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. DNA & B I da o 7 rp ks 4% 45 = 244
. NABRAFAEA A% O BRAR R L], AT OR AR
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Al SRy o AW S WSS B SN (T KR4 i R SREA SR A
4 #% G (Parkinson’s disease, PD). Pl /R % if R
J9i (Alzheimer’s disease, AD) %% & i 45 A &k
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(transmenbrance serine proteases 6 gene, TMPRSS6),
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Clr/Cls, urchin embryonic growth factor and bone
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(bone morphogenetic proteins, BMPs) il if SMAD
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Fig. 1 Regulation of hepcidin transcription by TMPRSS6
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“OME ¥R MR B Bk PR 2 M AE 7 (iron-refractory iron
deficiency anemia, IRIDA). - IRIDA K Kk PR
PEBFE S, Finberg ZE0%} 5 AN HE R 5 R BEAT W 5%
KB, IRIDA 3% 8{ fF 22q12-13 LB 4k |, Ify
TMPRSS6 1 4k T it £ & . X} IRIDA 5 A 1
TMPRSS6 5 KIBF TR B, X Bh LD R 42 T R,
MIMHEMN TMPRSS6 (15878 % 3 IRIDA K A= H
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EA e A BMP. IL-6 MIME, ] e E %
YEH T SMAD 1/ 8% STAT3 {5 538 8%, & A HEXS
HHEAEM T hepeidin FEP KR, #1] hepeidin
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Transmenbrance Serine Proteases 6:
A Newly Discovered Hepcidin Regulator”

WU Wen-Shuang, ZHENG Xin, DUAN Xiang-Lin, CHANG Yan-Zhong™
(The Laboratory of Iron Metabolism, The College of Life Science, Hebei Normal University, Shijiazhuang 050016, China)

Abstract Transmenbrance serine proteases 6(TMPRSS6) is a recently identified transmembrane serine protease,
this protein regulates the expression of hepcidin in the process of iron metabolism, thereby affecting the body of the
iron steady. The discovery of TMPRSS6 is not only very important to the understanding of mechanism of iron
metabolism but also reveals the etiology of iron metabolism-related diseases, it provides a new way of thinking
about how to treat these diseases.
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