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B A RATE, KRR
(ZmAel R ShTRlF A% BE, s LW 650201)

W OB RESRAEET A @I AR S mAe N AR R 6 R AP, AR A R 6 B
REE T B LA E S &G, I5iE L& & Kk (Perilipins, PLINs) Z i/ R @4 & & %
FOFR%k, Ao RGBT ERALORFREEEES AT IREAES KB, KA
# % & 2(Perilipins2 , Plin2 ) 48 4 Bg i LAk % & Rk Tk 1 2 — , x84 i 1A 78 T A%,
AL H T BAER AR AR A IR AR R e B BR 09 BAL R K JE R4 B AP A TR I AR

RAETZNER, ALLZRT Plin2 AE Q&M KX AL 0 AN FRBZ, AR RR
WA B P e e, St —F R ETZARE S AME A F ke XM, T 4 F -

Plin2 ¢ ENFF R IR

KPR FHRE; RAORES 2; 0 TR BB BAGR; 55K

i E 5258823 XHERARIRAG: A

i (lipid droplets, LDs ) iy i P Jlig 5 ( H-3 =
P L 0 ) ) 7K A 0 R B i B4 2 T g
I LDs ARG 3 1 B T RE fE AN b AR 2R B
ARETT  ANAE N B b B IR B A S 20 A Ak
ARSI 20 AR PN B I3 25 FR N, 2 B MR St A7 T i
IR ENR DA R A EEAE . LT
F9 A A VAR T LA A R 2, A ) 41 it i i T
AR H KB EA SR S5 B 4 4000 3
T Je Aot B T 2 T AR R AT IR AR IR AR G
B AATE AR AR T  EA AT 51 598 35 5w
PR BT A (0 2 1 5T, S S5 I R 1 IR i i
FINE BARMIAGE o FEFTA LDs AHOGHER (11, PAT
FIGEE [ (PAT family proteins) Ji%, 51 & & fx 5 , PAT
RN I A A EAS [ 40 A ) 460 v B A ~F , JF A JL AR
AN P S E R, PAT Z a4 I8 T R 1T =4
JG1 Perilipin | Adipophilin , TIP47 ) FZH 4 E |, X =
AR R Y BT i 44 4 Perilipin (Plin) 1 =317

N gl & 3 2 (Perilipin2, Plin2 ) J& PAT FKji%
HE WG Z—, Plin2 7EZ P A2 360k, &P
TSGR ARG (0 45 44 £ 1, BE 8 i BN 5 ) 2R AR A AR
TR LT o BRFEIA b B A 3 3 B 5
TR BT AR R JEA T A, 3 26 i 2 1 v] LATE AR iR

I #s HEY:2023-02-15  {&[E B #7 :2023-03-08

XE S :1001-9111(2023)04-0071-78

F A R F eI LR IR A A, 76 2 7 i i b
PR S0 A P B T G 1 o AR A
I SE A B — BB KBRS R (A3 R ) fE RS 31 56k
Plin2 193235, RIS W5 45 B0 o A2 3L 5 72 vl
HWFL I, FUIR A A Plin2 7 3Rk 82 5
w1 AR AL AR AN T £ b EL AL A A
WAE . ASSCGE X Plin2 (2548 5 335 e NG AR,
R S BEE R Z ST St AT 2sid ,
WINAERIE R Plin2 FEWN R — LR IS %

1 Plin2 BEEZ#H5RIE

PAT %% i 51 4345 Perilipinl-5 ( Plinl-5) ",
R o R B B 51 52 perilipinl , & & 1 Constantine
Londos 52302 ZEMF ST FLSh 4 AR I e 825 2
J& Jiang %5 FERFTRG Wi o AL I AR P 2 BUAS A
51 Adipophilin, X 44 8B /04bAH ¢ H ( Adipose dif-
ferentiationrelated protein, ADFP) ; 55 =/~ i 51 TIP47
% M ( Tail-interacting proteind7 ) 7F 20 40 K #% &
B P BB R 2003 4R % B —Fi IR 5 41k
I S3-14, Hoh A 3843 280 Perilipin 25 [ 2544 5 26
AR TE /N B R B, 44 0 UIR T & A

EEWA : [HR ARPLA a1 H (32260822 & 31760659) ; 7 H 4 HLRBHE & i1 5 H (202202AE090005) .

