % 2 conjugated (direct) bilirubin % Ff i
bile salt TR A TERUMETHIENEE FEA A+ 4505
B R: EW ik s EE

& RH9 AR IR RSy e SR B AR E (albumin) BT HE A2

(A)E % (cholesterol)(B) =2 H il i (triglycerides)(C)R AR B (phospholipids)(D)iF HiEAR
(free fatty acid)

A IEfE:D
ARHFE MR free fatty acid A& Halbumin 7
ERA R I i A P




ZRA10 | 10. BB NTE B4 (intrinsic pathway) AJ%E LA T-(blood clotting factor), #1{a]34
B IEH#E?

(A) T

(B) VII

(C)XII

(D) X

ABEIEfE: ()
AEFEME: 11 and X are in common pathway, VII is in extrinsic pathway
FE R AR ik A Pe

EREL | 11, AT (heparin), T ZRCGN AT FeE e 1E ffe 2
(A) #H 11, IX, X, XTI, XII %&1fi K+ B 7E

(B) #] 111, IX, X, XTI, XTI &1 K+ F1E A
(C) ¥k 11, V, X, XTI, XII %% 1M [K+F/E

(D) #7011, VI, X, XTI, XIT %&1fi. [K -+ #7E H

AREIEME : (A)
ATEEERAE - heparinf 7 FHBE T 2% ) 68 i X 11, IX, X, X1, XIL,
ZrAME: TRE{C 26 MiREEE

FRAL2. | 12 IR MLE N BRI, & R FIAT R E DA L i/ SRR A P H?
(A 52 (plasmin) (B)#%E ML fiiF 58 A2(thromboxane A2)

(C)prostacyclin (D)ADP

AHIEiE:(C)




Lumen of
blood vessel

Endothelium
Subendothelium

Smooth muscle

|interstitial fluid

A JEGE R
AREH R IR AN, AR Vol2 H4EplT

(b) Normal blood vessel endothelium

B3 | 13, THIA RS mERAY % B (E/# 0 T microliter), (A3 & i 2
(A) ALMLERAY T B B (B) HIMLERKISE{E (C) M/ MEGR) T #E (D) v Hh PR
FT
AREIEME D
AREFEME RBC-4.8~5.4x106; WBC-4000~11000; platelets-20 &~ 50 &5 ; 1 {4
Ek-3000~6000
ZREAME: TAEC 260 MiREEE

ERE14 | 14. T 5|05 & 00 B i 2 A #1 M Bk 4 A 3R ( Erythropoietin ) BIF BRI 2

(A) iz (B) EMM#E (C) | (D) KSR

AREIEfE:(C)
A REE¥RE : Factors that decrease oxygenation in tissue will increase erythropoietin
released from kidneys: (1) low blood volume (2) anemia (3) low hemoglobin (4)

poor blood flow (5) pulmonary disease




EZREALE: M2 £ B2 EmB4A EMEAFRERIMEZEE p.19

15. 2% AB Rh 2R N, S NEEaERS T T FIarfE 4 i 1 7 . 2
(A)ORh* (B)ARh (C)ABRh (D)BRh

ASREIEAE: (A)
AEEEMA: Ry RRERES Rh" (LA AJRIE IR OB I R — kK, N3 B geHE)
HREH R ER A A AR i B A | 3% i IR B afn ik A P

16. T A8 2 MLiG w2

(A) vitamin B12 (B) erythropoietin ~ (C) deferoxamine (D) folic acid

A IESE: (C)

AREFEME: deferoxamine e 1 2 Bl 1 -H BRI 2

BREHE: FI {2 A S 584 1E i K Bl i % A PR (deferoxamine
TEPT A Rl A TR 2R

17. '8 (stomach) AT 73 WA I A PR 1~ (intrinsic factor), % &= 2% T 41| F A%
SITERGE W W 2

(A) #

(B) Vitamin B12

(C) HEML

(D) B

AREIEfE: (B)
AHFEME: Intrinsic factor F I 1E S & Vitamin B12, IF7E Jejunm#% W ik
EREM R TR AN A B A M 5s A | 3 i K] - B 1 % A PR

18.1fn RN v, S R LR DT A BLHUBIE AT B BIRE R BRIy, 3
AN Dl RitP




(A) A% (B) B (C)0%Y (D)AB%!

ANEIEAE: (D)

AR AL S BRI A B G BREE R B, OB 5 BE4E I . ABHU 5 4R i
A&B

5 R R A TEE B - 1 A F BT R A

B9 | TR HUEE M) T B I Al BRAE 2
(A) 27 (Potassium oxalate) (B) 5L # (Lithium oxalate)
(C)T 3% (Heparin) (D) E % #%(Ammonium oxlate)
A IEfR (D)
AR MR B PR B /]S, SRR B Al i BRAEZ A, T 358 T o e S AS 42 fof if.
B % A TR He Dl
B RE R A P AR - 1 7 A R BRER R R
ERA20 | ERSRE BRI LA 22

(A) JTF (heparin)
(B) EEEEEEN(lithium oxalate)
(C) HEEEF (potassium oxalate)
(D) EE2EN (sodium oxalate)
AL (A)
ENCERES
3. fREREZ Byab ¢ Aw B fo A LARY Ok fo R Z R E] -
1) Bf % (heparin) : & ¥ 100mL % 1 E 5 F AR L R EE > 7 B3R
AE$IL RARRZ B0 E > #0if 100mL 2R A4 E% - 2RE
BHPR EFBREZA -
2)1E# #5448 (Sodium Citrate) © &% ImL bt o B S £ HAATH LA
REEE » 3.8%AF A BRSNAEFo fo B R TRIBR 0 ERIR B4R AR M o Fo
HuEREZHERS -
3)E s @ (Oxalate) : BHFREBRSFBREAZ - ImL iR w2 EFEBRFRE
BRSNBPT o




