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Type 3 iodothyronine deiodinase is expressed
in human induced pluripotent stem cell-derived cardiomyocytes
(& b iPS #MAE kD i #AE L2 Type 3 iodothyronine deiodinase 238 L T\ %)
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1) h5a%
hiPSCs I%, FALKT iPS MRt L 0 43 5182, BEH O Y . hiPSCs %
5% L. hiPS-CMs 20k ¥ 72, HLik%Z HV > magnetic activated cell sorting
Z VTR L 7= #ife %2 hiPS-CMs & L CfER L7z,

2) IEMEORE
D3 iEPEIX, B E R ALER U 72 #fa 2 30mM dithiothreitol f#7E FCTT3 & 37CT
2 WA v F =_X— kL, FEEAEINTZ T2 % liquid chromatography-tandem
mass spectrometry % HWCHIE L7,

3) mRNA {lllE
MRz AT A XL, Trizol i3 % T total RNA Zfhitt L 7=, Total RNA
£ VD ¢cDNA % &% L. Tagmann probe % >, real time PCR 7% (QIAGEN
Rotor-Gene Q) T mRNA O¥B &2 HIE, 18S #NHEHEREIR & L THEH
LEE L,

4) HeEt
2 HEM O#EFHL Student’s £test Z# HWTHE L7z, 2 #ELLEO#EH L One-way
ANOVA %#17-729 Z. Student-Newman-Keuls post hoctest %z FVTHT L
7
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1) hiPSCs & hiPS-CMs @ D3 {EMEAJIE L7z, D3 TGP LR EI A7,
R IEM: 27~ L7=, Lineweaber-Burk plot CTHE TH 25 T3 I1ZxT 5 Km ﬁ
IZ hiPSCs & hiPS-CMs & TlRIEFZTH > 7=, Maximum vrlocity (Vimax) 13



hiPS-CMs T hiPSCs ® 2.4 T&H -7, D1. D2 {EMEIFHLITHER T 2o 72,
2) D3 mRNA X hiPSCs., hiPS-CMs O i 5IZHH 2 iR 7=, hiPS-CMs T®
D3 mRNA O3 #l &3 hiPSCs Of) 2 572 - 7=,
3) hiPS-CMs % 108M Ts Z IV 7255 hiPS-CMs (hiPS-CMs+T3) & O FERR
Mo EsH hiPS-CMs(hiPS-CMs—T3) T 48 Ff[fj55# L. D3 mRNA OB &%
Ll L7z, #5538, hiPS-CMs+Ts T 2.5 50 D3 mRNA ORE 27807,
4) CoCla, Desferoxamine (DFO)!|Z L - T, Hypoxia-inducible factor (HIF)
DY 25 Z ENHMBN TS, hiPSCs &N hiPS-CMs O #5112 CoCle X%
DFO Z#n L., D3 mRNA 8L L~V DB DOV TR L7z, 104M CoCls,
10“M DFO Z B2 A T 24 FefilEsa L7oflg Tid, D3 mRNA ORI ED
B BA AR,
5) D3 iEMEZE 4 % iopanoic acid TIOP) % T, WEMED D3 iEM 2K T
S, 2T KD TS ISEED LAGHIIC I T S8 T ~D B2 M LT,
IOP #nz 5 Z £12Xk > C.MHC o .MHC 3 . Sarcoplasmic reticulum calcium
ATPase (SERCA). phospholamban (PLB)?® mRNA L ~/L33 _CHN L 7=,
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hiPSCs. hiPS-CMs O i 512 D3 {EME A 788 72, hiPS-CMs @ D3 {EMED Vimax
1%, hiPSCs D 2.4 & Td - 72, hiPS-CMs ® D3 mRNA D313, hiPSCs
D 2 (EEfETH - 7=, LLEDOREFR2 S hiPS-CMs (28T, D3 (ZFIERATD
LAULTHIINL CTWA Z E X BN LT,

D3 mRNA OFHIE T3, HIF & Wo -k x ]I Lo TSI D Z &2
WEINTWD, ARBFZEIZEBWVW T, T3 KO HIF oMK FiZ L Y . hiPS-CMs
® D3 mRNA L~y RG22 & 2R LT,

MHC «. MHC 3. SERCA., PLB ® mRNA L L% hiPS-CMs ~4{ki% 12
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1% T3 12XV negative |[ZHIEI S35 Z &R STV D, ABFE T,
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PLB ® mRNA L~L & #0 L Cu iz, T3 28 hiPS-CMs D43k 2 EitE$ 5 &y
IREND D, SEOFERI Y, MHCB . PLB OEm-REFE BT,
T3IZKDEEMREEIY G, T3ICLDUHORAD TN K& 2B e 5 2
itk bnEE LT,

IOP # Mz CHREMED D3 IEMHEZIK T S E72fE%, L7 T3 ® MHC « |
MHC 8. SERCA. PLB ® mRNA L~ LOHEI N E3#0m S -, NERMED
D3 {23 hiPS-CMs @ T3 IREZMHI L TWAH Z LZ2EMTFHHEDTHH- T,

D3 ORBUIARZCAIRITIZZ <D, MERICHD Z ERmbinTng, Z
NE TOHE T hiPS-CMs (A DDA XL 0 & 16 R Oz &5
2 BN TW5S, AEOZE T hiPS-CMs 12 D3 BRI L TWDH W) Z &I,
hiPS-CMs 2R DN TH D Z & 2 S HICEAN T2 EE XD,
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