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ISR RS EE A BE R NI A E S S P RVER R HBE

F—8, KWW, I, B, AT
MK D3 A 25 B TR A 5% 5, 10430070

W E: BEAE B2 HFBA B4 (phosphatidic acid phosphatase, PAP)f# LA /5 B2 (phosphatidic acid, PA)# /= £ = Ji§ BtH b (diacylglycerol,
DAG). PAFDAGH)Z g K ifte) X4EF 17 =4, £ RAZ 55T . B, PAPERERRMAE T2y A EE4M.
AR T S HH KPAPHI AT L&, #RiA T PAPHY 25 MM AE . A A4S M Aw it R R4%, 4 T PAPA RS ARl oF 694k A A 3L
A IR Fe TR, FAR A APAPR R 4G P ARG G FFR T 6.

KSRIR): BEE BRARBR B, RIS B RSB IR ARt 15 5

NE MR G I 20, R0FE AL 5 5 4 1) 3 22
B QRS . BERR . SHE AN A RE S, DA AE A 1
JE RN 25 Fh e SR AT AR . B i BR (phosphatidic
acid, PA)ZEG . MER . AFEAEPEE i A e 4h e &
) 36 R R, 721G B AR i b R
ZEMMED. [, PABRES ST, 22 54%
K. KBNS WA RS AR N PALT
TEREEZYR 3 T =Rt — &M kE li—Kennedy
&1%, RIH 3-8 (glycerol 3-phosphate)f)sn-11
7 H- 1 3- 1 1% i 19t 2 4% #2 i (gly cerol 3-phosphate
acyltransferase, GPAT)#:{L T~ & ZEFRALAE ., A%
¥4 1L 7% 6 B2 (lysophosphatidic acid, LPA), 4% fjLPA
[ sn-2 457 7E ¥ I B8k I PR 1R 1 25 %% 2 18 (1y sophos-
phatidic acid acyltransferase, LPAAT) )3t — i 4L
T APA (Kennedy 1958); PA % — 5 E R Y5 & iH
KL WEARAED (phospholipase D, PLD)E AL B ifi ik,
R ) A A A e B AE S 1) Sk AR, PAT] A
PLD #30i& 1M ik 2 FH(Zhang%52004; Wangs
2006); 34, PAJR AT i fiEREC (phospholipase C,
PLC)fi A0 B 15 7= A= — i 1t H- i (diacylglycerol,
DAG), 2k DAGEE(DAG kinase, DGK){# 4k, Ifi]
H(de JongZ52004) (&l1). J¥HHIPAT] 7EPAPHfi
R, & LB /E T BDAG (CsakiZ52013) (14
1). DAGH] 2% H BRI A% ¥ 15084 i 196 AH Bl (phos-
phatidylcholine, PC)F1 iz 1 £ I i (phosphatidy-
lethanolamine, PE); DAG 7] 7E Fi 2 F W — AR EEH
JH(monogalactosyldiacylglycerol, MGDG)& it A1 %X
- FLBE R R H v (digalactosyldiacylglycerol,
DGDG) & il FAH 48 {44 R T8 B B2 K B IEMGDG
MDGDG. DAGH{Esn-347 3k — 5 IR IE I AL Bk

A7 PE A P =k H Wi (triacylglycerol, TAG). LEA,
PAZJR AT 1E J W% - — MR IEH i & B (cytidinedi-
phosphate-diacylglycerol synthase, CDS)f# 1k, &
AR R - — IR I H i (cytidinediphosphate-
diacylglycerol, CDP-DAG), 331 7 i fif fi ik AL 1
(phosphatidylinositol, P1). g it H i (phosphati-
dylglycerol, PG)AIif fiz ¥ 22 2 Ii% (phosphatidylserine,
PS) (Li-Beisson%52013) (&l1). [tL, 4 - PAFI
DAG & & AR B i A AR NG 54 Sl
FEPE A 52 . B IS BR % 2 I8 (phosphatidic acid
phosphatase, PAP){# L PATE sDAG, A& % EY) ik
WPAFIDAGE & 1 B g, o P vl i 42 g A
WG 5 AR, EAEYRERK. KEMEE
Jaf e b B B BE4E B (Eastmond5:2010; Peter-
sonZ52011; Kok%5:2012; Csaki%$2013),
1 PAPHYFFME