Z AR - W ER AR AL PR B

A L ER(WBC)Ftall 7, P8 L 7 e JE R (8 AT RV 2 (2 2

(A)Ringer G i (B)Turk % (C)Duke ik (D)Hayem %

E A IEfiR (B)

B AR

Turk Gk, #6FE A I ER SR M ER, 198 F Y A ek YL,
HayemFCifk, #ifeAl ek, H B ik 0 i BREE [E s v 1,

ERAN R AR PREVE B i R A PR AR R ER R A

22. Which of the following is NOT a descriptive term for red cell size?

(A) normocytic (B) hypochromic (C) macrocytic (D) microcytic

& B IEfiR : (B)

EEGER

R AL I BR K /INRBC size) ) B 5 : normocytic (1EERT4:), microcytic (/NERE).,
macrocytic (RERT:)

(B) hypochromic (38 A1) 24 i 2, 332 B i) B 5

ERANR 2SR MR BEER(—) AL BR M ek il e

Hypoxic induced fatty change is LEAST likely seen in
(A) lung

(B) liver

(C) myocardium

(D) kidney

AREIERE : (A)

AREREAR < A ) R 5

AR BT MR B (—) AL ER M S I PR




which of the followings is not a feaure ofr extravascular hemolysis?
(A) anemia
(B) jaundice
(C) splenomegaly
(D) marked increase in haptoglobin
# I (D)
Z BHFE R - haptoglobin® Elhemoglobinf& & 1 T K,
HEH R SN Mg ELER(—) AL ER K B LR P

Intravascular hemolysis is LEAST manifested by
(A)hemoglobinemia

(B)hemosiderinuria

(C)phenylketonuria

(D)hemoglobinuria

EEIEME:(C)

& AFEfE - phenylketonuria 2 X EHH I

EEH R SR AN MR PR (—) AL ER R % R

26.In hereditary spherocytosis, spherocytic cells are trapped in the splenic cords and
damage by:

(A)helper T cell

(B)cytotoxic T cell

(C)B lymphocyte

(D)macrophage

AEEIEfED

A SEFEfR spherocytic cells & 7E i #f macrophage 7 h:

B R R 255 Rl 7 s BEEL KD I BK S B PR R 2




27. in hereditary spherocytosis, the morphology of spherocyte is characterized by:
(A) small and hypochromic (B) small and hyperchromic

(C) large and hypochromic (D) large and hyperchromic

AREIEM: B

ARBEFEME: spherocyte: small, dark-staining (hyperchromic) red cells lacking the

normal central zone of pallor

AR s 555 2 Al Loy BB BR K Bt L iy bR alE 2

28

28. the Heinz body 1s composed of:

(A) denatured globin (B) copper precipitate (C) viral inclusion (D) silver precipitate
AEIERE: A

AREFEME: Heinz body: Denatured Hb in the form of inclusion

B 55850 AL BR M G 7% 97

In red cells, which of the following protects against oxidant injury by participating
as a cofactor in the reactions that directly neutralize compounds such as H202?
(A) nicotinamide adenine dinucleotide phosphate (NADP)

(B) reduced nicotinamide adenine dinucleotide phosphate (NADPH)

(C) reduced glutathione (GSH)

(D) oxidized glutathione (GSSG)

A IEME:(C)




A HFEME - Glutathione peroxide converts H,O, to H,O via GSH, which in turn
oxidizes to GSSG. If this process is impaired, then H,O, would accumulate and

denature globin chains.

AR - PR vol. 1 ML p B AR (— )AL I BR M ek PR 2575 = & il

#Z 30 | The hemoglobin in which lysine is substituted for glutamate in the sixth amino acid

residue of B-globins is:
(A)HbA,
(B)HbS
(C)HbF
(D)HbC
ABEIEAE (D)
AREFERR  BIWBER T, HbS/E: Valine, HbA, 2 /i #5, HbF 2y
A B < 3 BB vol. 1 s B E2(— )AL BR K e ML R0 4275 =& il

31 | Kostmann syndrome is characterized by:
(A)Ineffective hematopoiesis
(B)Suppression of hematopoietic stem cells
(O)Inherited defects in specific genes impair granulocytic differentiation
(D)Suppression of committed granulocytic precursors by exposure to drugs
ABEIEAR: (C)
AREFEME - Kostmann syndrome& —7F# 5% KM H MLEKERZ )W, Promyelocyte 2L
FCAE] Myelocyte A1 AR 48 AE SERRAE 3 ifn BR 1552 cytokine il AR Al 24
FRAH R MRS BAVE A RS BB AR B Al

32 | More than half of T-cell acute lymphoblastic leukemia/lymphoma have

gain-of-function mutations in:

(A) NOTCHI




(B) PAX5

(C) E2A

(D) EBF

AREIEME  (A)

AREFEME - Gain-of-function NOTCH1 mutations are found in 50%-70% of human
T cell acute lymphoblastic leukemia/lymphoma (T-ALL) cases

% & HJiE : http://www.ncbi.nlm.nih.gov/pubmed/18677410

Histochemical stains for lymphoblasts are:
A. myeloperoxidase(-); peropdic acid-Schiff(-)
B. myeloperoxidase(-); peropdic acid-Schiff(+)
C. myeloperoxidase(+); peropdic acid-Schiff{(-)
D. myeloperoxidase(+); peropdic acid-Schiff(+)

AREIEfR : (B)

AREFEME : BESR 2 lymphoblasts, Hilmyeloperoxidaseft /& (-), FTELAHZC., D,
lymphoblastsiperopdic acid-Schiff/&(+), FTLLi%B

AR ARREE - S B I M B B S T RN BT R

Which of the followings is a feature for chronic lymphocytic leukemia/small
lymphocytic lymphoma?