TEER T R (1997—) L, EENFHYRIEZUIE.

« BIIEE  KIE (1964—) I W SEH I Pl 3808, Pl A4 S0, SR st {2t o
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( Myocardial LD protein, MLDP) ,3X 5 /~& & 4 1
I EER T 5, I IH 2 — A 580, Ja ik 5 4
J B3 T H A 45 O Plind =511 B A B BLA TR
() N RSG5 I, I A PR PAT B, 7T 2 5 i
kR R B A T T A Y 4
Fot >k 11-mer B F Bt (11-mer repeats) , i@ i3 75

YR 2 AT B B UL 7 HESE ( AHs ) 02 1) i3 , DA I fi
15 Plin2 FEAETE Y B NG A% L B H: ) B 3 Kk 3R 855
2 6] 4 LT, Aok HL T 2 7 G 7 R =2 ) B
PEIEIE N LIS . 4 BH% F PLINs A
ZER LI 1

PLIN1 m
(perilipin A) EDIIH Cﬁl
PLIN2 m
(ADFP) D:[H @
PLIN3
(TIP47) E[:: @
PLIN4 /
($3-12) L y /b
I
(MLDP) il
PAT; N EREERFS 4-BZTiE R
D PAT domain mm]] 11-mer repeat C> 4-helix bundle

1

i@ 3 % NCBI 24 £ (https ://www. ncbi. nlm.

nih. gov/ ) WL 43 ¥1, A\ ( Homo sapiens) Plin2 %t
(NC_060933. 1) 5 fii T 9 S 4L A A, B 42 K 19
105 bp , fF1E 2 AN AR B A, Sh gty 2 F iR A2 57
s /NER ( Mus musculus ) Plin2 3K ( NC_000070. 7)
ENRLT 4 Sgafk b, 2K 5 312 bp 74 2 A1) A8
SYREAA, S gAY 3 AR AR AR 47 5 (Ovis ardes )
Plin2 J£[F (NC_030815. 1) i T 2 5 e o A, H K]
421K 14 611 bp  fF7E 2 A AI AR B4R, g5 A1 2 F
EEA S 1L 2E (Capra hircus) 338 4 ( Bos tau-

Capra_hicus_X1_NM_001285596.1

Capra_hicus_X2_XM_018051766.1

Ovis_aries_X1_NM_001104932.1

|

#7140 PLINs T A 451

rus) B4 (Bos mutus ) 55 4= FFY) Tl 55 45 £ B K 4544
FAML, #RAAAE 2 A W] A2 BT HE 4K 7K 4 ( Bubalus buba-
lis) Plin2 P (NC_059159. 1) i T 3 5 4L (n ik,
21K 14 418 bp, B 7R H Plin2 BERAEAE 5 W]
ASBTHEAR I S R AR SR, BRI Plin2
BEDR G S X 2540 ULIRT 2, A4S NCBI B R C A&
AR, o 25 A BH Bl Plin2 2 B 77 ) 1) 2 Bk TR
FEA B —BOHELE 95.3% ~99. 3% ] (B4 FF 4 Fh
AR L S Y — BRI A, 75 79. 3% ~ 84.
9% Z i),

I

[.

I

Ovis_aries_X2_XM_015092734.3
Bos_taurus_X1_NM_173980.2
Bos_taurus_X2_XM_005209905.3
Bos_mutus_X1_XM_005902267.2
Bos_mutus_X2_XM_005902268.2
Bubalus_bubalis_X1_XM_044939804.1
Bubalus_bubalis_X2_XM_044939805.1
Bubalus_bubalis_X3_XM_006070896.3

I

ﬂ

I

1

ﬂ

Bubalus_bubalis_X4_XM_044939806.1

!