PAPXS JE M A 4 xf & — 1k, fUHEALPA, X3
f A EALTE A, HOE VRO T 86 B T (Mg ™),
H A PAPIE 7] # N- £, 5% 5y Sk I Jé (N-ethyl-
maleimide, NEM) B4l . 150 & T 0l ¥ 14 £
H, FF A5 0P b 25 T 40 B 5 121 (Kanoh %5 1992;
Waggoner?:1995; Han%52006, 2007; Peterson%s
2011; Kok##2012). i & <5 Fr 51 B xRl ZE AL Ry
M R B EYPAH. B2EEPahlp LR A3
Lipin[A] J& T PAPZE Y (Peterfy“5:2001; Han%:2006,
2007; Nakamura%3:2009; Peterson®$2011). 14k, &
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Fig.1 The glycerolipid metabolic pathway mediated by phosphatidic acid and diacylglycerol
G3P (glycerol 3-phosphate): Hili3-i##&; LPA (lysophosphatidic acid): ¥& ML IEER; PA (phosphatidic acid): # I5%; PC (phosphatidylcho-
line): i 5k IHA%; PE (phosphatidylethanolamine): fif fig ik Z 2%, PI (phosphatidylinositol): i IFfEULEE; PG (phosphatidylglycerol): fiff fig ik H-
iHi; PGP (phosphatidylglycerol phosphate): f fi it H il i 2; PS (phosphatidylserine): i Ji 1k 22 2% ; DAG (diacylglycerol): A& Hil; TAG
(triacylglycerol): = gk Hil; MGDG (monogalactosyldiacylglycerol): .24 —AEMEH h; DGDG (digalactosyldiacylglycerol): =L —
A& H i, SQDG (sulfoquinovosyldiacylglycerol): fifi 4% 57 5 2545 — HREH W

VAR NIEAFAE 53— JS IR o 185 2 1% BR ¥ (lipid phos-
phate phosphatase, LPP). T 1% /5 0] i {LPA
2R A, 2 35 R L D TS T s e 1k PR Il
(Type 11 PAP). Hf50 K IILPPJE T H, &6
ANEEIRAER, FOSE MR T Mg, 385 XS TNEM
AU LPPEARNZ KRG EE, vl K
% Fh 2 R TR B R B P I o B B (0 5 PA . LPAL —
Ak H i A2 5 B2 (diacylglycerolpyrophosphate, DGPP)
1 #4% B% 1 - 82 (sphingosine-1-phosphate, S1P) (Kai
£51997; Toke%51999; KatagiriZ$2005; Nakamura%s
2007; Kok%2012). i A 53 BHPAPHILPPYE /77

SER L AR AR B AR S LR A ML S5 T
AR ERZESR, 78 T AR %K% (Kok 5§
2012; Han%$2006; Nakamura%$2007, 2009). H #f,
A KRPAPFK GBI FLEUAS | — € R, FFal 2 ah)
Lipin 45 2IHCAT Z BB 9T . AL 1] i 45 PAP

FOR I T3k FE , 1) R AR AR M B FLAE IR o AR
e AERKKE PR TR,
2 PAPHYZEHY
W BE 54 —ANPAPHEIPahlp, 0 7+ 54721 [
Vi APAH1FIPAH2 (NakamuraZ$2009; Eastmond
£52010), NFNIHFLBH035 5 A 3APAP, 43 Al dm 44 N
Lipinl. Lipin2fliLipin3 (Peterson%:2011; Kok%
2012). FrHPAPEEREEEPahlp. AH A PAHAIIH
FLANPILipind) & A7 2> DR sF X I8 RTINS FRNLIPAIC
Uit () CLIP 45 4 35k (Nakamura252009; Kok%52012)
(K2). HAPAPHICLIP X I & A i MR I =i ff
(haloaciddehalogenase-like, HAD-like)fi i fig {8 1,
BAADXDXT, %4544 Ny PAP IR Mg 3iF M ot 0 75
(Donkor%$2007; Nakamura%$2009; Kok%$2012) (&
2). AL, SLipin INGmIL A — A E & B R -

i 2 R 10 7% 58 4718 5 (nuclear localization signal,
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PAP = NLIP| o
DXDXT
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Fig.2 The conserved domains of PAP
and its biochemical properties

FERE. HE AN PAPE & A N [{)LIP (NLIP)A1Clify (1 LIP
(CLIP)&5 63k, Ferh CLIPAL & 14 i B2 OR <1 I DX DX THEALBLAK, 1%
FAR I PAPTG BT L 5« PAPJR T W ¥ M 82 1, b3 BEIR R (PA)TE
MR, HOEVEERMe™, %K H L ISR REPah1p. HAPAH
1. 2F&¥ I Lipin 1~3.

