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Abstract ;

:Induced pluripotent stem cell is a landmark in the stem cell study field, which has rapidly developed in

the past 10 years. By obtaining induced pluripotent stem cells from somatic cell, and then differentiating into car-

diomyocyte, various cardiomyocyte disease models could be established, which can be used for research of disease

mechanisms, drug screening and gene therapy. This review introduces the successfully established cardiomyocyte

disease models from human induced pluripotent stem cells, and points out the problems and prospects.
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HEFTANRA BRI 55 K 250k . H T E T
ST Z 0 hiPSCs 2O JULAH MR A A | 38 A AR TR 3R A 7
PARHLHIBIFFE | 2459 0 8 38 YR 7 St A 1 i
EERE,

2.1 DREBFEEER

O B8 3 T 27 T 1R G B - T SR
F14) 35 DR 98725 FH ) BE S5 5 T 5040 00 460 R 465 45 0 O
T T D RE S B R R O AR H PR , A K QT
ZERAE LA B M S50 M 2 T2 PE % 3UFT Brugada 45

BAESE JURh £ ZRAY | AT 43 Ry e RAE GRS AN
FETHE S KM O B -l T

MR QT ZE&1E (long QT syndrome, LQT)
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HLRFH TKs BELA 751 5 6 W 4 ek A%, UE 52 5 TKs 38 i
ifgRat® 2 B QT LA 1E (LQT2) F KCNH2
KR ZEAES S , KCNH2 S22 it Pl 38 7% 4 3R 4 7 4
IE IKre B9 o A B SR LQT2 A5 By Ha A B
2 & BB LR B B B AZ AR BEL U
FR RNV 38 38 PR AT T A e sh MR OF
Hd b w KCNH2 5878 B DA 47 55 R 21 TF A PR
IRAERIN A IE LQT2 Ay A B A0 3 UK QT
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AT () P A BRI e B0 L Bl 1 rL A S L B SR S B
R I RIVES PN 3 o 8 S5 4 050, L B9 Rescovitine fE
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