Bubalus_bubalis_X5_XM_044939807.1 =

5
!
&

Legend:
M cos

UTR  — Intron

B2 HRERRE Pl
Plin2 S BEAE THE 8% UL FUAR PR L0 i i
AN AU A, R PR RIBUIS R (fatty acid,
FA) JEJK LDs Beiffr B R4 ™™ o 76 24 BRI
HURZAS TR, Plin2 5 8 & AR E S UM ¢, 5o &

n2 BEFRXEH

JRE I FE— S PR E b B2 L P i 5 5 LIS
Mo FE/NEUFPAIFSEIRIE Plin2 B2k AT 95 55 55 IR 1k &
VoS AL BRI Z AR I 17 I L R o <A
B L O I I A G R BE B R 5T
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5 PR R Plin2 JEPIBESTHE R 73

EI% 5 *&1&%&)}5% E ( Very IOW-del’lSitylipoprotein ,
VLDsL) 4b B A A0 REAS L3 Plin2, fE 3t LDs # s
FAIG Plin2 J5, 40H P LDs \TAG &>

2 Pin2 BEREMERAEEORSEWNEYMFR

/78
=

H5&EREE Plin2 A EAERNE AR AT
S, Hoh A (W & [ A5 PPARA | BTN1AL,
FASN (ABHD5 HSPA8 4, 3= %14 2 5 JIF IE g Wi A%
R S EE VR T K7, A8 LA D BR A1 2 B2 2R B
FUIRHE M, S 5L KRN TR 19 6 B DG HE R , 2
5 18 AR AR SRy Fifrgeg #0016 DXL 10 25 L K A S
H(E 3) , ENS 55 A5 515 5 Bk A
PR

S 240 b 2 A7 TR % B 2 B 1 6L T i T A
b R E AR L R ED R EH M E A,
AT ORI, EYIE R #RY] Plin2 V55 I8

RARINRERYE A 1, 5 AR OG5 1 — 2 4 L
ML, S 525 ek, Plin2 5EFLIREA
( Butyrophilin subfamily 1 member A1, BTN1Al) | #&
N2 14 Fii & fifF ( Xanthine oxidoreductase, XOR) FL[E]/E
FHTE W =S A, ] 8 4 2L B 240 B PR P s 0T W 55 53
W WFFEHRIA , Plin2 J5 3 ¥ X EUF77E PPRE (PPAR
response clement) %547 55>, PPARy 7] 5 Plin2
JAEh ¥ b PPRE JF 91454, T fe i Plin2 %% 5%,
Plin2 1y 3zt S8 Ay Tt A 3 5 W0 956 52 A -y ( peroxi-
some proliferator activated-receptor «y, PPAR~y) [/ 1 5t
, 2 5 R 20 RN A 7 20 R X A R T g, [ B )
Xt B-RE 40 S R LR I & R R Y
It E MR Plin2 225 PPAR {55 %, 7E i
R R e g AR, B2 5IRNI MR s
W AE TR B-4A Ak L H Il =R 20 M LA B2 D K JIR [
[EEE i SR

T M RACRE A . a) KA b)) Wil 45 0) HE2F 5 d) i F5e) I
B3 ER4RKEH Plin2 EEHEEERMLZ

3 Plin2 Z5ERAH

RN TAG EEARAFTEARRG T, 4 i it ae A
SR BEAETERR T T Y TAG &A= K fige , A= Uil 25 AR
JIT IR (free fatty acid, FFA ) , 3 1M 8 s iz 28 2 b 4% ik
11 B &A= ATP flEBE. BR T TAG Sb, IR &
o ey PR IR B, BP9 SR T, PLin2 JFR 2 B 4%
PRI AE 8, T2 R 2 I 7 7 i I ] e %) 18 JBC, 4
£ o e I AR s 2 B, — 0 40 I [ I 1 Ak TR
JSCIEL [ BE R At A TR 5 53— ol 2 i e
[E % ( free cholesterol, FC) n] DL i@ 1 40 i 5 38 1 19
ATP 2454 & 5512 1K Al ( ATP binding cassette trans-
porter AL, ABCAL ) %452 2 11 HE R ATILS) , 4 541

