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Table 1

Clinical backgrounds of the enrolled patients

y Age at admission  Duration Dose of PSL  CAl Matts' Typeof Flare-up LCAP
Patient no. Sex , . .
(years) (years)  (mg/day) (points) grade  colitis  pattern  session
Responder group
1 F 29 9 5 18 4 T Ref. 5
2 M 45 2 0 7 3 L Ref. 5
3 M 25 3 0 9 3 L Ref. 11
4 M 37 28 20 7 4 I Ref. 6
5 M 22 ] 5 11 3 T Ref. 5
Mean 31.6 10 6 104 34 6.4
Nonresponder group
1 M 41 11 30 16 4 L Ref. 5
2 F 54 8 5 10 4 Al Ref. 5
Mean 475 9.5 175 13 4 5

M, male; F, female; PSL. prednisolone; CAL clinical activity index; Total, total colitis; Left, left-sided colitis; Ref, Refractory
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Fig. 3 Changes in the peripheral blood leukocyte count
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1.5 L. Blood-Processing—Volume Leukocytapheresis (1.5L LCAP) for Ulcerative Colitis

Masaaki Shimada, Hiroaki Iwase, Tomoyuki Tsuzuki, Masayuki Okeya, Kyoko Kobayashi,
Yusuke Hibino, Hisanori Watanabe, Nobumitsu Ryuge and Hidemi Goto*

Abstract With the goal of establishing efficient leukocytapheresis (LCAP) for the treatment of ulcera-
tive colitis (UC), in order to mainly remove the leukocytes that are attributable to inflammation and mini-
mize removal of leukocytes supplied in an anti-inflammatory manner, we performed 1.5 L blood—process-
ing-volume LCAP to treat 7 cases of moderate or severe UC and assessed its clinical efficacy and blood
cell dynamics in peripheral blood. There was a clinical response in 5 (71.4%) of the 7 cases, and it was
possible to reduce the dose of steroids or discontinue them in 4 (80%) of the 5 cases in which they were
being used before LCAP. The changes in leukocyte count in peripheral blood showed a reduction from
7,971 (3,400-12, 800) /uL before LCAP to a minimum value of 3,443 (1, 300-6, 300) /uL after 1.5 L proc-
essing, and the maximum value 30 minutes after the completion of processing was 12, 900 (6, 200-17, 100)
/uL. Similar trends were also observed in regard to granulocytes, monocytes, and lymphocytes. There
were no adverse effects. By removing the minimum number of leukocytes necessary, 1.5 L blood—proc-
essing-volume LCAP allows treatment in approximately half the time and with approximately half the
processing volume in comparison with the LCAP that is usually performed. It is also a safe and effective
treatment clinically, and it appears to be an efficient method for treating UC patients.
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