(A) Lymph nodes are diffusely effaced by an infiltrate lymphocytes 14-16Mm in
diameter

(B) Lymph nodes are devoid of proleferation centers

(C) peripheral blood smear reveals smudge cells

(D) The spleen is rarely involved

A : (C)




ASREREME - (C)RN 2 CLLAY E #8712
R MR RREE « 2 i KB R AR R N R R RE

Which of the following is strongly associated with chromosomal translocations
involving BCL2 ?

(A) B-cell acute lymphoblastic leukemia/lymphoma

(B) follicular lymphoma

(C) extranodal marginal zone lymphoma

(D) mantle cell lymphoma

B RH EfiE: (B)

E G CD19, CD20, CD10, BCL6, BCL2ES /& Follicular lymphomaFHJmarkers
, P2 IR S IRp DU Ry R BCL2 AU 1 22 1

B RE R i BRER Vol.2 i ik BRER (D) [ i BR M R L PRI 45 a2 Bl

Tumor cells of diffuse large B-cell lymphoma are MOST likely characterized by:
(A) two to three times the diameter of a small lymphocyte; inconspicuous nucleoli
(B) two to three times the diameter of a small lymphocyte; prominent nucleoli

(C) four to five times the diameter of a small lymphocyte; inconspicuous nucleoli

(D) four to five times the diameter of a small lymphocyte; prominent nucleoli

ZEIEfE (D)
Z JEFEf#  Diffuse large B-cell lymphomalJmorphologytd 5 1) Relatively large
cell size (usually four to five times the diameter of a small lymphocyte) & 2)

Diftuse pattern of growth.
2B R P BRES Vol.2 I i iy BRER () 3 I BR JL bR ER R 800 256 2 il

=37

Which of the followings is MOST likely associated with Epstein-Barr virus
infection?




(A)mantle-cell lymphoma (B)follicular lymphoma (C)diffuse large B-cell
lymphoma (D)Burkitt lymphoma

AREIESE (D)

AREGEMR : EBVE& YL ELHLH, African Burkitt lymphoma, extanodal NK/T-cell
lymphoma, 2345 Sporadic Burkitt lymphomalk &z V#5437 Hodgkin lymphoma#
A AHE

ARE R - 225 R i B () ) L BR M ok B RS R R

38. The nuclear globular inclusions in the plasma cells are known as:
(A) antibodies

(B) tingible bodies

(C) Russell bodies

(D) Dutcher bodies

AREIEfE (D)

A REFEE : Russell bodies\ 7 1E AR, Dutcher I 1F Al fat%
ATE R 2R B LR R bk B RS PR

39. Virtually all mantle cell lymphomas have an (11;14) translocation that leads
up-regulation of cyclin D1 which promotes:

(A) transcription factors that influence self-renewal

(B) pro-survival mutation

(C) G1- to S-phase progression during the cell cycle

(D) tumor cells apoptosis

ARBEIEfE - (C)

ATEFEMR < cyclin S 22 B o 8 ) B A 2 11, B0 5R AR P A e o A A 45 S
Bz,

AR i« B G il I PS E E2- 1 i BR R R LR PR

i

._[\Q"

AT AR i mT A A M A 2 A1 B2 2 AR A




(A) mean corpuscular volume (MCV)
(B) MLk TR i IE 42 TE e £ 4%

(C) #fHireticulocyte production index
(D) LI, L4

AR IEME: (A or D)

AREGEME: BESAMCV, IR R 7 T 8 SR £ AR P T ) B 4 ifn. 9 7Y (B e 1)
AR B2 58 I IRF P S MOV 2 i ST RE S 2 A, R R B R 6 (A)
and (D)

AREH R F4% B Z A AL ERZEIR (1) & e, f A~ REE i, 2 2= i

41.

BRI 2 Eriron deficiency anemiafianemia of chronic inflammation or infection,
T A RE R DI B W A2 25 2
(A) hemoglobin
(B) mean corpuscular volume
(C) serum iron
(D) serum ferritin
ATEIESE : (D)
ATEFEA
* Differential diagnosis with iron-deficiency anemia is

important

— Low serum iron, low transferrin saturation (around 15-20%),
hypoproliferative marrow

— Normal or increased serum ferritin

AR+ B 4E B R LM ERZR (D) slide 20




42. — N34 A, HEAR B MER IR, 3AEATHE AR IR AL 35 (hemoglobin) {H 25 12.8
g/dL, MCV(mean corpuscular volume) 2 89 fL(1E F {E80~100), {H4 F-58 ki 5% B
MAL3E9.4 g/dL, MCV 266 fL, F iR K /M E ¥IES, TFHIE &A Al
AE A I B 2 IR 2

(A) HREEEE I

(B) fgF M i

(C) AN B HEA 1.