L P L e 25 L SR & B Plin2 R A
SRR BTN (3T3-L1) th TAG fffE ™ o 3
AFERBOR M 22 A UE I 2 W] Plin2 7 g 57 Q35 K 40
NI Bt A v A H B A
3.1 Plin2 Z5PBEEEE& M

Plin2 BEAZAE AR 5 BEEE G RA% JE [ BRI, 32
TR A [ P 3 A\ B A A 45 40 L A JIEL T 2 5l
VA o [ P B T U AN AR N 5 B
45 5 Ay L[] e AR L [ P T 6 B A, 4% P R I
B TENRTE & B A b, Plin2 | JIB [ Pt 15 B 5 %
fi# 1 (acyl-coenzyme A: cholesterol acyltransferase 1,
ACAT1) FIfg iR %% 128 1 ( FAT for fatty acid trans-
locase ,CD36 ) [ 32 1k 7K 3 & 3% 14 it . ACATI



74 2 LB

549 &

S —7lf T B IR 191 P G A6 9 JIEL (%] B G ( cholesteryl
ester, CE ) i, 7 /I UK P 155 W 40 B v, ACAT Gk
ZAMEE AN FC K, A e EE A . A
ACATL i3kl LIS i CE R 42 2E g i 1
Ji, Robenek %575 i L 7 i (% M EZ 5], Plin2 5%
AFAE P IR 190 ) 39 1) 400 I3 1 /i L, 4% LDs 3

(AGGTCANAGTCA)

nucleus

5. BFFEFW], PPARy 5 Plin2 43 F 1= PPRE J¥
B %4, T #E Plin2 %% 5%, PPARy Al -3 Plin2
ik M fE gk CE & Bl ACATL 3638 hn, ¥ jm
M P g B AR VT ML) UL IR 4 (1B ek Suarez

7).

/

fE 5 & B

B4 Plin2 {28 E 2R EUR B E BF AR S A BIMLEI( T 15— (RiH)

FEANARL Y U B IR BEED FC AT UG A2 2= 41 i
SN E RS A b O 5 Z 25 A HE RSN iR eSS
(AR s BY CE m) DA Jd 3k v B ] 2 s K i it
(neutral cholesterol ester hydrolase , nCEH ) 5 H. 7K fi#
hy FC K RRINTR , M HE R RS, 2457 240 B P 1R [ et
T, IEW ST, nCEH JKf# CE I, A
SELEMN BT I nCEH GBS M N it M55 72 22 IR TR &
Ifl, 5 Plin2 454, JF0E 8 Plin2 % A= BERR A &1 , B
XS RRTF A PR3 AE T (B2 Plin2 3 3345 ,nCEH
5 Plin2 855 2, 15— & F & EIHl nCEH [ i
CE Ife )y, S Ec4n i I ot 2 AU, LR B & 3
(T A fie o L0 nCEH Sy v P fIE ] e 7 7K fige it 1
(neutral cholesterol ester hydrolase 1,NCEH1 ) {42
U A T8 i ( hormone-sensitive lipase, HSL/LIPE ) ,
AWFEERY NCEHL = 541 CE & &34, B
B A ) I IE B nCEH AT 3 CE /K fif
T MR s o A PR K S R 2R 5 & FC O, 4
MR T 1) 55 32 2R 1 ATP 255 & 5% 12K A1 (ATP
binding cassette transporter Al , ABCA1) #2415 21
ME Py AH i B 5 3 1E 85 5 A-1 (apolipoprotein A-1,
ApoA-1) #5458 BUB B w5 % B IR 2 11 (high-density
lipoprotein, HDL) , #4: HDL 5 ATP 454 &%z ik
G1 ( ATP binding cassette transporter G1, ABCG1 ) A
AR, k20 B A2 A0 M 9 HE R A0 3 I [ e, 2

