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[ Abstract ] Parathyroid hormone is closely related to the cardiovascular system, and its metabolic disorders and can lead to cardiac

dysfunction, especially in patients with hypothyroidism. Continuous low calcium and magnesium levels can lead to ventricular dilatation and

cardiac dysfunction,and can cause many kinds of arrhythmia.
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Introduction and Application in Cardiovascular of Microbial Polyhydroxyalkanoates

XU Shijun, MU Junsheng
( Department of Cardiac Surgery, Beijing Anzhen Hospital, Capital Medical University, Beijing Institute of Heart, Lung
and Blood Vessel Diseases, Betjing 100029, China)

[ Abstract ] The biomanufacturing industry, also called “white biotechnology” includes biofuels, biomaterials and biochemical. With
the exhaustion of oil resources, researchers have been committed to the research and development of renewable resources at home and a-
broad. Due to this,there has been rapid development in the biomanufacturing industry. Being a family of biopolyesters with biodegradability,
biocompatibility and chirality, microbial polyhydroxyalkanoates have become one of the focuses of biomanufacturing today and received much
attention in biological and medical applications. In this review, we describe the most recent polyhydroxyalkanoates developments including
new applications in cardiovascular field.
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1 REEEMEREE T MTHA TN AAHR 3-8 5L TRRJE (PHB) 3-

RFILAE W2 BE ( polyhydroxyalkanoates , PHA ) /&
— 28 o 40 B R B DR R R DR N P S TR 5 i E
WA W A AN R B R FEANTA
T, PHA 1y 4= BRI BE 2 AE S B 5 R BE I 14 6 25 40)
J5T s TEAARS R FH S FRl A ) 20 RS 20 A6 b Ak
HURTHE A A W b4 B 0 e 30 245 W A0 2R ) 10008 G D A
L AT, DRIECAT R A T R A L T Y
PUMCERE AL SUME 28, PHA 1R RS2 bR B 28 12

EEIW R 2014 AR RTH I H X R R (SF1417)

FEAE TR -3- B AL R S (PHBY) R 4-FRIL TR |
3T -3 -F R ORI R I ( PHBHHx) 12 3323
FIRIEN R PHA G Z A C 9O T 482k i
7 O L AN VEET VBRI B A SR T O S
20 e A SO U B 52 R R OB 25 2 A 4 A1
TR AT
2 PHA W14

PHA HL A7 159 Fhep fR 25 /7 I b 4% &

EE BN LR (1990—) , AEiEm+, FEMNFONFHEMBISE . Email; shijxul16@ 126. com
BISMEE BETH(1968—) , EAEEIN, BI#4Z , W05 AR 200, 14, EEAFOHUFE HFSE . Email: wesleymu@ hotmail. com