(D) vitamin B12 {ift:Z M4 I

AEIESE : (A)

AR - MCV<80 MALFE<12 F] &l &microcytic, hypochromatic anemia, i A
EACE AR R I, W HERR 4 1DA,

AR AT SCE R & MRS 2 B B s b 2 BB

HREA3. | BRI NBREAS, AR & A Re T E R AR A M BE, (i
Froh2
(A)severity of anemia
(B)rapidity of onset of anemia
(C)comorbid conditions
(D)L B R
AREIEfE (D)
ATEFEME L IR AT e plcE L, 1 B A [R] A 99 K& Rl B & I SOEAR
[,
AR HPR B B 20 BRI
EREA4. | 44 B A LR A Wphysical examination, [ #I{if & AN & B 2




(A)pale conjunctiva
(B)icteric sclera
(C)heart murmur

(D)LL B A EE L

AREIEfE (D)

AREFEME - LA _Ephysical examinationl A ] RE HH B A 21 1 £8
Dhwicianl Aavameaimadiam im hameaadalasaiaal £1a14
rinysiCai €Xaiminatlion in néimat0i10giCail 1ieiG
e General appearance ¢ Conjunctiva
— Pallor and flushing e Sclera
= Cyanosis e Mouth and oral cavity
— Jaundice
_ e Lymph nodes
— Petechiae and
ecchymosis * Chest
e Skin and mucosa — Heart murmur
— Nails e Spleen
— Leg ulcers e Liver

AFE R B4E B 20 FRRRTZ

Nervous system
Joints

45. ¥ M EhEBleeding disorder’s A i History taking, T ZI{i]=5 1 FE 202 2

(A) H B FRAL K R
(B) ZLHE M




(C) B Rl HEZEY
) PYER

AEIERE (D)

e Patterns of bleeding

¢ Sites of bleeding

e Amount and duration

e Family history

¢ Co-existing infection or

inflammation

REEEfE Senile purpura

AE R 2148 B R RS

46. 18 B AR A B FE A 1. 2
(A) IEERMER M
(B) RERMEE M
(C) 7NERPEZ 1.
(D) ¥ P2 1

/

RBEIERE: (A)

RRE AR T R 7% B RIS L BR AR R 3% (EPO) 43 I, 75 5 Yk IE BRME
2L,

R B ST LW T B SR AR A I A LR 2 R R A
LT

47— FEIRBC : 5X1076/uL ; Het:33% ; RDW : 14.2% ; HbA2 : 2.0% ; serum
iron : 110pg/dL , Rl A 5 AT RERYE2 B 2 (T F 2 1. <2
(A)IDA

(B)o-thalassemia




(C)B-thalassemia

(D)anemia of chronic disease

ZEAIEfE(B)
L EZEMR : RDW(12-15% ) 1E 5 =>HE R IDA
HbA2(<3.5%) 1E T =>HEBRB-thalassemia
serum iron(35-150pg/dL) 1E 7 =>FEFRanemia of chronic disease

5 R IR« I35 PR (— )AL BR R B L Ry 5 75— 2 il

T H{a] 25 A~ /& megaloblastic anemia Z Il iz 384 :
(A) macrocytic RBC

(B) reticulocyte

(C) hypersegmented neutrophil

(D) ‘B %& H Bl micrometamyelocyte

& B S# (D)
L REGEAR - ABCHS 2 BRI s PRBT %
E RE R - L5 PR R (— )R BR M R LR 25 75— Bl

49. T AIarf e (K] - 52 JEIE LIPTECAPTTHI 2
(A) Factor VIII

(B) Factor IX

(C) Factor V

(D) Factor XIII

AEEME (D)
AR REZEMR  Factor X114 X Zstable fibrinfy 7 8, A< {Eextrinsic or intrinsic
pathway 1




ASRE R < LR 97 T B o A 2 2 A 2- B I PR s o2 B o s 1 SRR A S
il

50. S ME SR ME I /MR B 2 R B JE (Autoimmune thrombocytopenic purpura)fi A
2 W I RF [ (Bleeding time)2E &, f& K%

(DI R A S BB iR &

(2) E #5507 5 880 1 IR - 15

(3) /B B I8

(4) 7% A5 .90 Vet [TV A T M 8 1/ AR

(A)1,3
(B)2,4
(C)1,4
(D)2,3

AREIEfE : (A)

AREFE MR - M/ MRERZ SEBEIE A P MR TRE(1gG class)E A, Hrisss b
/NS EE 1 (TTb-T1Ta or Ib-1X)4%, IfiL/INER 4 9 BR Y A s il el A 8, 3 e
/NG D

ARE R « L 9 B B 8 o 1 RN 2 - U6 1 R 2 B W = 2 R A S
Fill & I {7 93 B B (— )R I BR M B if 95 255 &l

51. PT, aPTTHE K BE 2 A, IO IE & i 4% 5 W i 4% (absorbed plasma)
BRI IE, I AT HE 2% iR 2 (T Ak 6 1 ] - 2

(A) Factor V (B) Factor VIII (C) Factor II (D) Factor X

AL (A)

EEFER A CERER P B CH, PT, aPTTEE R A I HL [R] B £€ H i factor
X, V1L 1, s LA RRE, ArLABANIER ; 775 #habsorbed plasmase LABaSO4-Al(OH)3




RERT%, 62 factor 11, VIL, IX, X, AL Aabsorbed plasma n] LA IE, {R3% &
B MIE NG Z factor 1L, VIL, IX, X, ATLAC, DA

ZE R MR B e SR ke A B2 - R I R P & B B SR A e BB B SO
i

52. REB2BRAFHE I M, AT — R RS A, MR A BB HD 13.2 /dL, platelet
230 k/uL, WBC 2300/uL, neutrophil 25%, lymphocyte 70%, eosinophil 2%,
monocyte 3%, Il Heiim AA T FI AR R 10 2388 H A (R 28 2

(A)f leukopenia (B)# monocytosis (C)£ leukopenia, #lymphocytosis (D)
leukopenia, A5 lymphocytosis

EREIEAE : (C)
B AP IE B I FWBC: 4000-11000/uL , neutrophil 50-70%,eosinophil
2-4%, monocyte 3-8%, [tk A leukopenia; {Hlymphocytosisili 77 B M, 5 /&

absolute lymphocytosisHI| & £ 25 >4000/uL, relative lymphocytosisHI] & 3§ 2 A 2
lymphocyte>40%E[1 7J

