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M5 H (Leukemia) : W AFAH LY AAF
obs71e] oA FU4 F M WEV =1 245 2 Wxst Z71 3-54 AF

ool 7k i1, olF AF P4t

D zAsE BATAL o8 247t AN
@ #8dAdol SN TES £At Fo)
® 57} 2h, W%, Y=o JeAoh

uES

L
2) AZVE WARL
b) Q1

420)7)

ey, (&)
(G2 S0,
o@', O@O OEONY
.0,5@0
SNALOTN

3. BEF
Z7t 2EAE e AH AYgEro JdEFL Fo] FFLE UE F
2t}
® =4 B8y @ FEE ofA Z(blast)
@ g 9EY L Ago olHEES B2 AEXEL JYFY HEZF R B

gtote S AF
$94 9T RN 24 (2) ¥50.2 WavY
Splsess  uws

BYT7S5 37}
. 20,000~250,000/ m!

{b) WA7}A) g

100% A XA ¥ Em?: aleukemic
)z Ao O, “
(A gz Aol gloh) @0 2970 leukemia
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BhSE BN BICD =& A(Miller)
TE A9 EAz
Wy gzle] & dag Ao 1/5 F5F 7
S b
wWAbd B8 W2 polycythemia veraZhz} 1/6 10-159
BloomZ=% & 1/8 304 oA
A2 hypocenter 100mojlol QItizh o} F& A3 2Al9h) 1/60 12d
Down &% 1/95 104 oA
WALY 2§ & 98 ankylosing spondylitis$hA} 17270 15
Ny #x9 x| xv) 1/720 109
154 oj38te] w5 wiQl o} & 172,300 10d

@ ol A 95%0] el HAd ol

%"6‘ :[LM angaao \:%r‘,}
’ﬂ‘ﬁ@“‘é(ﬁ‘fuﬁu?ﬁ . erythroleukemia) - 574 H8Y9 3 3
vy Adly - F4 A (chronic myelocytic) ot A EFH wa F Z
Oi o &

@ AERFH gt F £ o FEEL
a T4 98y - FYT A4Y
b. x4 WYy - d=EF AE
® FAHZFAH(EE FEZolF4 ! lymphoblastic) : ALL
Td¥g=F4d - CLL
F4 &4 4 (myeloblastic) : AML
TdET4d 1 CML
s zolo] MY MNE »
20 0| Yo Uik o= 2019 Biey
Wy H-&(%) gy " -§(%)
Acute lymphoma  70-80 Acute lymphoma 60
Acute myelocytic  10-20 Acute myelocytic 30
Acute monocytic 3-8 Acute monocytic 5
Chronic myelocytic 2-5 Chronic myelocytic 3
71& 2 7] €} 2
4, ¥l
O &4
@ wiolelx 4 @ 4% A9 AF(translocation) & 9o ¢ 9t
AEQ HGe AAZEH 98 ¢ Qi)
® #FH 89 WA FAXA, dA"g F), 749, %E(benzol,

chloramphenicol) 5 24 (#F#& §1L)
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B4 3574 (AML) Y BEZ0od(ALL)

bk 72 43 72 2ot
397 4

AE AT AFAE, amm AuAE

ol E I WAhA a7y & 7

AEA Py
PAS(%4)+v1 434

++FE 4y

Peroxidase s}
Sudan Black B ++

Auer rods
(A4, 34) +

Acid
phosphatase —

gojelz 444
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2 BISEO| French-American-British(FAB)E2

SAYETA

Ll 2 38 Ax2 7458 43 Axy A7 2Y=E79 28 AE7x HE ¥Eo]
Ak A2 2y FFn dAIe E FEgR gol vk HaAs £33 BoA g
o AEAYE Ao ALE Ade 7o

L2 AX #Z7lE st Lig L39 29S¢ vdzin g 8L 25 zZ8a o] du
YaAE £5 Badc

L3 & MIE(AEET 279 3-4u])e] ¢dd ot a8l S22/ gdgeln #a
e Fyisid, MEHAE FHsy A s97140

BAEF T

Ml Ads " EFol7A Yo g HEEL 7] Auer rodit F ol ¢l olAEE
o]},

M2 Aol @ FfolFA NEgozA olAEEY IR AEFe O oy P&
5ol 9t

M3 el B2 FaFs7y APWez Axgddd o9 peroxidase ¥4 #HL &
81 2tk Auer rod7t th #EE )

M4 5974 B8 or F4AY dFA B3 o doldd 44 ARELE M29)
#Abse. .

