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release degracation

the PML (promyelocyte) (15)and RAR- (retinoic acid

receptor-) genes(17). Gopyright © 2005 Nature Publishing Group
Nature Reviews | Cancer
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PML-RAR: fusion protein

The production of abnormal retinoic acid receptors

\

Continuous repression of the RAR« target genes
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Blocked myeloid Differentiation
at the promyelocyte stage
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Acute Promyelocytic Leukemia (APL)
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Banlt Segmented
Promyelocyte Myelocyte Metamyelocyte Neutrophil Neutrophil
(PMN)

ATRA-Induced Myelocytic Differentiation
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Incidence of AML (non-APL) in 1997 to 2005 (new cases per
100 000 inhabitants, based on the Swedish population in 2005)
according to age and sex.
BLOOD, 30 APRIL 2009 VOLUME 113, NUMBER 18
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Overall survival in AML categorized into
cytogenetic risk groups using the CALGB criteria
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MRC/NCRI AML Trials: Overall Survival
Ages 16-59

{15 117) (n=607)
s 2‘!15!"1-22116 284

nv(16)/t n=

t(9;‘11))(r(1=61) A )

(6;9) (n=42)

inv(3)/t(3;3) (n=69)

t(9;22) (n=44*)

Other t(11g23) (n=60%)

t(3;5) (n=

-5/del(5q) (n-258*)

-7/del(7q) (n=336")

AML with other MDS-related (n=343"**)

39%

27%

22%

Years from entry



/a

HERTECD



- ER B

Neutro O —1%

#1722 CRP 0.61
6HE CRP 251

7HH CRP 3.8



FNIZDOUWT

T FEEIWEIR2337.5CLL
I HPEREL A3500/uL AT . & 5 VN E1000/pL Al TUT B H
(Z500/uL. A (29 D Rl REME DN 8 5

* G ER DS 100/pL A OFERFIZIZIX 100%FHE L, 2 6
10-20% CIIEMIEN R 5 5

* FEAET B LT R

*OEE L O IV WEINZEGYEDN B Z D
T ARGV F L R TR E D F IR K B ERGYE )
BID




JRYLE & L COFN
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3. HELIIE SR ITFRD D b D DL K B R0 B8 A E S 78
W BA RN 2K

[FER :

77 NEEE - staphylococcus aureus(MRSA % & ¢ ). Enterococcus spp.
Coagulase negative Stasphylococcus(CNS). Viridans streptococci

77 LaEMhE - E.coli, Klebsiella pneumonia, Pseudomonas aeruginosa

H. : Candida albicans, Non-albicans Candida, Aspergillus spp.

7 AJ)VA:HSV,VZV
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“Leukocytosis & 13"

- a white blood cell count greater than 11,000 per mm3 (11 X 109 per L),

* White blood cell counts above 100,000 per mm3 (100 X 109 per L)

represent a medical emergency because of the risk of brain infarction and
hemorrhage.

HE AN Bk O FE%H : granulocytes (neutrophils 45 H EK, eosinophils#f-fizER
and basophils’ g FLEK), monocytesHiEK and lymphocytes U o7 EK

« HIMERD/3AR @ Approximately 90 % of white blood cells remain in
storage in the bone marrow, 2 to 3 % are circulating and 7 to 8 % are
located in tissue compartments.

« The estimated life span of a white blood cell is 11 to 16 days



Leukocytosis D JF K] I3

1. Normally responding bone marrow
Infection
Inflammation: tissue necrosis, infarction, burns, arthritis
2. Stress: overexertion, seizures, anxiety, anesthesia
3. Drugs: corticosteroids, lithium, beta agonists
4. Trauma: splenectomy
5. Hemolytic anemia
6. Leukemoid malignancy
Abnormal bone marrow
Acute leukemias
Chronic leukemias
Myeloproliferative disorders
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