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Clinical Evaluation of a Combined Immunosuppressive Therapy of
Antithymocyte Globulin and Cyclosporin A for Patients with Aplastic
Anemia

Kenichiro YATA, Hideho WADA, Makoto MIKAMI, Hidekazu NAKANISHI,
Yoshimasa SUETSUGU, Mayumi KAKU,Takashi SUGIHARA, Osamu YAMADA,
Yoshihito YAWATA

[Purpose] A combined immunosuppressive therapy of anti-thymocyte globulin (ATG) and
cyclosporin A (CyA) for aplastic anemia (AA) was clinically evaluated. [Methods] ATG
(Lymphoglobulin® ) 15 mg/kg/day for five days D.LV and Cy A (Sandimmun® ) 5 mg/kg/day
for at least three months were given to four cases with a severe grade AA and to two cases with a
moderate grade. [Results] Five out of the six cases demonstrated a good response (GR) after
nine months of this combined therapy. But one case with long duration (77 months of AA),
remained refractory to the therapy. All the five cases who showed good response to the therapy, the
duration of aplastic anemia before the therapy were less than three months. [Conclusion] ATG
and CyA is combined immunosuppressive therapy with an effective for untreated patients with AA,

especially the duration of the disease is less than three months from the onset. Bul care must be
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taken for major side effects and delayed complications. (Accepted on April 11, 2000) Kawasaki
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Table 1. Laboratory data

Case Age/Sex Neutrophil Platelet Reticulocyte Grade Duration of AAbefore  Previous therapy
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(Ful) (X0 ul) (X107 21 this therapy started
e iy { months ) L

1188 1.1 4.28 Moderate 77 HDMP

900 2.7 3.51 Moderate 3 Oxymetholone
405 19 3.75 Severe 1 None

156 0.6 0.90 Severe 2 None

264 16 2.40 Severe 3 HDMP

153 1.7 110 Severe 2 PSL
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HDMP : high-dose methyl-prednisolone,

PSL : prednisolone, AA ! aplastic

Table 2. Criteria for the severity of aplastic anemia

Severe (grade | ) Moderate (gradell) | Mild {(gradelll)
Granulocyte< 500/mm’ | Granulocyte<1,000/mm’
Platelet ~ <20,000/mm’| Platelet < 50,000/mm’
other

Reticulocyte<(20,000/mm’| Reticulocyte</60,000/mm’

When more than two factors
listed are satisfied

When more than two factors
listed are satisfied
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Table 3. Results after the treatment
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Fig. 1. Clinical course in an aplastic anemia patient (case 2 : T.U} with good
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Fig. 2. Totalylmphocytes and T cells in the peripheral blood in case 2 during

after combined treatment of ATG and CyA
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