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Table 1. Laboratory values at various dates 

Date HGB Retic Schisto Plat PT PTT Cr Treatment 
cytes 

11/79 11.7 0.4 0 305 K 1.0 FAM 
5/80 9.1 + 430 K 1.2 
6/80 7.6 + + + 280 12 29 1.3 4 Units PRBC 
8/80 6.8 3.9 + + +  175 11 32 1.6 2 Units PRBC 
9/80 7.3 + + +  2.0 4,000r to stomach 

10/80 6.3 + + 140 12 36 2.3 
1/81 9.2 + 165 3.3 

10/81 9.9 0 275 3.1 

The patient was a 71-year-old man who presented in 
November 1979 with gastric adenocarcinoma metastatic to the 
colon, bone, and retroperitoneal nodes. His admission hemo- 
globin was 11.7, WBC 6.2, and platelets 305,000. The 
reticulocyte count was 0.4%. He was treated with 5-fluoro- 
uracil, adriamycin, and mitomycin C (FAM). His hemoglobin 
gradually dropped to the 9 - 1 0  g/dl range by May 1980 after 
nine cycles of F A M  (total mitomycin dose of 50 mg/m2). In 
May 1980 the hemoglobin was 9.1; the peripheral smear 
showed infrequent schistocytes. Chemotherapy was stopped at 
the patient 's request; there was no regression of measurable 
disease. Table 1 shows the relevant laboratory values. In 
August 1980 tests for fibrinogen and fibrin-split products were 
done and were negative. Local radiotherapy to the stomach 
was begun. By Januar 1981 the hemoglobin rose to 9.2. The 
peripheral smear showed only rare schistocytes. In October 
1981 the hemoglobin was 9.9; there were no schistocytes on 
peripheral smear. The patient died in November 1981; at 
autopsy there was microscopic evidence of tumor in the 
stomach, lung, diaphragm, and abdominal lymph nodes. 

Microangiopathic hemolytic anemia (MAHA) is a 
well-known complication of gastric adenocarcinoma and of 
treatment with mitomycin C [1-3) .  Evidence of disseminated 
intravascular coagulation and acute renal failure are usual 

concomitants. This patient developed M A H A  while receiving 
mitomycin C. During a year of subsequent follow-up the 
microangiopathic process disappeared in spite of the presence 
of metastatic gastric adenocarcinoma. 

This case illustrates that mitomycin C can produce a 
M A H A  that reverses spontaneously. Patients with gastric 
adenocarcinoma who develop M A H A  have a life expectancy 
of weeks to months. This very poor prognosis may not apply to 
those who develop M A H A  while receiving mitomycin C 
treatment for gastric adenocarcinoma. 
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