FREMR - HMLERPR A M EK B AR B iRk Al

TEFABHY S B B8 ME B LW (AML)RY 72 359, Tl ffAE Y & Bimyeloperidase
MR GY e e, (B0 53 T EE IR 2 5 i P 2 I 2
(A) AML MO (B) AML M1 (C) AML M4 (D)AML M6

EREAIERE (A)
R
3. ZHIEA ABEFEHEZE - Myeloperoxidase 1 MO BFngEdeA A - M1 H]EE

0 o

THE AR S 4 ¢ Suden Black B 25 specific #Y ; M4 ~ M5 SEAVFEE
None Specific esterase : Periodic acid-shiff BIJ =] L& giHEr M6 -

FRAMER : BB B ER BAVESEH BRIk Al

™

TR t(15:17) 2 A i O Rol, (a5 shaa 2




A) & —#E acute promyelocytic leukemia
B) imatinib & 3= EHITH K ZEY)
C) chloroacetate esterase stain & i[5

D) — A A LI AT B TR (prognosis)

B IE AR (B)
= BHFEAE  imatinib /& VR CML FYZEY)
ZEHE: BMERER Sk B ER M 86 5E T S BIEERE AR EEZ Al

ZESS

Which one belongs to oral iron chelator?
A) Deferoxamine B) Deferasirox C) Transferrin D) Transcobalamin II
2 R IEf# - (B)
= B fi# - Deforoxamine is an IV iron chelator, Deferasirox is the first oral iron

chelator.
Z B HJE : Pharmacology Vol. 2

which one used for treatment of anemia ,but it can induce hypertesion and

thrombotic complication?
(A)ferrous sulfate (B) Vit. B12 (C) Folic acid (D)EPO
ZREIEfE (D)




Z AT
3.Clinical Pharmacology
(1) availability for chronic renal failure patients
(2) IV or SC EPO 50-150 IU/kg, 3 times/week = ] hematocrit
and hemoglobin
(3) use for the anemia produced by zidovudine (HIV p't)

and anemia of prematurity :'Hypoxiu
4. Toxicity ‘“"Kec,,pmr
The most adverse effect: Vs ‘—F* T e
. . . | S P T T Nitric oxide w,]s;,;
(1) a rapid increase in k RECSENRSEY o) J cell
hematocrit and hemoglobin, Y
2)h nsion an - y 4 .
( ) yperte -S O a d Adenosine, -/ é TR
thrombotic ccosanoics, “ [ Guanyiaie sydase ]
hd b l ? l:’:{:r-;ncrlq”_ C!T‘ ubuiar
complications -y | cfﬁ, il
\ \ ! [ 'Jl [Er\,f'rhrgpoietin
\ [ cGMP protein kinase el
\% CAMP e==p ﬂ

+ -
k EPO mRNA  wup EPO
\_

EPO 5 fifi it 2T i BKAE B, PIREAE i A ke 2E, b IR I 18 ple oy IR,

Z R : Pharmacology Vol. 1 ZE/ 2K Z Al A [ML.{5PELEY)

Agents Used in Anemias ;Hematopoietic Growth Factors

Which one’s structure belongs to nonglycosylated peptide and use for neutropenia

patients?

(A) Thrombopoietin (B) Sargramostim (C) Filgrastim (D) Oelteparin

AN I i C

AREFEME: G-CSF (rHuG-CSF ; Filgrastim): I i & & A%, #&i4% Znonglycosylated
peptide, 7T LUMEHEneutrophil A0/ FH BYTE 14 BLAE £ neutrophol ) &y, RS AH IR
AT, RIEOR B8 ZE ineutrophil, M AN 6085 1),




H AR TENT K A i gEY)

58. Which one has the longer half-life than others?
A) Heparin B) Enoxaparin C) Fondaparineux D) Delteparin
A IESE:C
A RHFEA#: Fondaparineux &= Wi K vl 15 /Kf
5 RE i TR AC Ve ] i 7 P o S B

59.Which one was the oral direct thrombin inhibitor?
(A)Argatroban(B)Bivalirudin(C)Dabigatran(D)Rivaroxaban
AN I i C

A EFEMR  Dabigatran 52 AR A EL B2 #71 il thrombin

A R BET A VR[5 0. 0 0 B PR A

60.Which one can induce serious interactions with warfarin through the inhibition of
oxidative metabolic transformation in liver?

(A) Metronidazole

(B)Aspirin

(C)Cephalosporins

(D)Cholestyramine

AEIEME:(A)
AR BHFEME: metronidazole oral increases levels of warfarin oral by slowing drug
metabolism.

5 R H B BET AR Vi ] L R T L

61.Which one can block the ADP receptor on platelet and induce leukopenia?
(A) Aspirin (B) Clopidogrel (C) Dipyridamole (C) Tirofiban

A E 7 :(B)
AREFEMA: ClopidogrelIEHTE /M ADP receptor, W& i Ak H MLERIK T,
B R TET AR ek ] I R 99 B P A2




62.Which one is wrong?
(A)UFH with high affinity for antithrombin markedly inhibit blood coagulation.
(B)Enoxaparin can inhibit activated factor X but has less effect on thrombin than
heparin.
(C)LMW heparins have less bioavailability from the subcutaneous site of injection
than UFH.
(D)LMW heparins are cleared more rapidly than UFH.
A IEf#:C/D
ARG
AT Bioavailability) * {6453 T S T REFURIL -
/NG © B IR R (RS> T2 1Y Heparin o HIURUSEHT - fFAHRFE R HEELUS
) > BIfFFEE - ¥R ZE - [HEEH{FRLLEGI(RERTE Xa) -
(BHE)E T E2E S T2V

B5rF& Heparin {&45rF & Heparin
b ERA sf—]la ~ [Xa ~ Xa g5—Xa
THBRR Hr—1E eIk e~ 1ERFfE&E
M/ MRGEIER) | 58 59
PUNES 3 =
B i 1=

AFE R BENT A E R, BEPLEEVOI2-TE 1L 29 1R IR 4E4)

63. Which one is a peptide structure can inhibit ligand binding to the IIb/I1la

receptor of platelete?

