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Research Progress of Hepcidin in Preeclampsia

YANG Jiani', YANG Qi', LUO Xiaogi', XU Rongrong?, CUI Hongmei**
('School of Public Health, Gansu University of Chinese Medicine, Lanzhou 730000, China;
2Obstetrical Department, Gansu Provincial Maternity and Childcare Hospital, Lanzhou 730050, China)

Abstract PE (preeclampsia) is a multi-system disease specific to pregnancy, which seriously threatens
the health of both mother and fetus. Its pathogenesis is complex, involving multiple aspects such as abnormal
placental function, vascular endothelial injury, inflammatory response, and oxidative stress. In recent years, more
and more evidence has shown that iron metabolism disorders, especially iron overload-induced oxidative stress,
may play a key role in the pathophysiological process of PE. Hepcidin, as the core regulator of iron metabo-
lism in the body, controls intestinal iron absorption and the release of iron from the reticuloendothelial system
by degrading its key target, FPN1 (ferroportin 1). Hepcidin is often highly expressed in PE patients and may
be involved in the occurrence and development of PE through mechanisms such as interfering with placental
iron transport, exacerbating oxidative stress, and promoting endothelial cell dysfunction, though its expression
changes remain controversial. This article aims to systematically review the regulatory mechanism of hepcidin,
and the adaptive changes of iron metabolism during normal pregnancy, to focus on discussing the role of abnor-
mal hepcidin levels and hepcidin-mediated iron metabolism disorders in the pathogenesis of preeclampsia, and to

analyze the possibility of hepcidin as a potential biomarker and therapeutic target, thereby providing new ideas
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for the in-depth research and clinical management of PE.
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] T G A BT 3 5 21 248 B H R ) P A RE TR A
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Fig.1 Schematic summary of the role of hepcidin in preeclampsia

netic protein receptor type 11, BMPR2) LA Az 17 52 44
Wi R AR 2(activin receptor-like kinase 2,
ALK2)F1ALK3]45 & . Boikss & )a, 1A 32 R iR
A FF O TR 2 Ak, S 25 1dE T B IR A Ve PR 38R 4 F
SMADI1. SMADSHISMADS. fZ{L1ISMADI1/5/8
i@ 3T SMADATEE &Y, mEEW AL
ENAZ, B G B HAMPJS 31 X 5 (1) BMPHi
REgofF b, DR R R 2 A A s U4, a3k T 40 ) g 1 2k
WSO B R A M R T, S B SR NP . ZaE i
2B Z A KRB RS 4 o AE I R U TR
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o W5 22 5 IR 2R 11 I 6(transmembrane protease,
serine 6, TMPRSS6)2 H H f 55 L 1) 471 [ I 715 (K1,
BB V) EI HIVIE I H] BMPEZ AR 135 P4~ i SMAD
55, TSR RIS DR R MY, S — A
B GRS B 0R AR FK50645 & 8
12(FK506-binding protein 12, FKBP12), i#iid &5 &
ALK25Z A FF 401 35 P4 > Lt BMPAE 5 4% S 417161
BRI ZER A1, PER LRI N B2 T e R A5
A543 4 M 5 LSECs, i FL 0% 1 5 i v BMP
55 EBMP-SMADiH H ) RERERT . L 51 K 1



Paa S5 Bk AL TR AT i Fuadk

549

P 2R AL 2 5 R 2, i i 25 i Y (Fenton
reaction) IS AL 4540 . PE AR L B JHF 453497
HELLPZE % {iE(hemolysis, elevated liver enzymes, and
low platelet count syndrome)As £t 1] G& 11 &I FH-4H g
PRSI A

122 KERFIL-642JAK-STAT:A R K21
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# -6(interleukin-6, TL-6)%5 7% i 4 i KT K BRI,
L gf B E 1Y E A 3 -632 44 (interleukin-6 receptor,
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Sh4r, BH AR5 20 B 2 1 1) BMPSZ2 /A 5 & W40 |

YEH, BHISTSMAD1/5/8 1B A FIAZ e Aor, B 24 33N
HAMPHE R e 53¢ W 3E T 40 ) Bk R R Rk, #ETm
B 5L 2 R T LA A R PY . T SILVASE P
78 0 s A 3 B STAT3 Rk & I Kk
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R, SARKAEPERI LML, K AEPER) LBk H =7
BIKFREES. BFHAFEPHIREY, B PEX
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JA (34T 9 451 % BE AR 245t , PEZH SFIZK P-4
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FHEC T 1E % Z2 I PEZL (I SF/K 7 5 i1, PE RS SFTH
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{A(soluble transferrin receptor, sTfR)AHANSZ R E 52
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ok, HIF iR sh gtk #2k. SHCHERBAKOV
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©ETE, H HbE SRR RIS PEFUR R E B,
CORDINA % P 72 i 7= 42 27~29 J 1) PE & 5 Hbik
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3.1 RIERK
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F BRI R AR T I HG N F AT BE A 20 R T
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WOR E R A IR AR, FER G Re kB = .
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(reactive oxygen species, ROS), 5| K AWM. L&
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acyltransferase 3, LPCAT3)%% I Jii A 14 < Be fifg 1) %
RN, IEIE BB . R PERR iR
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=T B, W0 e i A HTE BR e ), A5 R o
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(R BE T2 BRI N i A 5 e Ty e A 0% 75 4 M A= 2%
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