NLS), 5 & 3 5 i B2 A4 i Lipin1 7] A\ #% (Peterson
26:2011; Kok252012), Lipinidt &4 ¥ %2 1k HAE#
RLXXIL, %8544 H A % 5 L B0E D s (Finck 55
2006; KokZ:2012). LipinfJNLIPt i] it 2 515k
W e AL R H 5 & B R EEPP-1cy (protein
phosphatase-1cy) B.{F(Finck%$2006). 5§ 7FPAHI
FIPAH2 7 %) 55 1% BEPah 1 p A AL 3 ¥ LipinH LA
BAR, HETMA R IEYPAH LIS 5 5551
11 F (Eastmond%5$2010),
3 PAPHYYE ZHARE AL FNLH R FRIZFER M

[ A PAPJE T Al E SR B, F2E AL T 405
R B BB 32, I HLAE 20 o 0 S 32 2 TR) AH B
i, fERERRAEN T, BRI Pahlp 32 B 5E AL T
gH B 5, 15 BEER L i Pah 1 p U 5 £ T K JE i
(O’Hara%$2006). #f 755 W RR Ak (1% £ Pah 1 pi
ik NS (1) B o Jié 45 4 5 i FLAE (K aranasios %
2010). JAb, FEREPahlpth i AN AZ 585 A5 & or ¢
£ [X J5 87 B AF (Santos-Rosa%5$2005) . fE¥/PAH1
FPAH2 3= 58 A7 T 41 i Jii F1 i J& 121 (Eastmond 55
2010; Craddock=52017), LB RR 1L W] FEAIC 5 M5 1) 45
4 Jo it (Craddock252017). 9% 2 B # 5 7FPAH
(1% 7. 40 B o7 1, 52 FLBE RR AR AS P 4% . PAHI)
VA B e A TR R R LR R, AT
I B 5T I PAHTE AR, 58 A7 T8 4 W PAHA B T
MR IPA, MM AL PATE DAG. A1 & A7 T
Ji 10 i PAHYE P4 15 (Karanasios2$2010; O’Hara%:
2006; Craddock%52017). H Al A& WAEYIPAHA

FZIARIE o« oAb, U T PAH TR PAH2AE & 2 2R
ANF A K B B35 Rk H Rk & A X F2 E (East-
mond%$2010; NakamuraZ$2014), H PAHIF1PAH2}
TE AT -t 304 8 i = (Eastmond 552010), TR
T YIPAH] RELE P Wl IR AR R F2 b R 45—
YEM
4 PAPHYSE {L4F1E

PAPIEZPATE NME— M, ZMg™ BT,
B AV P PR R 2 g v A B3 v 4 (Han 252006
Eastmond%$2010; Kok%$2012). #lE§7FPAHIFI
PAH2 B A AL PA 2 W FR AL 1) 75 12, T X LPA NI 3%
AL, JLE T T Mg 0%, PAHIRIPAH2
e RV 1 BT UM g™ IR 29 ) 92 mmol- L™ Al 1
mmol- L™, 3% I A BE B ¥ ApH 6.5 (Nakamura
££2009; Eastmond%5:2010). g 7+ PAH 11 PAH2Y)
RE [AI K MNEF BEPAPER 2K T AL AR Adpp I Alpp 1 Apah 1T
FE BB AL, I e R Ok B AR U o
JE 2 & R T It B A2 ), &5 R K BILPAP
EHEEEAETHEEAA > F, malEtEad
73 W JU-F A5 AN 2 PAPYE P (Nakamura§2009), i
B e AL T IR 34 B PAPVE MR & F i 5 R RS
PAP. Ib4h, AN[FEM KR I PAP X NEM ) BUS
AR 22 7, B Lipindf M SZNEMADH, Tt
PAH1FIPAH2 X NEM AU, 1 £ Pah1pifi ¥4 %
NEM AU, {H 52 24925 %A N BEJHZ (propranolol)
il (Han%52006, 2007), HAMHILEE AT A8 2 8 i
Mg 5 45 A T T PR PAP A fH AL 37 14 (Abdel-
Latiffl1Smith 1984).
5 PAPTERR BRI P EYER O IR