(A)Abcximab (B)ptifibatide (C)Tirofiban (D)Ticlopidine

AJEIEfiF B

AREFEME : Three commercially available intravenous Gp IIb/IIIa inhibitors:

1.Abciximab 2.Eptifibatide 3.Tirofiban




Hrh, Eptifibatide is an analog at the extreme carboxyl terminal of

the delta chain of fibrinogen — mediate the binding of fibrinogen. f'peptide structure
R T Ak T, SEELER VoL 2158 ML T T R 3

64. Which one is Not true about Non-Hodgkin lymphoma

(A) Non-Hodgkin lymphoma could be divided into B cell- or T cell-derived
(B) Could be divided into aggressive type and indolent type for therapeutic
consideration

(C) The optimal therapy for aggressive NHL should be systemic chemotherapy

(D) Monoclonal antibody, Rituximab, aims for T cell lymphoma

ArEIEfE: (D)
A% : (D) Monoclonal antibody, Rituximab (anti-CD20), aims for B cell
lymphoma, not T cell lymphoma.

F R BE A AR i - VR A 2 A M BB p. 21

65. A 45 years old male patient suffered from multiple lymphadenopathy over neck
and inguinal areas. Pathology of lymph node biopsy revealed diffuse large B cell
lymphoma. BM exam showed no marrow involvement. Image study demonstrated
multiple lymph nodes over neck, mediastinal, abdomen and inguinal areas. LDH
level is >2 of normal ranges. His performance status showed ECOG of 0. What is

the staging of this patient?

AREIESE: (C)

ATEFER: ARSIk B R ik L B BRI (72 B, 5 HURIR
A5 ), (EIE R M g s Gk M RI& S5 DU ), 0 ISR A0 E
3% AN 2 5 =3,




AR A AR A i - M e R 2 M B A

E 66 66. What is the best therapy for this patient now?
(A) Observation (B) radiation
(C) systemic chemotherapy (D) stem cell transplant
AR IESE: (C)
AR REFEAR: K 297 N8 A stage 11, PTLATE 2 LR, a0 i&{Estage I or I1HY
T3 S8 AT LB R ik A BRAR R RS B R IR
AR A AR i - RV R A 2 M B
HE6T | 67. i Ry 7 255 FE IR LR 2 (% — {8 A B B 5
(A) Indication (3 JEJE)
(B) Which component of blood (IfIL /it %457
(C) Blood type (Ifi.7f!)
(D) Side eddects (RI1EH)
(E) LA L2
AREIEAE: (E)
AREGE R BeTE AR T M IH LA [ FE R IR 7
AR i B AL R A A
HRE68 | 68 (i IS Ml S 2 (2 — i B B F)

(A) P M i 1f. S J# (hemolytic transfusion reaction)
(B)1i &= 8 # (fluid overload)

(C)ia I FH (B 2 P9 518 iE(TRALT)

(D) 1f. % %5 BEE (purpura)

AREEAE: (B)




ASBREAR I S0 P L 5 (s BB PR DR T8 SRR B

Sin

iR B A2 A ARCREZ Al

Ny

3

[l 7% Y L ok 1f. P, (RT3 2% 2
(A) T ZER R A Lk ., 0 A T i
(B)Ax &5 FL AR N 2 BHas

(C) it LR PRl 7 1 2 A i A
(D) RZJ& A~ Rl e 5 i L IR 1 B Y

A IEfE(D)

IRREREAR: K2 N ot 2 7 A L 5 (A5 B 0 0, WS A T LI
o E 4 A L R .
R R AT i i 5

Peripheral smear reveal leukocytosis with various stages of myeloid cells is the
charateristic of

(A) AML
(B) ALL

(C) CML

(D) CLL
AEERE: (C)
A REGEAA:




U Am 3
CML: leucocytosis with various stages
of myelo series seen

SR B A A TR RE- ik K A BB S AT

71.A 12 years old boy had fever,pus coated tonsils , mild leukocytosis with SGPT of
120, the he si mostly due to

(A) EBV inection (B)Adno viral infection (C) Group A Steptococcus infection
(D) Group B Steptococcus infection

E IR (A)
B RERE
SRR EE 2, AT HE A M B G | B L KA, A R R G 3 2 4% Group




A Steptococcus infection, i 7/ 2 4EBV. Adenovirus, Herpes simplex, &%
UuPER) SRR I8 22 0E, ReBIILLEBVIR 7 245 32, 45 145 Anti strep.LstinO(ASLO)
BB AR =, ARFRBEER R Y,

BRI B IR B RE- M M AL BUE Sy B BR S 3 Rl

In the new born period, if the electrophoresis shows Hb Bart’s or HbH, then the
infant is mostly due to

(A) beta thalassemia (B) alpha thalassemia (C) both (D) neither

A IEME:(B)

ENCEES T

a-thalassemiafpi A FMEAS o, 7252 FLIRFI1 € B HbH (B,). Hb Bart’s (v, ,
VU AR Ay R, 3085 7E T A= B IRE ) 5k & (1 Bl hydrops fetalis(IA P 7K i), S4n AR
5,