M5 ©7A HyWoz A dolF(monoblast) GFE Ho| gtk dolFE HolAd A
A9 F33 Y4AE Boly ax F2 #E /MY FluorideZ YA HE esterasedt

2o= §lx 530}; -o‘h;}

M6 Zi?é““ﬁ 4, HEF BALEC AEFFAY 50%04E AXsH 7HE ogdge 7
T itk olEe BHoIFU AF5ETS i BT EATT.

@ S HEg e ey oz A YR T

Naegeli & (myelomonocytic)
HNEEL EF57%

Schilling 8

AEEL @7 w5 fAbstch

o)A FdAE o8] AAHE Lysozyme(muramidase) S o -3

@

e AL
-
-

FE A

2

AEE0] AEFT TANM Hso] AAdT

A2 AXE gajgol L wa s,
L Vit B, 2gu
8% Vit By, %0
2. Thromboplastic substance & H2
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(1) 34 d=34 wWgy(Acute lymphoblastic leukemia : ALL)

1. gei8ta BF : FAB(French-American-British) =4 &4
ALL L1, L2 L3
L1 90%, L2 50-15%, L3 1%w=] gt
* L13} L29] 78L& FHHor WYty T FA83 EXAG dBol
Homz [3%e] gLz qurt gl

ALL%kote] 80% : &4l 4 Avle BAIES A7 AxoA A
15% @ FAdolu 22 HE 239 §4 AE

1% @ Bl £3td BAXE

5%mu] gk ¢ M E &

ALLS &8 E - early pre B celloll A A4
Z9W B Ax 23 43 99 225U AFAHE e
e Aog Hol & 4 Ut} - early pre B ALLog} gt}
Early pre B ALLET pre-B ALL#ole] 90%ol oA Wy Axe
Common ALL
Antigen(CALLA)S Yehit] 90%0]golA L18 el & 7hdc},

@ T cell : ALL&o}e] of 15%1A & + i

HPTEE ET
924 Fu, 3, £5 A% 2

ol #7F FA oo

@ Non-T, non-B ALL®Y ¢ 5-10%°]A CALLA(-)E Ye e null cell
ALLe]th
E3 WEY Mo XA F5A AT Jd9 29 98 2E U7
Mixed-lineage(biphenotypic ¥ hybrid) leukemia @ 15-20% ®¥1%&
Biphenotypic leukemia @ BEY F4 AL EIE RBE %‘ F UE

pluripotent stem cello]Y XY FFAE §X
AE 2% UegE cornmltted celH oA W
olF Yo},

90%01 9] ALLHobol A @A £at 72 048 ¥ 4 ek

@ B cell ALL3o} @ o 57} £x] 38 714 w5 45 93
(pseudodiploidy)
AA4A7F 507) ]l hyperploid ALL : LDHSF #g3
7t v,
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2-104] Abole] AelA Yette F& oF YL B
At
« Tecell, Beell ALL : & ¢ Yol7} & d¥ =

T O Oﬂ
- non-B, non-T cell ALL : 7A4]0]8}¢] oj&l

2%

I5)3 /{g

=

ofl 4 A

oje

R ofy

T FredA AEHeR ¥4 EMOF g AYET, FET, a4y Fol ¥
Ho g FAste WEHY MEz dxdn

O HYy 25 9d, 7719, 8383 99 S, Hud, 7S

@ BT ¥5 4F 79, 357 #Y, HEF, 7Y, €

@ daT 5 4% @A, vEY, FEE, Ex, AAEY, HE

a4 5

@ A=A Foset aFd  8Ey AXE AE

® THZ A 8=+ thromboplastic substances®l ¢t 7= ¥
A B¢ 125 F(disseminated intravascular coagulation)©] T cell