ABCAL I ABCG1 it = i, JIH [ B 07 18] ApoA-1 J&
HDL 32 30, IR FE B R
3.2 Plin2 {2 #tRR B 4K
TR S5 B W ( chaperone-mediated auto-
phagy ,CMA) J& B W rf i) —Ff, CMA 322 i 73 1
PR 1 ( E22 HSPAS /Hse70) RHIIF45 G A
MR A B AL AR O, A AR b R 2
1A V% Tl A AH 56 I 2 -2 ( lysosome-associated mem-
brane protein type 2A, Lamp2A ) ¥% iz 2 7l AR g 7K
R, DT R I CMA A] DL A fif 4 11 3 1 A fg
WA BT, Plin2 Sk CMA JECH) (19565 — > i B i o 2R
F, HBE R AL 5 AT DL gk CMA i, A7 E 35 2 1
CMA JERR I 7 fiff J2 H BT Wh 25019, B fife Bsf AMP 4K 5t
M4 AR 18 B ( AMP-activated protein kinase , AMPK)
B, [ Plin2 % A B AL 5 IF B A L 24
PN CMA D REAZ BN, [A) IF Plin2 B 2 161 2%
AMPK 5 2 1k 7K ~F- s BEAIC, i 107 20 ff 08 %, $ 7
Plin2 SRR ALK T AMPK, 7EIE % AEFRIEOL T, 4
FHEAR A 2 0 PR 5 [F] 5 4 1 70 (heat shock cog-
nate protein 70, HSC70) 5 Plin2 7F 8/ FE miLE (7,
Plin2 B2k )5 8 ik CMA HEA7 [, A2 2 B 105 Hm
= e il ( adipose triglyceride lipase, ATAGL) 5 H
W AH e KL [H] (autophagy-related genes, ATAGs) R 4E 5]
N HEAT NG 5 2 A% o Plin2 1f F 3K, HSCT0 A
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i, 55 BRI R E Plin2 LT ok 75

AEARSE 25 Bk G 7% 2 1 25 1 Plin2, )/ T ATAGL
5 ATAGs X g i 09 A5 Wiy o fg, DT A2 28 B i A4

PLIN2

ATGL‘

Cytosolic lipo]ysis/
FA

R CMA SRRt B LI S

LD APH
Sy (, ’ “‘

\
a

J y
hs?7 0% j

FA
CMA+

Lysosome

CMA

Gy

Mitochondria

1 : Cytosolic lipolysis : IR T EiAS 7 ; APH . F W5/MA ; Lipid Accumulation ; JJ§ i #EFH ; Lysosome : 1% i< ; Mitochondria : & 41
ES5 CMA &g Plin2 IRAEHE (£ E Qiao™ )

4 P E5aE

W AR P B — B O 4 M i, RE A I I B 4
U5 AN T ) R 1 A i R R A v
o, STSEHASS G Y B H W B AR S PR 2 Y
WA . HAT DL B 1RO B 0T I 0 L R At , A6 0
AR A, ZE A0 N IR AR S e R R R
BB o I — MR v, 32
ST AR T, A A R 1 A I A L A i o i
BNEWTRR LR

David 26 &3 7F C2C12 s, F4EAEZE D
ARFE Plin2 AR A0 240 M, 32 Ak 320 4R I 0 % R 4
A, BE 3k R CGI-58 {35 R AIK, R ot & 1 B I 1%
Jin, 20 Plin2 2 58 2. WE w5 R, 7RO
WL, Plin2 =~ /NELS Plin2 ** /N HE TAG
1) f i i 2 BT R E BN, A WEbR IO W T
W R BER S5 R T AL E A LG 20, BB Plin2 2 5
gt A, Xu 200 % B, Plin2 m] UG HERG 2245
(lipopolysaccharide , LPS ) 755 20 il 1 W 7% 2 ) 98T
I e S P ad A v [l s i B 3 R 185, A 000 ak R
G I B 2 PLin2 36 PEBG e, HAE B L 0y S A it
Z Re A WA F B W AA b (9 i A B 58 4 B
VA T R R PR R T it i | B el A A2 204, i
RO

