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F 1. ABERtRA i

(i3 (AL CHRELT)

WBC 31,060/ut TP 4.6g/dt  PT 31 sec
Promyelocyte 3.0%  Alb 2.0g/dt  APTT 36.2 sec
Myelocyte 3.0%  TBil 3.1 mg/d¢  Fibrinogen 101 mg/d¢
Metamyelocyte 3.0%  D.Bil 2.4 mg/dt  FDP 35.3 ug/mf
Seg 63.0%  AST 884 10U/t AT II 86%
Ab-Lym 28.0%  ALT 661U/t D-dimer 31.2 ug/m¢

RBC 232 x 104/ut  LDH 8070 1U/¢

Hb 7.1g/dl  ALP 519 TU/e ik / i)

Ht 22.20%  BUN 56.4 mg/d¢  1gG 1,234 mg/d¢

MCV 95.71  CRE 1.83 mg/dl  IgA 215 mg/dt

Ret 12.31 x 104/ut  UA 9.4 mg/dt  IgM 231 mg/dt

Plt 2.7 x 104/ut  Na 140 mEq/¢  B2mG 8.1 mg/dl

K 3.9 mEq/t  sILZR 46,000 U/m¢

(k) Cl 108 mEq/¢

HBs Ag (-) Ca 7.7mg/dl  BS 367 mg/d¢

HCV Ab (-) CRP 4.72 mg/d¢

F2 MY YOS o 2 FUER T O N — 2 A HE B (2001 4F LAKE)

KB ek P s T ﬂfﬁ w1 T8 ARTS
e 59/F B cell lymphoma Stage IV / #% 21.7 87 i - i %L (12 H)
LU i

27 74M B cell lymphoma Stage IV / #)5& 19.8 47 B # T 44 H)

3” 75/F Follicular lymphoma  Stage IV / #)5¢ 5.4 198 B O 2H)

g 54/M T cell lymphoma Stage IV / #)5& 12.0 67 B A B (1038)

5" 61/F IVL Stage IV / #5& 11.6 187 MR-EE A BT (RHIRED)

6” 54M  DLBCL ENLNE RS 16.9 40 NR AT @H)

7 28/M  NK/T cell lymphoma  Stage 1A/ % 11.2 42 BRI (EREICT

47 HIRIZ3ET)

g 65M  DLBCL Stage IV / #1%& 18.0 86 - EBE A B

9% 24M  DLBCL Stage IV / #15& 33.0 38 N H o FEL (10 HEWW)

10” 74/M  Burkitt lymphoma Stage IV / ¥ % 15.8 2760 i - EEE M ZEC (13 H)

11¥ 77M MCL Stage IV / #)5& 26.3 NR - HEE A B

127 64/F DLBCL Stage IV / #)5& 16.0 26 Bi-EEE A BT (A

131 82/M  Hodgkin lymphoma  Stage IIA/ #I%& 115 NR - EEE BT BH)

14" 18/F T cell lymphoma Stage IV / #)5E 15.4 4 BRSO A B (EERRIZTT

A HABIZFEL)
AAIEB]  67/F DLBCL Stage IV / #)5E 15.9 367 - e ZEE (9H)
Cr

IVL; Intravascular lymphoma, DLBCL; Diffuse large B cell lymphoma, MCL; Mantle cell lymphoma
NR; not reported
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