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Abstract: A 33-year-old female with a history of sickle cell trait (sickle cell trait, SCT) presented anemia on routine blood test during
follow-up at the Department of Cardiology, Shanghai Jiahui International Hospital in August 2022. She had no signs of mucocutaneous
hemorrhage, hematemesis, melena or other gastrointestinal bleeding, and was subsequently referred to the Department of Hematology for
further evaluation. The patient complained of recurrent right lower extremity muscle pain accompanied by dizziness and general fatigue.
Family history: a maternal family history of anemia, while her siblings had no history of anemia. Laboratory examinations revealed
microcytic hypochromic anemia with a reticulocyte (Ret) count of 1.21%. Peripheral blood smear showed anisocytosis, with sickled red
blood cells accounting for 4.00% and target cells accounting for 12.5%. Iron metabolism tests: serum ferritin (Fer) 10 pg/L, serum iron
(Fe) 7.83 umol/L. Hemoglobin zone electrophoresis demonstrated hemoglobin S (HbS) 27.00%, hemoglobin A » (HbA 2) 3.80%,
hemoglobin A (HbA) 69.20%, and hemoglobin F (HbF) 0.00%. Genomic testing for hereditary hematological diseases identified a
heterozygous HBB gene CD6 (GAG>GTG) mutation combined with homozygous —a’-7 deletion. Based on the patient’ s medical history,
family history and laboratory findings, the final diagnosis was sickle cell trait complicated with homozygous o -thalassemia and iron
deficiency anemia. The patient received standardized intravenous iron supplementation with iron sucrose injection. Complete blood count
and serum ferritin were monitored regularly to prevent iron overload. The patient was advised to avoid strenuous exercise and overexertion
and keep warm in daily life. During follow-up, iron deficiency anemia was effectively corrected, and hemoglobin returned to the normal

reference range. The proportion of sickled red blood cells in peripheral blood smears decreased, whereas the proportion of target cells
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remained stable. No serious adverse events including iron overload, hemolytic crisis or vaso-occlusive complications were observed, and

the patient’ s condition remained stable overall.
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MBI AL 515 %, RG] BiT% . B&T
202248 H 9 HE AR, MEMITRPERL, MLLE
HikE (HGB) 88 gL (IEHZHEXH 115 g/L~150 g/
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W PR PRI, AR B R R SIS iR e s
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&1 BEMIHHELER KA EMIERISTL
3 WBC RBC HGB HCT MCV MCH MCHC RDW PLT Ret Fer Fe
(x10°L)  (x107L)  (g/L) (L/L) (fL) (pg) (g/L) (%) (x100L) (%) (ugL)  (umol/L)
2022-9-6 2.22 5.07 96 0.30 59.9 18.9 315 21.2 300 1.84 160 17.65
2022-9-20 3.46 5.05 98 0.32 62.6 19.5 311 24.4 233 1.32 234 21.19
2022-10-11 3.11 5.88 118 0.38 63.8 20.1 315 23.6 268 1.02 181 21.84
2022-11-22 2.38 5.39 115 0.36 66.5 21.3 321 16.1 213 0.82 193 18.6
2023-10-17 3.02 5.78 125 0.39 68.2 21.6 317 14.1 236 / 34 13.18
2023-11-21 3.06 5.56 123 0.38 67.9 22.0 325 13.8 259 / 47 20.49
2026-1-27 2.79 5.13 111 0.34 66.5 21.6 326 15.5 218 / / /
2026-6-27 3.12 5.67 124 0.38 67.5 21.8 324 15.0 226 / / /

E: WBC: H4MEi4$; RBC: 440ffUit#; HGB: M EHIKE; HCT: A4UER; MCV: “EHL gk
;, MCH: “E¥L4ipnsl & H & &, MCHC: “FHIL4IMIMLT & HIRE; RDW: ZL4MUAR¥ENE,; PLT: [M/Mi;

Ret: WIZHETHN; Fer: IMVERLEEN; Fe: IMIEY:
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69.20%. HbF 0.00%, {HHbS 5 FLAK T B4l SCT 1Y Ul
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SCT. #i& - o- i H i 23 ATk M 27 1 S R A 2
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