5 Plin2 Z5E#EERS#EEF

TR Rl 1, Plin2 5 5% B0 T 20 05 S o
TH, 7N 7L 3 4 b LT 7 A 28 0 B 20 i v o e 3R
B BFFE M, Plin2 AL 5 ST HE kA A, OF B
TENSTH N8 % 5 Bk 2 (9 B0 T Plin2 26 34 5 i [
5. %A PR SR LA BR RS04 75 B T 22 T, SN
KA HE PR AT A 1A 20 P R A /N R B
Gao 2 BF 52 & B, AN IR 5 35 Plin2 J5 T LU
E COS-T 240 g X 1 4 g M7 1% 4 45 B0, 12 0 Bl g 3%
., TEMRLEI I FL S R % 1 TR R R
W A BRI LIS BR A 43 L A WL 2 o TR
Plin2 KPR 5 1 21 O Ye €5 43 B, 45 9 /R %
PRI A LR AR 40 RS T B0 T I, 2 B HEAE 1 2 SR
241 B 3R T R R P A R R AR Y pe b
2 VS S Plin2 35 PR % 35 40 B bk 1 2 57, O
KRR LI ST e, ST AR B RG 1) S, 4%
S 1% R 2 38 A A4 2 FLAR b B 400 B v B
Bie TARERY SHI 28 75 F B FLIR 1 A 40 i 65k
Plin2 K0 il = 08 & B i, [ LA b R 4 e
ST 50 VA RS I, 2 B 32 6 PR T 08 46 v
AN Kkt . AE Plin2 3 R 0 9 /08 B, SLAR 40
L P S (SRR B AR DN , R F) A7 3 T R
IS 5 L3 A P S T B A5 435

AL, Plin2 75 ¥ 22 N i £ 35 5 55 2 25 56 A
FT, B0 B 55 A0, Plin2 9 3 B4 J 22— /R K
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R B e . IR = B i k& /N, 7
HR 20 1 Plin2 ik, 20 Plin2 nf{E A9k
Re L2 M N IR s e o /N BT BRI R Rk
ZIEZ N ob/ob /NER AT 7 A BR IHHIE , #E ob/ob /)y
FRUA)  40 v ) BB R T, Plin2 2R A Rk
o SERTGER A Wl B =S N R < AF ob/ob /NI
JIFMEH Plin2 mRNA 3Rk 3480, m gk & )5 2
AP, 383 G B T A B R LR .
BT R A 2F 40 M b Plin2 3k 38, £ 2F A5 iR
TR, Chang SEWFFEUESE : k= Plin2 9/ U H
T = FRI D> 60% , Xk & 175 5 09 Bg A #E9T 77,
Imai S542 38 ;3 55 =5 f8 DI, Plin2 (13635 5 1F 40
Mo AR L B OC . TE NS A0 /N BRI B
M 240 % T I 240 L/ BP0 L R v Plin2 3R 3A 15 9
WA RIE AR R, Plin2 R385 M THP-1
EL WA My LDsL 5% 3 B 9 AL 22, RNA T4 AR
DR R . Hh = BRI SE R < Plin2 (133K
SEA I = WA fE I = ER R R R, 5
ANECH R =86 1 o B8 L B 195 T v = 156 B U7 ¥ ( ATA-
GL) FiE > A K

