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Table 1. Semi-molecular classification of myeloproliferative disorders (MPD).

Main Categories

Subcategories

. Classic MPD 1. BCR-ABL-positive

2. BCR-ABL-negative

Chronic myeloid leukemia (CML)
A. Polycythemia vera (~100% JAK2V617F*)

B. Essential thrombocythemia (~50% JAK2V617F*)
C. Myelofibrosis (~50% JAK2V617F*)

Table 2. Myeloproliferative Disorders with Known Dysregulated Protein Kinases

Disorder Disrupted Protein Kinase(s)
Chronic Myelogenous Leukemia ber / abl
Systemic Mast Cell Disease c-kit; PDGFRo
PV /ET / IMF (and some Ph neg CML, CMML, chronic
neutrophilic leukemia, megakaryocytic leukemia, MDS JAK2
L Hypereosinophilic syndrome (HES) PDGFR alpha and beta
Reference

+ Baxter E. et al. Acquired mutation of the tyrosine kinase JAK2 in human myeloproliferative disorders.
Lancet 2005;365:1054-1061.

* Kralovics R. et al. A Gain—of—Function Mutation of JAK2 in Myeloproliferative Disorders. N Engl J
Med. 2005; 352:1779-1790.

+James C. et al. A unigue clonal JAK2 mutation leading to constitutive signalling causes
polycythaemia vera. Nature 2005;434:1144-1148.

+ Jones AV. et al. Widespread occurrence of the JAK2 V617F mutation in chronic myeloproliferative
disorders. Blood 2005;106:2162—2168.

« Tefferi A, Gillland DG. The JAK2 V617F Tyrosine Kinase Mutation in Myeloproliferative Disorders:
Status Report and Immediate Implications for Disease Classification and Diagnosis. Mayo Clin Proc.
2005;80(7):947-958.




JOURNAL REVIEW

JAK2 V617F in Myeloid Disorders: Molecular Diagnostic Techniques and
Their Clinical Utility: A Paper from the 2005 Wiliam Beaumont Hospital
Symposium on Molecular Pathology.

David P. Steensma [Mol. Diagn, 2006 8: 397—-411]
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Fig 2. A Proposed Erythrocytosis Diagnostic Algorithm

*= Familial erythrocytosis syndromes can present with a low, normail, or high serum erythropoietin leve.
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Fig 3. A Proposed Diagnostic Algorithm For Thrombocytosis
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Reference

* Biology, clinical relevance, and molecularly targeted therapy in acute leukemia with FLT3 mutation.
Int J Hematol. 2006 May;83(4):301-8.

* FLT3 mutations in acute myeloid leukemia. Methods Mol Med. 2006;125:189-97.
* FLT3 in human hematologic malignancies. Leuk Lymphoma. 2002 Aug;43(8):1541-7.
+ Clinical implications of FLT3 mutations in pediatric AML.Blood. 2006 Dec 1;108(12):3654-61.
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* Ann Intern Med 1997;126:608-14.

* Pharmacogenomics 2002;3:89-98
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2. A 7 o (AR} : 20064 112 112 T4-E)
No. Mg HZ M (ZAY/A2Y) HZ S (ZAY/ LY MM )
1 Apolipoprotein C 111 2 /5% o/ 3y H37t
2 Bone ALP /1Y st/5Y U357t
3 HVA(P) 8 =/25% ZZst/5¢ eIt
4 HEV RNA PCR g /5% +/7¢ FASZEN
5 HDV RNA PCR g +/5¢ +/7¢ FARZEN
6 Diazepam +/3% 5}/15Y HapZA
7 Nordiazepam +/3% 5}/15Y Hagdh
8 Clonazepam +/3Y st/20¢ Hapzta
9 Anti sperm Ab /124 st/12Y -
. 10 Insulin receptor Ab /1Y +/15Y =
3. AtnXx| M
ANE CEE: HYE Algdxt HE AR )
T3 0.86~1.87 ng/mL 0.60~1.64 ng/mL 2006. 12. 18 & | A MAH
Moo | hopgimL | Nigwtine upto g | 208 27 RHE | ol
8-ALA (Aminolevulinic acid) 7~13 mg/day below 7.5 mg/day 2007. 1. 15 ®E A HA
. Porphobilinogen (&) 1.3~7.0 mg/day below 7.5 mg/day 2007. 1. 15 Ha2 PEN i
4. MYH HE (AIZUX} : 20074 18 222 F4E)
ZAE T HY ZAL 717 #F (20074 7|F) )

L Hantaan virus Ab (&)

HA= IFA

C4681470(11,7602)) = C4682476(15,890%)
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