=
T uEE AA Hol, 59 FelHAYg #d 9 Fedd

e

AE7L oA F2 0 XMA-F FF4 § Fo] radiolucentdHAl
oAty -> HFY AF(ES FE#AH)9 Fd(metaphysis)l A =

72 % g
@ F5, FE, AR, N 34 9RIAZ AFADY, 54
® ot

O o
® otd A7 win] ekAE S - HAAY HE
©@ E-A(Diplopia) : A6 A7 w}H]

@ A AR &Z 3 (Hypothalamic syndrome) :

Z4 - 822 FEAFE0H A5W3, birsutismFEAFT F7HF A
d dA yebdo © hypothalamus 3%

@ ng, dAa, A, F9, B9 55 #8Y AE &

@A A& FHdez A DAL 15N 7A He de =20

@ 84 A3 (uric acid nephropathy) : &% A& 27| +E8L 9ygy
AEE0] HasEmA FEFAEA QK uric acid)ZA A7 Ao 35
ol HAANAI(FES FAFF, 209 &7, allopurinol Zo] £2H
WA 7hE)

HAA A

o [s}

TP AA NE, T AL, 240 gas Udy AT Yehdt
F 9T FA@EAY 134 5000/mm3elsh), BH(#e 1/3-1/2),

1€ -



APS

® rErdd A7 Fes FAAY AT AE 0 BAY ALEY FHo2
Aste] F4el Pzt WYH o] ek}

® BHAARA NG A9 UG $Fl Y5, blasr} 25%0] 4
A% ALLY Aol bsaith #2347 BaHssAG 24 W AA A
AEQES Y Z9elt 35 470 B4,

@ 4% 3% 79 FAL A ¥ XM BYo) ¥R

® waw AEe ToAe FAL AwsI] Aa BPAM AR B0l e

® 29 270l WYy AEe FF AFA PE F2 AF) FaHE Y
of 4o A} g $EA AP ojof Gk,

@ ¥4 2% uric acid) 2 LDHAE 934 A%/t gol 452 dRoz:
$99n gens 4551 o

2) 74 ZF74 9¥9Y(Acute myeloid leukemia : AML)
1. B4 259 F59 A7) #E8W A XE(blast) B 7|8 vAds 257
AEY Z43 dF4Ue] &2 AN 28750 doAA A
S| ?%“9_ 2718 ool 7Y Ev £¥E F53] AMgstA "k
ool - uigby o 5-6 o] WARIE
A Aol WMEH ] 15-20%2FA]
Aol e A¥g WYY S AA T
Down %%, Fanconi ¥1¥, Diamond-Blackfon®¥ &, Xostmanm%
FET T FHAG A Frrg & ‘91“3’3‘"&‘.9_3
Az F9 1 2340 AMLS 9@l Frteth 23k4 AMLY
HEE 27] 94 49 AEF 10dedd 713 =0

3540 2E : YT AR d% 7Y
@ 39 d9g
Q@ =¥ 2% Zx
@ o] BF @ ALLY u]3] &3tA &t
® Z71sd7t sttt
® YA Fdi(M4, M5)
@ FFAAA ZH F4 0 #FA9] 5-10%, M4, M5
A28 gl (M5) / o] st %"E} -— AMLE AlALgo),
© =4 F(chloroma, &2 M2) : ¢H7F3 89} Aure] o A7,

Foll NEW XL ZHo] A
st LpEbE 4 Qlth
© 97574 100,000/mm’ol 4y 7 BEFe g HFAA
(leukostasis) - ¢ #Heo A3 &Ho] Yeld + Ut}
@ M3 : DIC
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G do AA 7Y £ i) vASeR NE, g4 FA4AE Kol

7 Fx 7 At B AN AP B

@ FABEF& MOl M7704 8719] o}#(subtype)2 & AMLE F&3}=H
MO, M1, M2o}& 2] Sxl=(F2 24 o]/)7 M4, Mol&d 9 8AF(F & 24|
muh) e} vl£8ls o8& §8 = AA AMLY 80%E A STt

@ M3, M7 &34 ¢or Mee =gt ozd EfFe 444 AAY A7
o} gdet s Hae] Ego] Hrf.