S RE R - PR A M B PR BRE- i M AL BUE AT

Dilutional hyponatremia can be found in the followings, except
(A) nephrotic syndrome

(B) cirrhosis

(C) congestive heart failure

(D) colon cancer

AEIEfE (D)

AREGEMA : colon cancerl A~ 1% il dilutional hyponatremia
A R PR B TR AR R B Re iR A b o AT

metabolic acidosis can be found in the followings, except
(A) methanol poisoning
(B) acetaminophen poisoning

(C) diabetic ketoacidosis




(D) lactate over production

& R Ef#  (B)
Z EFEMR - acetaminophe W FERETEWE, 741 Fiimetabolic acidosis
B B E A BR B RE- MR M AL EE oA

)

Auer rod in peripheral smear can be seen in the case of
(A)AML

(B)ALL

(CO)CML

(D)CLL

EREIESE (A)

& MR - auer rodse AML M3HYFREEL,

FREAM R PR AT B R HRE- Ml M ZE AL BB o BT

76.Which one of the following cytogenetic change in CLL patients is the most
benign for prognosis?

(A)del(13q14)

(B)del(11q)

(C)del(17p)

(D)trisomy12q

AEIEME: A

AR HBldel(13q14)HJcytogenetic changel’) TE 14 B 4

AR S AT — MR e L R R

77. a patient was diagnosed with CLL, he suffered from multiple lymphadenopathy
over whole body without anemia, thrombocytopenia and hepatosplenomegaly.

According to Rai’s staging system, which stage he is?




(A) stage 0 (B) stage I (C) stage Il (D) stagelll (E) stagelV

AREFfE: B
ENEER S
Rai Staging System in CLL

Rai System Stage

Stage 0 | 1] mn* e
Lymphocylosis,
ymiphocytes in Stage O-l
blood Stage 0 with Stage 0-1 with wilh Stage O-1Il with
> 15,000/l and splenomegaly,  hemoglobin
Description enlarged platelets
> 40% se(s) hepatomegaly, < 11.0g/dL or < 100,000/
node
ymphocytes in or both hematocrit : s
the bone < 313%
Marrow
Risk status Lo ntermediate ntermediate High High

AR AR S R — MR A 2R 3 e L EREE RS

Z#H78 | 78.which of the followings are the initial drugs of choice in CML chronic phase?
(1) Imatinib (2) Dasatinib (3) Ponatinib (4) Nilotinib
(A) 1+2+3 (B) 1+2+4 (C) 2+3+4 (D) 1+3+4
AEIEME: B
ASRHEEfE: 1075 H ATLATKIZ, 3%, LlImatinib, Nilotinib, Dasatinib. 2% 5=
SRR : WS 18 B iR
EZET9 | LA AR B H R I (bleeding disorders ) AH [ F B i =8 b i 2

(A) PFA (platelet function assay)

(B) CBC/DC (complete blood count and WBC differential count)

(C) Coomb’s test
(D) PTT (partial thromboplastin time)




E LR (C)

ZEFEE . Coomb’s test is used to diagnose autoimmune hemolytic anemia
(AIHA), a red blood cell disorder.

5 RAH R < IR B I A 1y Blvol 1 A IR 9 o2 B 5 = A G A ST
ZHil

80

Hemopbhilia usually refers to congenital deficiency of FVIII or FIX. LA T &b far
#3E?

(A)Hemophilia A and B are X-linked recessive disease.

(B)Hemophilia A and B exhibit a range of clinical severity that correlates well with
assayed factor levels.

(C)Clinical severity does not correlate well with factor level in rare clotting factor
deficiency (ex. Factor VII deficiency) .

(D)Hemarthosis is the most characteristic symptom of Idiopathic thombocytopenia
purpura(I'TP)

AHIEME (D)

A REEE

(A)EE B FE MR

(B) HA and HB exhibit a range of clinical severity that correlates well with assayed
factor levels. (normal FVII/FIX activity: 50~150%)

(C)RB A A Ak . K] - 98 J5 R i PR 3 B e B AR ] 1

HRE MR MR ARBEE S Bl

[#f /A Hemophilia A and B FJTR¥E, UL T ROR A 2 FF2

(A)The goal of prophylaxis therapy is to maintain the nadir FVIII or FVIX level
above 1%,which can preserve a near normal musculoskeletal development.
(B)Rehabilation is prohibited in patients with hemophilia because of the bleeding
tendency and easy hemathrosis

(C)Immune tolerance therapy is a treatment modality for patient with hemophiliaA




and FVIII inhibitors

(D)Prophylaxis therapy can markedly improve the psychosocial development and
life quality in patient with hemophilia.

AEIERE : (B)

ASREGE Mg - R 60 S 1 7 5 A ] 9 T R, e DA A A i 4 B2 Y

5 A HH R - LR 2 IR B [ PR T3 PRI B =2 il

&
|

SR EBEME A YA (Acute myelogenous leukemia) #7371 {& FAB classification
53 7 MO~M7, B3 AR A RO (35 2% /22

(A) M7 %5 Megaloblastic leukemia

(B) MO % hypergranular promyelocytic leukemia, X572 APL (acute
promyelocytic leukemia)

(C) M4 % erythroleukemia

(D) M2 % myelomonocytic leukemia

AREIERR  (A)

