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Advances in dysregulation of metabolic pathways in

pulmonary hypertension
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Abstract: Pulmonary hypertension (PH) is a severe and complex cardiopulmonary disorder, but the
pathogenesis of PH has not been fully elucidated. Abnormal metabolism has been identified to be contributed
to the development of PH. Here, we reviewed the alterations in metabolic pathways that are linked to the
pathologic vascular phenotype of PH, including abnormalities in glycolysis and glucose oxidation, fatty acid
oxidation, glutaminolysis, arginine metabolism, one-carbon metabolism, as well as the reducing and oxidizing

cell environment. It could provide important knowledge for scholars to understand abnormal metabolism
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in PH.
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Warburg R M 5, 3 PR R 15 e 2 Bl o i ) 1 Pl
I(recombinant pyruvate dehydrogenase kinase
isozyme 1, PDKI1)RJ#T LA K b A= ) 74 I 2
It Sl R R A D, AT DA iR — RO, T R AR
75 3 A ¥-1(hypoxia inducible factor-1, HIF-1)#il
7 AT PA3E i FE AR PDK 1A 14 93 55 Warburg UM,
M HIHIPHIN R A RS . BHFEIE R, 6-BEIR A
BE G -2/ R W5 -2,6- IR B3 (6-phosphofructo-2-
kinase/fructose-2,6-bisphosphatase 3, PFKFB3){Et
PASMCsHid e AL, JFal L 18 I 2R b -2,6- — %
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Warburg #8711 KRR Wy ) ) w] 3 a0
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FE, RasKECSE #1851 A(Ras association domain
family 1A, RASSF1A)fIZRIET &t ] LA iEPH
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[l I RASSF1AIE 1] 5 HIF-104h & A BT i3t =]
B, IOEL VR G T I 5 R A AN B A AR R A, AT
H5E Warburg 8, CAIRZIPHH [EREE 55 T
RZ., si-RASSF15si-HIF-1a35 7] LLBH Wi i 5
(I FE [ N, AH S si-RASSF 1M si-HIF-1a 14 6%
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VR Y H . AN KRR 3RS R
(asymmetric dimethylarginine, ADMA){E A PR 4
NOSHI# 7, w LAHIHINOAE A PAECs I fE 2
AL, MR EPHI R A K, AR
IR MR- 17T LABFfEADMA., - M T a6 K BRI 4
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1, [FEEFZ gl ks . Bz, PrE R E]
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