PAFIDA G 72 lg AQ 1) 3 2 8] 7= M) A5
547 PAPHEALPATE DAG, HihME B A 520
HE B AR S 5 3 S I O E N . B 5T K ILPAP
e AU AR A Ty T A EEAEH .
Pah 1 p X i A A1 it A7 14 B B TAG IV ~F- i 0 2 A
EAEH, PahlpfiZk T BPAZ & 2 25 14 m, A5
PCHIPE S & 22 R 51 L A JoT DX JBE/ A% 6 S 5 9 K,
UM AZ AR K AR R R Y, AR iy . AR
7% 5 57 i (Santos-RosaZ52005; Han%$2007). /)N
Lipin-18R % 3 EUIE 1T (TAG) & B™ 532 FH, 14 5 B
B, ol R NS e AR AU 2L
(Peterfy%52001; Nadra%$2008; Douglas%$2009;
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Peterson%5:2011)., FEYIPAHEZ 5% 18 & R4
ISR . W T pahl/pah2 XUk GAFAR A 1 i
WPA. PC. PEZE &R m T B AR, T Hp e
FEMGDGHIDGDG % i £ i 2 1% T 7 4= 84 (Na-
kamura2%2009; Eastmond452010). #E5E, 5 7+
pahl/pah2 3k 5 FEAZARTE B F 1) BEIEMGDG A
DGDG & &7 Al LEWTH> 7 16%A130%, 1MiTPC K
PEJU 43 5138 0 T 47%H120%, 1 HEYPAE LEWT
BN 7 26%, HRAAMGDG#)16:3 I [ B2 (fatty
acid, FA)& B B & m TWT, 1 18:3 FAHIAH N [%
{K(Nakamura%52009; Eastmond%52010; Wang4s
2014), K IHPAH1AIPAH2 5k 2 S B0 M & AU
W, R 7 AT A IR A, T E
TR A% IR AT B M LB AR B, BT | T AR
PAH1MIPAH2 6k % i IRPCMIPERL 2 A, 33K
P I VR B S5 B2 T R 7 7t (Eastmond452010)
PAHSR KA T BUE R AE K SZBH, 1R %4 Fpahl/
pah2 3k 5 5 ARAE R A A EE T HE BT A2 A 471
Fomb Ry MR AR R AN 4 B AR WY T B AR Y
(Eastmond%52010), 4 il & 7E k% 2% £, PAHSR
K FHDAGH BZ I, 4R A BEAZ IS R AT A
T K B BE AR G RS2 BHL, HE A AR K B 2 32 40 i (Na-
kamura®:2009). #F 70i8 K& BALEE FFpahl/pah2 31
BUR RS EPAS EREE LI, I 2BUES
B RE %M, pahl/pah2 Xk RAZRIE )T LT £
IERE . BB H EEDTWT, Jib el 51
SR G RACA R G 5 WA, WM It 7
5+ (Nakamura®$2014).
6 PAPHYSFifgiE
6.1 PAPE MY

Tl Mg 4N PC A2 40 M B 1) 32 22 By, Hof il 4
53 RN G BT 75 o B 5T K ILPAP I 1t 5
41 A A BAAE 0%, BT 1 IR PAPA A1) T-PAJAL M) i IS
A AU T 2E 40 M 2 2R . R B AR K B B
Pah1pif PR, AT LR 1IE 20 g 73 R0 A2 K HE RSBy
B o 5 S V) BT 5 s T 4 LG B~ R S 1)
Pah1pi& PE# =1, A BTl 47 14 N8 i TAG (1) 22
(Pascual52013). IR AL AN 25 W IR AL 32 I PAP I AL
Y P 5 o7 S FLBE IR B vE PR . I BEPah1p ] 4 41 ffa
JE W K B B i Cde28p (cell division cycle
28)Ff1Pho85p (phosphate metabolism85)f iz 1k,