6 Phin2 EEZESMEARHERE

Plin2 JER 2250208 A K A BR824
. Huang 2% F] DNA Wl ¥ . RT-qPCR FIAH &40 BF
ST R 0 B 12 5 PR B 6 RR 2 M i il v 7
FIRME, KB 4 A~ SNPs, 45 5L K0 Plin2 K 0] L
VE RS AL IR 2 7= 26 MR e e JE . Yue 25 R
DNA il #1 PCR-SSCP J5 %02k A U~ [ 3 75 24F
e 5 A SNPs, WF 55 Bl Plin2 Wl REJE R A K &
BERMEEIL N ) FARIC . SR T e AF 2 A
BEUR P 08 %5 58 T8 Plin2 IR SNP 28 54037
LB 11 A4~ SNPs 5 LA G 7 /& & 0 F A0 ¢, 1t
Hb iR SNP 55 B 8% WL IR 05 DT R R A o6,
Hor 2. 98G > A v p5, 1T I 25 5 W) A 8 DA SR R e el
AR, FEZ A & B 5 4~ SNP 1] i 2% &2
PR LSS B2 s L PN AR 2 sk S R Btk . 38
BRI IZIE N L2 50 5 P IR A 56, Li 5%
FHl DNA Jll £ F1 PCR-RFLP, 7E 111 2 4 AR [R B P
FrIE] 7 4~ SNP (1% 6 Fp i AL, I 5 A4z 7= Mok SGHK
A3 MR I PR S A G

Zi b, Plin2 FER 22850 5 48 K %0 A Ik
FEWRPEAR S AR Bl 52 i A= 7 R A o
AT Fhnic i B & Rl S A i o A A
FebEfE .

7 EBEERE
Plin2 1 — s S PE AR e 9 >k FI B g B 1 &5

FRFRE  FE R I 1Y R/ g bR AR,
(]I 5 Sl 28 55 M R AP AE — s AR OC A FE N 2 F
AP A I D5 T e 5 ZR AR L A e i S
FEEZAE R . H 2500 5C TI% 2 R A W 58 Fn i FH 7 4
FHO R TS AR — S R U S i e 0 . A= B
B HARFRIFL S ) Plin2 8 BT — A5 1 i
ARARL, AT HAE A= W7 Th R E AR 7E/ N
Plin2 25 78, 4R R & L RS AA M)
A 25 SRR A DG A 1 5k ; NCBI %4
JE 3 [N JEE (https://www. ncbi. nlm. nih. gov/gene/)
W Plin2 SRR R E HAFTESE AN A A] A8 5
FAR X SE TR S R AFTE T B BT 5D RefEH]
AIBLTA T EtE— LI TR B R & B X%
Z S IBFFEABR T 9mA X L, il R IX e sk
P DX (%) SNP X s 2L M R 1 52 o) oK UL 41 18 5[] B
Plin2 2 sl A4 7= MR8 23 AL T A A TG 2E , n] A
I FACFRAMN T Z I B/ PSR R &
L T P B

SE Lk
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Research Progress of Plin2 Gene in the Species of Bovidae

ZHAI Jing, FAN Xin-yang, MIAO Yong-wang

( Faculty of Animal Science and Technology, Yunnan Agricultural University, Kunming 650201, China)

Abstract; Lipid droplets are widely found in a variety of cells as organelles for storing lipids. There are many
kinds of proteins embedded in the phospholipid monolayer on the surface of lipid droplets. Lipid droplet coating
protein family ( Perilipins,PLINs) is the most abundant protein family on the surface of lipid droplets. Lipid drop-
let-coated proteins regulate lipid storage and hydrolysis by binding to specific sites on the surface of lipid droplets.
Lipid droplet coating protein 2 ( Perilipins2, Plin2) , as an important member of lipid droplet coating protein fami-
ly, plays an important role in promoting the formation of intracellular lipid droplets and plays an important role in
lipid storage, regulation of lipid metabolism, fatty acid oxidation and inflammation. In this paper, we reviewed the
structure, expression and biological pathways of Plin2 gene, as well as its functions in lipid metabolism and lipid
droplet formation, and further summarized the association between the polymorphisms of Plin2 gene and production
traits, which will provide a basis for further research on the Plin2 of Bovidae species.

Key words: species of Bovidae; Perilipin2 ; molecular function; lipid droplet; lipid synthesis; polymorphism



