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Table 1 APBzIEI AT H

MR E ik
WBC 2700 /ul TP 4.6
RBC 1356 /ul Alb 2.1
Hb 49 g/d T-BIl 0.3
MCV 1148 fL AST 16
PLT 157 /ul ALT 20
Neut 1240 /ul ¥ -GTP 13
Lymp 1160  /ul LD 171
Ret 498 %o ALP 82
CK 28
i3 REnES 288
Juk =53 577
UIBC 141
TIBC 198
)Ty 280

g/dL JiilbC R 4 pesd
g/dl wLOTSAZY 27 mg/dl
mg/dL & 61 ug/dl
u/L VitB12 428  pg/mL
u/L =i 786 pg/mlL
usL BUN 13 mg/dL
u/L Cre 031 mg/dL
u/L R 24 mg/dl
u/L CRP 1.01  mg/dL
% Na 126 mmol/L
ug/dl K 4.1 mmol/L
pg/dl Cl 94  mmol/L
pg/d Ca 75 mmol/L
ng/mL T-Chol 154  mg/dL
rhikRs s 118 mg/dl

HDL-C 506 mg/dL

LDL-C 798 mg/dL
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Tt A rHBEMRANTHEMNT 52, 8L
Je Ay T F A A I ERIRN O & BRI S
L, € ORERIMERENNEITT L8104 4+ 2 A3 L,
SR ZIZED?.

SR ZHE DS,  ME 25 65 ng/dL A, i
HEVa 7T A3 A 20 mg/dL Kl & il 72§ L E
M BY. 2022 FF D T — 1 v SR EA BT SO
HARTA L TIEENSIZMZTCRP 78 2.0 mg/dL
K ] LD Y. braTT A I VIFRAE
LoTEATAEHETH S, ZomiklE, RIS
IrtenvurIg 23 v EREGFRZICE VO S
FTAIVBAPRETAZEETRELTVRAEY,
SR ZIENEEDN A IER T, RIERISDH i
AT B0, IMiEH, trva X523, CRP %
IR ZHIE S A 2 DT F LV, AER Tl I §i
4ug/dL, MijFEtLnro 7 J A3 ¥ 2 7mg/dL, Ik
CRP 1.0l mg/dL T& - 7z.
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A case of copper deficiency anemia caused
by long-term oral administration of zinc tablets

Taiki SHIGEMATSU*, Yu Nimvyama™, Takahito TokuyamMa™* and Takanori OKADA™

*Center for Clinical Training, Matsuyama Red Cross Hospital
“*Department of Internal Medicine, Matsuyama Red Cross Hospital

“**Department of Hematology, Matsuyama Red Cross Hospital

We report a case of copper deficiency anemia possibly caused by zinc tablets. An 80-year-old
woman was referred to our department to investigate the cause of her anemia. The chief
complaint was edema and general malaise. She had been taking zinc tablets for 1 year and 2
months. She was prescribed folic acid and vitamin B12 by her previous doctor, but her anemia
persisted. The patient’s serum copper level was 4 pug/dL, suggesting copper deficiency anemia
caused by zinc tablets. Copper deficiency anemia was strongly suspected, and we treated the
patient with blood transfusions, discontinuation of zinc tablets, and copper replacement. Red
blood cell count and hemoglobin levels increased with treatment intervention, and we diagnosed
copper deficiency anemia. Zinc tablets inhibit the uptake of copper into the blood in the
gastrointestinal tract, resulting in copper deficiency. As a result, long-term oral administration of
zinc tablets may reduce copper absorption in intestinal cells, leading to macrocytic anemia due to
copper deficiency. If macrocytic anemia is observed in a patient on long-term zinc intake, it is

important to consider copper deficiency anemia in the differential diagnosis.
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