ARG

MO : without maturation

M1 : minimally differentiated

M2 : with maturation

M3 : hypergranular promyelocytic

M4 : myelomonocytic

M5 : (a) monoblastic (b) monocytic

M6 : erythroleukemia

M7 : megakaryoblastic

Rare type, e.g. eosinophilic

R R S B s KB R AR BOE B AR il

FEAE F 5 & A Y AR, T ARG T AR




A. t(15;17); PML-RARa & FLAAML, M3

B. t(12:21): TEL-AML1 % RSB Bt A i J% (AML)

C. t(8:21); AML-ETO ﬁb"\AML(MZ)

D. %(9;22); BCR-ABL # fLAEME B $EME B Mjm(CML) , 28 Al &2 [
FH B I A

AN REIEfi# : (B)
ARBEFEME 1(12:21): TEL-AMLI1 % R A pediatric acute lymphoblastic leukemia
B AR Ak B KB B b AR BEGERE AR EE 2 Rl

BREL A BEERE(Myelodysplasia syndrome, MDS) el & — BEE HER) B FE 7R
i, LA B AMDSZ Rk (i 45 % 3 2

(A) Patients with MDS typically show persistent(>6mths) unexplained cytopenias,
majority present with anemia

(B) MDSHF iE Hcytogenetic alterations A AN [F ) T 2. 35%, l4ndel(11q)&very
good prognosis group; [F]F A 31 LA _E#JabnormalitiesHI| /& very poor prognosis

(C) MDSZ3 %41, RAEB(refractory anemia with excess blasts) 1 4F{8UE J& 1% I ER
KT, ‘B8 R (blasts) B 1 R 18 20%

(D) MDSZ/"‘T? 7 BAR K, #Esupportive care®|intension chemotherapy s HSCT
R 2160 2 1845, /ERK 7 Llcurative options&aloogenic HSCT

& EIEfE: (C)
ZEFEMR(C) SR IA L) JE 4 5-20%
EEH R 72 Vol.o HIMEREEIR( ) BILER BM: 8w Bk & hh

T I L AR 7 Fineutrophil leukocytosis B2 G 2
(A) Leukemoid reaction

(B) Staphyllococcus infection

(C) Corticosteroid treatment

(D) Toxic granules in neutrophils




(E) B12 deficiency

B RHIEfiE: (B)

EREFERR: (A)B)(C)(D)E &g ek BTN, vitamin B12 or folate
deficiencies® 1% i [ 1L ER A,

B R K Vol.6 B IMEREIF( 1) BBk B2 25 Bk 22D

T %1|{a] %5 neutrophil qualitative disorderEilsuperoxidezs A= & i 85 A 5?2
(A) Hyperimmunoglobulin E syndrome

(B) Leukocyte adhesion deficiency

(C) Chediak-Higashi Syndrome

(D) Chronic granulomatous disease

(E) Myeloperoxidase disease

M IEfE: (D)
Z RHFEME: Chronic granulomatous diseasefetiology 2 “Inability to kill catalase
positive organisms because of mutations in NADPH oxidase pathway. Superoxide

cannot be generated by the neutrophils.”

AR JEREVE B M BR S B BBk Al

T FI{nr 3 B infectious mononucleosis 7 {85 M 5 ?
(A)Atypical lymphocyte = 20%

(B)Epstein-Barr virus infection

(C)Atypical lymphocyte UL B i 2 &

(D)H: nature killer cell activity

(E)T #Mfm & EB virus infection

Z TR HMEIR LA B cellZR BLEBYV receptorfT LA JC #1384 A typical lymphocyte,
{HET cell:Z % & #0075 R T 38 A A typical lymphocyte, FTLLAtypical
lymphocyte©d 75 B Al il LA K T il fel




& EIEfiR:(C)
ERAM R SRR EEAT B Bk Bk E

E ARS8 | 88. T HI{afF Elspherocytosis#i i i 2
(A) Red cell membrane spectrin deficiency
(B) High MCHC (mean corpuscular hemoglobin concentration)
(C) Abnormal RBC osmotic fragility test
(D) Autoimmune hemolytic anemia
(E) Gain of red cell membrane
ARHIES# - (B)
AREGEMA : gainZE Ak lose
AREH R B RE R i 2
SH89 | 89. THIfuI# ELGOPDk 2 H G 2
(A) 3% Chinese male population
(B) RBC damaged by oxidation stress
(C) Echinocyte red blood cell
(D) Heinz body in red blood cell
(E) Favism
& EIEfR: (C)
& R : Echinocyte red blood cell/& 1 pyruvate kinase FAEk [ A .,
A R B TRE RN i iR B2 i P 1
EE90 | 90. T I Bithalassemiaf HEGH 2

(A) Microcytic, hypochromic RBC

(B) 51 E.b-thalassemia minor#% %

(C) ALIMEK Hasib globin chainffiftZ

(D) E!b-thalassemia majorH:Hb level<7gm/dl
(E) A ineffective erythropoiesis




B R IEfE: (B)

= REGEAE s fn R —FEfURL 32 a, b chainf G [E A /N ER M2 1
(microcytic and hypochromic), 15 /&8 [K] % 5t 2Z 1F. %7 a or b chain, & E A —f# 1E 5
) chainigh & 18 2 i 72 Rk A7) D0 B A AL I R A7 DR IBETE A8 Bt HH AL i BR
AL M BRAERES Al 8L 5 15 i HP 0% A e AL i, 3k e, 1) o S S i Bl e e <2 8
T 8 YA T BIORL I BR , 11 38 £ #2540 1Y) 3& Il (ineffective erythropoiesis), Eﬂﬁ I
b-thalassemia major = I AL 32 Hb level<7gm/dl. LA TR 73 b ACGHE, 5 18 2 LA
a-thalassemia 2 {1 2% 85, T L (B) i TH §5 7R

A R BB IRCE AT i B2 - BRI () Hs M o




