F19% H el I R 25103677 2%k Vol.19, No.8
202148 H Clinical Medication Journal August, 2021

- 7 9 R P
BRI B MM 7T 5 Y s R R A

R AT
rp [ B 2E R A B AL Bt B A B A B AL st S B B N RR, dE AT 100730

[(WE] 4R faxt8:2 L FRT M ELRA, SHREALAL THETHLNLAE, llkﬁJ—_i%iﬁﬁﬁfm
A Y BT IR AT RER A jr%‘ $%3F TE, Jl'\xsvi"’*ijﬁ?m$%é%k4kk¢+ﬁ‘ AR T R E

JL 64 AR 25 M BANMK 09 ) & 5 7 M AT R R R H‘H&iﬂﬂ\ B Z AN KRB LR KR ESA A
[EiF] 1M B Bk, n’%kik'fijﬁ\;h;;ﬂ\f o
[hE4Z%S] R556;R977.5 [irﬁﬂﬁiﬂﬁ!&] B [xE=H/HE) 1672-3384(2021)08-0013-05

Doi: 10.3969/j. issn. 1672-3384. 2021. 08. 003

Clinical application of iron in the treatment of patients with renal anemia
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[Abstract] Deficiency of iron was an important cause of renal anemia absolutely or relatively. Many factors were involved
in the occurrence of iron disorder. It was very important to evaluate iron status accurately, correct iron disorder and reasonably
choose drugs for patients with renal anemia. This article reviewed the evaluation of iron status, ways of iron supplement, dos-
age of iron supplement and common iron supplement drugs in patients with renal anemia. It emphasized that besides iron sup-
plement treatment, attention should be paid to reduce inflammation and improve iron utilization.
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