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Table 1. Clinicopathological characteristics and clinical course -
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Figure 1. Extensive ecchymosis in the area of the both buttock and back
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Figure 2. A contrast-enhanced computed tomography of the abdomen
revealed a large subcutaneous hematoma over the right back and anterior
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ABSTRACT

Clinical analysis of Ph(-) chronic myeloproliferative disorder

Ha Jae Hwa
Adviser : Prof. Park Chi Young, M.D, Ph.D.
Department of Medicine,

Graduate School of Chosun University

Background : Philadephia chronosome negative chronic myeloproliferative
disorde(CMPD) is a clonal disorder which includes polycythemia vera, essential
thrombocythemia and idiopathic myelofibrosis. CMPD has chronic course and
different clinical features. Especially CMPD accompany vascular complications.
We evaluated the clinical features, complications, treatment and effect of

treatment of CMPD

Methods @ We retrospectively reviewed the medical records of patients with

CMPD between December 2002 and December 2006.

Result : Eighteen patients were identified. The mean age of 18 CMPD patients
was 64 vyears(range, 40-83) and male to female ratio was 1:2. Clinical

manifestations were abdominal discomfort(22%), aquagenic pruritis(22%), skin



phletora(22%), bleeding(16%), thrombosis(11%) and dizziness(11%). Treatment
with hydrea was most frequent during clinical course of CMPD. Complication
of disease itself and treatment was not frequent except bleeding and thrombotic

event. Conversion to acute leukemia was none.

Conclusions : CMPD 1is a chronic disease and desirable effect result from

DNA biosynthesis inhibitor and cyclic nucleotide phosphodiesterase inhibitor.

Key Words : Chronic myeloproliferative disease, Philadelphia chromosome

negative, hydrea
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Figure 1. Extensive ecchymosis in the area of the both buttock and back

N
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Figure 2. A contrast-enhanced computed tomography of the abdomen
revealed a large subcutaneous hematoma over the right back and
anterior abdominal wall
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Table 1.Clinicopathological characteristics and clinical course

Hb WBC Platelet

Case Age Sex (g/dL) (x10°/L) (x10°/L) associated symptom and sign Treatment

1 83 M 11.5 16,750 1,638 Hematoma, Leg ulcer Hydrea, Plavix, Agrylin

2 59 F 13.6 6,780 573 Hydrea, Agrylin, Aspirin

3 46 F 12 6,580 972 Hydrea, Aspirin

4 79 F 11 4,740 1,096 MI Hydrea, Aspirin

5 40 F 12.9 5,970 1,240 Hydrea, Agrylin, Aspirin

6 75 F 13.7 3,140 939 No

7 67 F 14.7 8,470 813 Thyroid cancer Hydrea, Aspirin

8 53 F  20.2 6,180 174 éﬁ;aii‘féctoﬁgums’ Hydrea, Aspirin

9 73 M 19 23,130 374 Pulmonary hemorrhage Hydrea
Aquagenic pruritis,

10 55 M 22.3 15,850 522 Skin phletora, Hydrea, Phlebotomy
Gingival bleeding

11 69 M  19.9 10,400 422 éﬁ;aii‘féctoﬁgums’ Hydrea, Phlebotomy, Aspirin

12 67 F 20.9 13,070 583 MI, CVA Hydrea, Aspirin, Plavix

13 71 F 18.5 13,370 441 Hydrea, Aspirin

14 5 M 201 7,310 585 é}?ﬁlaii?éctogums’ Fhdtren, Pk boimmy, Aspii

15 65 F 7.5 7,430 360 LUQ discomfort, Dizziness Hydrea, Agryin, Splenectomy

16 64 F 5.7 3,320 117 LUQ discomfort, Dizziness Hydrea, Steroid

17 56 M 13.3 8,880 260 LUQ discomfort Hydrea

18 79 F 9.9 11,250 392 LUQ discomfort Hydrea

Abbreviations: Hb, Hemoglobin; WBC, White blood cell; MI, Myocardial infarction; CVA, Celebrovascular accident;
LUQ), Left upper quadrant
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