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Azacytidine combined with PD-1 antibody in the treatment of elderly
high-risk myelodysplastic syndrome or acute myeloid leukemia:
four cases report and literature review

Summary To evaluate the efficacy and safety of azacitidine in combination with PD-1 antibody(sintilimab) in
elderly patients with high risk myelodysplastic syndrome(HR-MDS) or acute myeloid leukemia(AML) , we repor-
ted four cases of elderly patients with HR-MDS or AML treated with azacitidine in combination of PD-1 antibody
and reviewed the related literature. For the four patients, 2 cases were males and 2 cases were females, and their
median age was 75(71 to 83) years old. Two cases were refractory HR-MDS and the others were newly diagnosed
AML. Three patients were transfusion dependent before treatment. Azacitidine was administered at 75 mg/m?* for
7 days, and PD-1 antibody was given at 200 mg on d8. The median treatment cycle was 4. 5(2 to 6) and the medi-
an time to response was 2(1 to 2) months. All patients had achieved CR/CRi, with improvement of the hemato-
logical parameters. The median follow-up was 6(3 to 10) months and the median time for progression free surviv-
al was 4. 5(3 to 6.5) months. The main adverse events were infections caused by myelosuppression which could
be improved after intensive supportive care and anti-infection therapy. One patient lost response due to the delay of
treatment and one patient died of hemorrhage due to the possible colon cancer. Azacitidine in combination with
PD-1 antibody provides a possible effective way of treating patients with HR-MDS or AML with acceptable ad-

verse events, which merit further prospective investigation.
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Hereditary spherocytosis from a Chinese family with p. E1135X

mutation of SPTB gene:a case report and literature review

Summary To improve the knowledge of hereditary spherocytosis(HS) with novel SPTB mutation and facilitate

the molecular diagnosis in intractable cases,we reported the diagnosis and treatment process of a patient of HS from

a Chinese family with severe jaundice but without anemia.and reviewed related literatures. This patient was a 16-year

old male whose prominent manifestation was severe jaundice and pathological features of hepatic puncture was con-

sistent with Gilbert syndrome. Further examinations showed that UGT1A1l gene mutation was negative. Spherocytes

were observed in the peripheral smear with increased incubated osmotic fragility. A novel mutation of SPTB gene,

the substitution of c. 3403G > T in exon 15, was identified in the patient and his father. After splenectomy.

the patient’s jaundice eased rapidly. This case report suggests that a novel SPTB mutation (NM _ 001024858,

c. 3403G>T,Exonl5)is potentially associated with HS,and molecular diagnosis is of clinical significance for the ac-

curate identification of atypical HS cases.
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