@ 284 AZHZ7] B 47339 DIOL BE oyl A4 F Joy
E3] M3olA 984 o] E} o] olgoM= FAA 15MT 179 Apo]of A
44 249 A (translocation)”} Yot}

® M2olME A 8HT} 219 Atojol A AAVE ol A% 4

3 #Ho] ot
® 44 1699 F4 A9 oY (inversion)® M4oA EAHE AT F
7ke] A HA 240

(3) 1A MF4Y (Congenital leukemia)
ZAANRE AE 6Folyo] AdH e HEY
kg 479 AT AF 1719 olde] Agrtet

-
e

o) .

=

}b}

o
-
e
i
4
-
o,
=
sk
o,
(o]
Ru

[\]
olX
o
=
ek
-4
of\
£
ol
o3l
ox
it
ot
)
k7
ofy
“
e
b
i)

24, 2324 08

2. 9t4 W ¥l (The Chronic Leukemia)
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~| Wy MY74 30t
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Shid
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du

44 934 (Chronic myelocytic leukemia : CML)

D Aol A Eata Aopuld Hl o] 3-59%FA]

gy W=7t Fdst.

418 : AE7] A %) Philadelphia A A 71 th.

A2 24 AFd F2 . Philadelphiag ¥ A7} gl
g REe gold il Sk 4% AA-2¥RY

g Z7F A 8ol whgol glth

22 z% oz 7.131]__2_ };}_ﬂc}

ot

: o] A+Al (Biphasic) : ® "é 71 -8437]

24+ A3 (Triphasic) @ T4 7] -7F&71-F4 7]
A7) 3-4d A&

F
50 wu74 zgol B
AZ oG] tehts] Azdn
FHuds §48 Y Z4A TS YTTHY F4)
R

492 2 350 oY #44 AEEY 5 37
1%

ol\

Philadelphiad M A ; 95%0°] A2l 3hololl Al A oA

2 @ WA 7} (Chronic phase) :
ST MAE] dojdrt
T2 o] f 2 AP AlgA Fddr
ZIEHEA g2 7 2L A
AL S4B, ofh s, A&R A AFgL
ER2EE, -0 g3dd 9%
=9
AlE Aol -ald T A A
2 H47](Blast phase)
Wy dangs
dxgd 2 Zo blastA 2 F7HE W blast>30%)
7t €%, ddF=e7], A%, leukostasis - basophilia®] &%
Ap2 D BEFETE 109 o) - OlRERE A5 FFRAAE
4% 4 ga
H]EFRl By, 82H57}

-

the] 9] &4 alkaline phosphatasezt4
EadA F4 AMEZF 2T,
AE @o] B,
A 7 A}E Philadelphia® 84 ®.<lt}

R X
Jé 2 o
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100% A EAE a) B¥F 75,000~250, 000/ mm®

BT AL HE- wig

ralel 27id HFHE o} X

$30) B0 @g-*r:.l} <5%

(B2 397 %) Ao e 2ol e
e F4TER 448 AHTFE

PRV Ll
e AYAE F7H:
Afse 271 & Ak

w el o] Zrtetd] dQHoz B854
gEe 24 £ Aok

HIBE
4 ¢ geds gze A
- /AR % ATHe. 3kg) L EAZE)

' / 3842 g

o % A:/ AMol & 4 Sl HA4e HYTF
%‘J + perisplenitis ALHE

l + AYAE + JEF
g AFAdxz 78 %
54 =74
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II. °Hd A5

1 Ao ARYHRA(FAG B5), A AYRRA (Y%A, W, AEATD
o gohzA)e Folth UEe AHFL o Yz Fgo|

W R Quds £t ouge Fgolh

2. 43} Z 2 (lymphoid organs)

ol z o] Zedgle lymphoid organe primary lymphoid organ®}
secondary lymphoid organ®. & Y=},