(Choi%%$2011, 2012). #F70ik K I & FEEA (pro-
tein kinase A)FIEE (I #C (protein kinase C)t 1]
X % BFPah 1 piEAT B IR (K (Su%F2012, 2014). R
A BT F i Pah 1 p s e A7 RN B 12, AN TT 38 IPA 75
=, EHwEiE & B AR . Sealr BF 7 R B RS O
PAH 1% R A4, 52 20 Jfa J&] 1A 2 1 MRS B (C Y CLIN-
dependent kinase A;1, CDKA; 1)+, HukfL
A B A T 55162400 1 22 % 12 (S162) . CDKA; LX)
S162: 47 i B Ak 11 PR AR PAH L (1) 25 & 73 A& 1,
PE = PA S B MY sk NG PC& B, 4EFr 40 M 1) 1R H
WATHAN A=K TS 162A 2 A8 NE PAH 13 % AR
R, PARRAK. BEAR & A E, SRR
S2PH 4 A E H A AR 2 T B A Y (Crad-
dock&2017).

AR, BT R AIPA ELAG B IR Ik (41 1) o7 L, 2%
o R A4 XY PAP AT gk 2> JHL A7 v 17T 1) 553 () o F 4y (1)
HEFAE, (22t PAP 5 4H I 22 IR VIPA T 454, N
MG SRPAPIVEME . 19 BEPah 1 p ) 22 B R AY HH € 17
T2 5 Y 5 ) Neem 1 p-Spo 7p 25 1 i R il 52 &
TR SFEE AL T (Makarovas$2016), % BERRIL
(R Pah 1 pif i H N (1) 0UF o R i 45 1) 5 R 45 &
(KaranasiosZ5£2010; ChoiZ52011), ik fE1b K L)
PA. HHJ, B RHEYIPAHK 8L K H 77
PR HARTE 2
6.2 PAPIFIZREBETR S &M 2 FHLE

PAPER K FEPA 25 b T+ A IR i FE AR 2,
FEAE P 5T 190 /A M 1 S 2K . 4n b iR, PAP
SR A R B PAY SR R . Al
B 5 IR B AAE P PA 43 ) 3 ik A [ 1 - AL |
VA IR & l(CarmanfllHenry 2007; Craddock%s
2015). EZERAM R B AG-& O R HE R S 37 &
JILEE I N 764 UAS o (inositol-responsive), 441 Ay
Hh L R RE B A BN, X SRR ()R A 2
Ino2p-Inodp ¥ 5 PR+ A 42 1 A3 0 - BiF 98 R 3
Opilp (OVERPRODUCER OF INOSITOL1)Z& g
B B AH 5% 3k IR Rk 1 7 R #5 [R5, OpilpiEid
Ino2p H.AE i FHL 18 Ino2p-Inodp i 46 3% 1, HE T
il i BSORH G DR 1R 238, AT A Tl I 5 it
(Loewen%$2004; CarmanfllHenry 2007), PAL
OpilpfA7E HAE, ZPahlpifPEHik 3 HPAL % |
T+, IR Opil phi 7 £ P 5T N JE/AZ 6 -, AT e B
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Opi 1 p X} 4% 3% Kl - Ino2p-Inod p % 5% 3 14 1 417 i 1=
H, S8R5 G Al DI R SRk A s & i, =
BN I R/ A2 1 i B2 I (Loewen%52004; Car-
manfliHenry 2007); T & i 14 ) Pah 1 p M) HH BLAH [
i (E3-A),

JUE R W e PAH R 2t HH B 2R 0L T 8% BF
Pah1pdf 2k AR PRI R B, (HAE ) BE DR 2H R e 4 e
F|OPiIFIno2/4v) )5 %5 K (Eastmond%$2010), H
N T AEYIPAH A B AN [F] T B R 4 T NS
Hwlaa sogt. RN #Zsid o KIPCE
B B2 45 T I CDP- IR B I 41k 25 7K ¥ (East-
mond%52010), T Mg = R - ke 12 JIE Al i I 2
i (CTP:PHOSPHOCHOLINE CYTIDYLYL-
TRANSFERASE, CCT)f{b CDP-JHH ] B, CCT
TEYELEPCE Al 72 v ikt # 22 /E H (Eastmond 5%
2010). HIEHFF K ILPA S CCT () Cl AUSE I8 5
S AA MR, HEAER{RECCT A, it
M 3 5 % T PC Y & i (B13-B) . HERIA 2K CCT]
AFEMPCHE &, MASPAL A HIIEECCTIN R
WA BB M, HERIA R R A Spahl/pah2
RAA— 3, ) FEARNPCIT E RAR S P 9 i

