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Significance of parenteral iron administration for HCV-positive hemodialysis patients
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Background : It is well recognized that parenteral iron administration is recommended for hemodialysis
(HD) patients treated with rHuUEPO. On the other hand, hepatic iron concentration increases in chronic
hepatitis C, and iron reduction improves serum transaminase levels in these patients.

Methods : We compared the rHUEPO doses with hematological parameters in HCV-positive (n=7) and
HCV-negative (n=32) HD patients when parenteral low-dose iron was administered for one year (target
ferritin level : 200~300ng/m/, target hematocrit level : 30~33 %) .

Results : None of the parameters was significantly different between the groups at the start of the study.
One year later, levels of hematocrit and serum ferritin significantly increased compared with those at the
start in each group (HCV-positive group : 28.0+2.7 —» 31.3+1.5%, p<0.01, 119.3+171.9 — 303.3+77.7
ng/m/, p<0.03, respectively, HCV-negative group : 26.8+2.2—30.0+3.5 %, p<0.01, 69.8+100.5-278.4
+66.4 ng/m/, p<0.01, respectively). Serum transaminase levels were not significantly different between
the start and end points in the HCV-positive group, but 2 patients showed an increase in these levels. In
the HCV-negative group, the rHuEPO dose at the end point was significantly reduced compared with that
at the start(4,875+2,089 — 4,031 +2,203 IU/W, p<0.05). In the HCV-positive group, however, it was
difficult to reduce the rHUEPO dose in order to maintain the target hematocrit level (4,071 +1,134 —
3,857+1,464 TU/W, NS).

Conclusion : We suggested that rHUEPO should be used together with parenteral iron administration,

even in HCV-positive HD patients, because it is safe at low doses under careful observation.
Jpn J Nephrol 2002 ; 44 : 389-395.
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Table 1. Characteristics of the patients groups
HCV-positive Group ~ HCV-negative Group p value
Number of patients 7 32
Age (yr) 61.0£14.3 65.1%10.1 NS
Gender (M/F) 3/4 12/20 NS
Duration of HD  (months) 146.0%£98.6 49.3+42.2 <0.0l
Cause of renal failure (DM/non DM) 2/5 I15/17 NS
HD : hemodialysis, DM : diabetes mellitus, NS : not significant
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Table 2. Characteristics of HCV-positive patients at the start of this study

Patient Age Gender Dl‘lral-tlllg)n o Cause.of HCV (l-l|)CD\:\l_AR,NA HpCr\Z)t‘;ci)r:e AST ALT

(yr) (months) renal failure  serotype Meq/ml) (pg/ml) (u/f)  au/n
No. | 65 F 2 CGN 2 3.0 352.3 14 8
No. 2 59 F 264 CGN | 46.0 I, 132 18 14
No. 3 71 M 205 DM | <0.5 <8 14 13
No. 4 65 M 144 DM | <0.5 <8 6 4
No. 5 50 M 183 CGN I 4.8 269.3 Il Il
No. 6 75 F 203 CGN I 2.7 136.6 29 32
No. 7 36 F 21 CGN 2 9.2 291.7 15 25

HD : hemodialysis, CGN : chronic glomerulonephritis, DM : diabetes mellitus

Table 3. Laboratory findings and medical doses in HCV-positive group in the study
Variable At baseline At one-year follow-up p value
Ht (%) 28.0x2.7 31.3x1.5 <0.0l
Serum iron (ug/d/) 40.1%17.2 56.4+21.4 NS
TSAT (%) 17.3£10.1 27.8+8.3 <0.05
Serum ferritin (ng/ml) 119.3+171.9 303.3+77.7 <0.0l
AST (IU/1) 15.3£7.1 [7.1%£6.2 NS
ALT (IU/1) 15.3£9.8 18.6£13.2 NS
ChE (lU/1) 222.1%£69.4 207.9£56.9 NS
Serum albumin (g/d/) 4.0%+0.2 3.9%+0.2 NS
Platelet count (X 10*/yu/) I15.1%4.5 13.3%£3.0 NS
rHUEPO dose (IU/W) 4,071x1,134 3,857% 1,464 NS
Iron supplement dose (mg/M) 57.1%151.2 102.9%+60.5 NS

NS : not significant
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Table 4. Laboratory findings and medical doses in HCV-negative group in the study
Variable At baseline At one-year follow-up p value
Ht (%) 26.8+£2.2 30.0x3.5 <0.0l
Serum iron (ug/d/) 43.8%19.6 59.2+24.0 <0.0l
TSAT (%) 18.5x8.1 30.7£11.0 <0.0l
Serum ferritin (ng/ml) 69.8+100.5 278.4+66.4 <0.0l
AST (IU/1) 12.2+7.2 12.8+5.4 NS
ALT (1U/1) 8.9%£5.2 10.8+5.4 <0.05
ChE (IU/I) 212.9%£41.5 216.6%+52.9 NS
Serum albumin (g/d/) 3.9%+0.4 3.9%+0.4 NS
Platelet count (X 10%/gu/) 17.4%£5.9 17.4%5.4 NS
rHUEPO dose (IU/W) 4,875%£2,089 4,031%£2,203 <0.05
Iron supplement dose (mg/M) 42.5+134.4 75.0£53.5 NS
NS : not significant
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Fig. 1. Changes of AST and ALT levels in HCV- Fig.2. Changes of HCV-RNA and HCYV core protein
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