& primary lymphoid organ  : &4,
4 secondary lymphoid organ : H[%, d3td, BEAM, 4% 2 Peyer’s patch

Lymph nodes

Peyer's patches tn jeunum

{teun anly}

Lymph nodes
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SECEIOE T B

Aol H lymphatlc veinF o] 28 ot 715 oz gt
He A GF9 o Fop arg =

I &Fde Bl
71 O 9

O oM F=x7} of 5o} 79} i o] o3
o] A€}
@ "= v

SERE]

[ &0 du+E A=ste M E(plasma cel) =
71},

oA E

Ea=g
Q@ 437, @7 AT A F24 8o lymphatic stream© 2
THET EF ¢ dAENY AT F4 S27F AX ool
SUEE 29 ol A Ho,
@ 437, G Wy TE A
® Y E7} afferent lymphatic vesselZ £0]7} sinusE %3 ZA 1

efferent lymphatic vesselZ Uzttt X7 2-E& E8] 243
ZA dapdde o]l EAE "y ERE tA EovtE A
2T

oA
L
=

Sinuses

Cortical
nodules

Meduliary
sinus

Medullory
cords

Efferent lymph
vessel

Mononuclear Phagocytic System(MPS)
FroA FAEE cell linel® FAHIT dFo] g8 Lol 2Hd F43
g,
T4 . #99 monoblasts, promonocytes, monocyte
Bz g
25_ |

2y

°} macrophage
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M
©

@ ®

T =4St CHA201 S0iet B

Name of cell Location
Committed stem cells* Bone marrow
Monoblasts Bone marrow
Promonoblasts Bone marrow
Monocytes Bone marrow and
peripheral blood
Macrophages Tissue
Kupffer cells (inflammatory  Liver
macrophages)
Alveolar macrophages Lung
Histiocytes Connective tissue
Macrophages Bone marrow
Fixed and free macropha-  Spleen and lymph
ges nodes
Pleural and peritoneal mac-  Serous cavities
rophages
Microglial cells Nervous system
Osteoclasts Bone
Langerhan’s cells Skin
Dendiritic cells Lymphoid dssue
PSe| AEE A3 7w dstA g EZE gAstd oo

dF ol E2THYA

A

S S QAL E4e AEAN U debris
S EAAY SARE JEN Y HYT
=23

G398 5FF 5& Gt LAY 7-15)

b3k v Ae] MPSE dHF U bacteriadl] Wt F8 Hojdolth

4w £ Ay Wy F daw

SaAHE 394/34 complex, Aol Yo 2 AlAldA FAdE A} g4
B2 AUEARE AASH.

AL u A, ZHAGA T

colony-stimulating factor(CSF)g} 8%+ &2 &y

CSFe 259 Fy19 AT colonyBA# Ao Hasich thaFd 9
8] 2y)5 ¥ prostagladin E¥ colony@AAEE oA gt} E3 g7 8 2

SIEEE Ho gle AX .
HFA AT E2H(CEFAA HAEF YLE A 3HE erythropoietin
& AAstE Aoz <8EA g

e @37t 2B WU Boter] @n 2FoA wRvt gaTE Baad
QATE FAY9 EE 54U A @0 93 $AE oFaE YT qye
e ¢awTolG
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1

Edlarged area

Bacterium opsonized
by 1gG and C3b

Bacterwm

Plosma membrane

1 Recognition and
adherence {bincing}

2 Engulfment
{ingestion)

3 Phagosome

4 Fusion with
tysasome

5 Phagolysosome

Phagocyte

Lysosomel enzymes

s
b= i

A A0}k 10%2HA]

247 104-2041-A A Z ke 1/3
giuet-sold#H oA A Az gr}
D AETE 549 Aolo o
Hodgkin® #} ¥|Hodgkin® o & T+
EEET LR

g5, A3 e, Az x
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(1) Hodgkin* (Hodgkin disease)
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(2) ¥lHodgkin' (Non-Hodgkin disease : NHL)
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