S MK (Craddock®52015) . iX #6455 5 B PAHIE
I PAXTCCT 1T B 3 5 A 1 M0 2 PC & i, ANIF]
T BEPah 1 pifd i PAXT 8 g G s AH 5 3k R (1) % 5%

LR (EI3).
7 RE

PAP/KfEPAT=ADAG, sk i B i i 12
rH IR R BN, HL V1 ) 5 A AN AN T g Joi A
SPAT, MR 5 > T PARIDAGTE AWK P 19K
FE. HHT, BERER P 3 Y PAPLE e A i /E H
MRS HEAT TR ST R YA T T (1)
LTI <D0 G = A S i L 7 N T S = O =
TR PIPAT) L K 1 R ] A 20 i b R Bl
MPAPJ& TR & M 1, IR 78 240 5 R0 12040
Hiiah. Bk, PAPRINEAIE AL € T 5 i)
M FE i AL I PT RE 1 . L BEIR fL I PAP & 22 58
BT 2, AR T Hefb b i PAJER A, T2
Filg v 14 o TP BEPah 1 p ) Bl R A0 R 25 1o 1R AL I 12 2
il EH 4 LR 3 B AR B R Cd e 28p A Nem 1 p-
Spo7pthE BRI & & A2, k1M A4 Pah1P K]
V2 5 7 A . B I T R AU R T PAHAR,
AFAEBE AN LB AL A IE 2, T2 PAH L.
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Fig.3 The distinct mechanism between yeast Pahlp and plant PAH in phospholipid synthesis
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4 e AL AR TE M . B R R BN R JF CDK A 1 1] g
PR AL PAH 1 1 4% 35 P4 (Craddock%£2017) . 4R 1M,
T YIPAH AT FEAT 22 BE R AL I Ik A2 i R I 48, 47 ¢
BRI B R A it — 2 e . X,
H RIAF 70 & IR P PAH =5 B35 % [ A A A 7% 1
SEHEYERN . s Lipinkg T HEFEMERIRL
NEAN, A A B YO8 B Lipin A< £ 75 Al 5 i 44
A AR 8 A= W30 %2 A PPARo/PGC-10. H A, i@
s IR 2 5 R R DiR K A. HEYPAH
FE 15 BA AN B i HoAh T NS 5 IR A
R R IR et — PR E . IR, 3h¥)Lipin
T A DAGH AR NG 59 T2 5 E B B
PKCA S5 5% Sl 2, YA fe % 52 EIPKCIH
[EY5 8 1, B, MYPAHE GBI DAGE 555
e P R ) R AR o RIS, PAHYE VE A B %2
FMPAG 50 FHIE &, BV BEREE. 3
FIAE Y PAP & 75 18 ik L3 PAE 5 11 7 A= A B 308
(1) A M ARG 2 . KB TR WA PA & 5 2
WETH T, 225 &MAEYISE(Zhang®s
2004; WangZ52006). 1HYIPAHE 5318 AL PATE
S TIRENS S HEAK. KBS hE &
MOSFEWA R E— PR R . Ba, REHEYPAHLE
Ji R A AT A BN R 4% L AR, H b
TiFe B VR 4% A0 FE PAH 2 AT 1) 2 S) 1 458 S FLRIPASK
TR RIE A o AR T 1K 26 [ @ R ER 2R A B
TIAT 4T T AEPAP S 5 i 15 15 o AR 1 N 7E AL
], AT SR L IR AR R B FIPTIS E.
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Roles and regulation of phosphatidic acid phosphatase in lipid metabolism and
signaling
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Abstract: Phosphatidic acid phosphatase (PAP) catalyzes phosphatidic acid (PA) to produce diacylglycerol
(DAG). Both PA and DAG are important lipid intermediates and signal molecules involved in lipid metabolism
and signaling transduction. Here, we summarized recent research defining the structure, biochemical properties,
tissue distribution, subcellular localization, and biological functions of PAP in plants. The molecular mechanism
in lipid metabolism and the future perspective were also described in this review.

Key words: phosphatidic acid phosphatase; phosphatidic acid; diacylglycerol; lipid metabolism and signaling

Received 2017-03-15 Accepted 2017-04-14
This work was supported by the National Natural Science Foundation of China (Grant No. 31271514).
*Corresponding author (E-mail: hongyy@mail.hzau.edu.cn).




