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Table 1. CT and Clinical Findings of Hemosiderosis in Patients with Blood Transfusion due to Chronic Renal Failure

No./Sex/Age CT findings Amounts of S-ferritin Duration of B. Sugar

L S P B. Transfusion (ng/ml) Transfusion (mg/ml)
1. M/64 + - — 111U 1957 6.9 Yrs. 90
2. M/53 + — — 88U > 2000 5.1 100
3. M/57 + + + 15U 347 5.0 89
4. Ff33 + + — 19U 467 5.2 85
5. F/a4 + + - 16U 479 4.7 88
6. F/58 + + + 31U 528 5.0 82
7. M/50 + + + 40U 1054 3.0 98
8. E/39 + + — 30U > 2000 6.3 89
9. M/64 + - — 33U 318 7.0 95
10. M/50 + + — 370 475 4.2 90
11. M/29 + + + 165U 104 6.3 116
12. F/33 + + + 239U > 2000 6.7 91
13. M/45 + + + 15U 476 5.0 88
14. M/38 + + - 9U 754 3.1 97
15. F/37 + — — 41U NC NC 85
16. M/50 + - — NC 1098 7.3 98

B: blood, U : unit(1U=250ml), Yrs. :years, L:liver, S:spleen, P:pancreas, NC:not checked
+ :increased attenuation value compared with that of back muscle
— :does not increased attenuation value compared with that of back muscle.
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Fig. 1. Noncontrast CT scan of upper abdomen in a
50-years-old male patient of chronic renal failure and mul-
tiple blood transfusion.

A, B. Parenchymal density of liver, spleen and pancreas is
increased than that of back muscle due to iron overload.
There are multiple tiny low density lesions in liver and
spleen, which were confirmed due to candidiasis.

C. Both kidneys are small with multiple cysts and calcifi-
cation due to CRF.
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CT Finding of Transfusional Hemosiderosis in Patients with
Chronic Renal Failure : Clinical Correlation!

Tae Joon Park, M.D., Hae Kyung Lee, M.D., Hyun Sook Hong, M.D.
Gun Woo Kim, M.D., Hyung Hwan Kim, M.D., Gyo Chang Choi, M.D.
Kui Hyang Kwon, M.D., Deuk Lin Choi, M.D.

IDepartment of Radiology, College of Medicine, Soonchunhyang University Hospital

Purpose:To evaluate whether there is any correlation between the CT features of hemosiderosis
and clinical findings in patients with chronic renal failure who have received multiple blood ‘
transfusions.

Materials and Methods: Among chronic renal failure patients who had undergone long-term di-
alysis and received multiple blood transfusions, CT findings in 16 cases in which increased liver at-
tenuation was seen on images obtained for other purpose, were analyzed by three radiologic '
specialists.

The attenuation values of liver, spleen and pancreas compared with that of back muscle were
correlated with the amount and duration of transfusion, and blood ferritin level.

Results:In 15 of these 16 cases, blood ferritin level was examined ; 14 showed more than 300
ng/ml. Increased attenuation of the spleen was noted in 11 cases, and of the pancreas, in six. All
these six also showed increased value for the spleen;the amount of blood transfusion was less than
40 units in three case and more than 40 units in the other three. None showed glucose intolerance.
Between the two groups, there were no statistically significant difference in the amount and dur- |
ation of transfusion, or blood ferritin level.

Conclusion:There is no correlation between the CT features of hemosiderosis and clinical
findings. In patients with chronic renal failure and no clinical symptoms, the status of iron over-
load was relatively easily detected on CT. Close observation of CT findings is thus thought to pre-
vent significant permanent functional deformity of organs in patients with chronic renal failure
who have received multiple blood transfusions.

Index Words: Liver, CT
Liver, iron content

Address reprint requests to: Tae Joon Park, M. D. , ﬁei)artment of Radiology, College of Medicine
Soonchunhyang University Hospital, # 657-58 Hannam-Dong, Yongsan-Gu, Seoul, 140-173 Korea.
Tel. 82-2-709-9396, 7 Fax. 82-2-705-3928
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