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Perilipins and FATP Serve as Targets of Exercise
to Regulate Lipid Droplet Metabolism and UPR

G375 >0, BIEHE "2, MOLLEREAU Bertrand®, TR ">
JIN Haixiu" **, QI Zhengtang' >, MOLLEREAU Bertrand’, DING Shuzhe" >

OB MR A KRR AT R A R ILE 3 ARG R A AR, R
FIAC2 BB RR TR A W &, EMREAM AR T, B 5 E & G Kk (perilipins ) Fe i iy
% #5323 %% & (fatty acid transportation protein, FATP) & 4% X 4E4E ), 7T A w g i@ . N R W F=
BAERFWILE O, BRI mie R, SAFLRR, &R A 2 BB IR P AF I
& W B AR B AL e AR M g Fe 3F A7 & 4% @ R (unfolded protein response, UPR) ,
perilipins #= FATP /£ 3 WP A2 3] £ $4E A . i 3h AW IeAeis 57 2 BB Rom b A L F /X —, R
) #9353 75 X T VAL E WAL R R R R, i i 9B 35 perilipins #= FATP 2 & 5 3% 9 £ 38 H oL
A Be AR, Hra BRI T e B, BT IR R #9383 7 X B Re L 2 e B i A AT 4
ot oL, A A T o ATE S B R R AR
KER: ARG REB RS Rk BHREZRGFREFARE;ZH; e 24
]
Abstract: Obesity is characterized by the excessive and ectopic accumulation of lipid droplets
(LD) in liver, fat tissue and skeletal muscle. It is a main risk factor for type 2 diabetes. Perilipins
protein family and fatty acid transportation proteins (FATP) play key roles in the lipid droplet
metabolism. They can affect the functions of LDs, endoplasmic reticulum (ER), mitochondria
and other organelles, thereby regulating the cell metabolism. Recent researches have shown that
the perilipins and FATP-mediated dysfunction of LD metabolism can trigger ER stress and acti-
vate the unfolded protein response (UPR). As a key downstream molecule in the IRE1/RIDD
pathway, FATP closely links LD metabolism with ER stress. Exercise is an efficient way to lose
weight and treat type 2 diabetes. Different exercise can not only affect the expression of perili-
pins and FATP proteins in skeletal muscle, but also activate ER stress, thereby regulating LD
metabolism and affecting the function of skeletal muscle. Therefore, studying the effects of dif-
ferent exercise methods on lipid metabolism is very helpful to analyze the regulatory effect of
exercise on skeletal muscle.
Keywords: lipid droplet metabolism, perilipins; FATP; UPR; exercise; obesity and type 2
diabetes
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JIEJHE 2 2 ZRHE B 1) T G DR 2 o I PR OB 19— A S 25 R AU L T < IR 9 AN
R LA A B AL Sk 2 R AR IR T o AR S A MR . AEIE RS BLR M T 4141
S B P 0 1 O R N TR o (5L 24 I 0 2L 25 U G 6 7 R R A
KA 38 A 1 LT 59 0 57658 1 8L T i 204 4
Ji 3% B 451 % (Olzmann et al., 2019) . 2 UM JR 995 2> £ Bifi E 47 & 25 A X M. (unfolded pro-
tein response , UPR) 1 & A& , 3% A2 BRI DA i B 25 IR Bo sl iR 5% 3R 25wl ok 22 48 m) DA % P9 i 1Y
IS 32 T 0 UPR o JFF I 40 B e P 52 o0 7 85 D 268 itk 7~ 52 v S g 52 D ke B 3R 4197
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IF#E UPR . 538, BF 78 5 D B L o 1) I o 3 A A 2 7
B PR i B AR 32 R K (& 55 4, 20160, fESR
AU I AR v R R IR DR /N B A A A A 2 5
S IR D RE 34 23 50 JFEDE L B i JULAT TG s 45 28 B B R
MITHRE « A HIF 5T 7, 55 0 i A1) %55 U0 A O 1) [ i v 2
H 2K 1% (perilipins ) F1 I JIif B2 % 12 £ 1 (fatty acid transporta-
tion protein, FATP) »& UPR #r i) ¥ ¥ % i (Han et al.,
2009; Hou et al., 2014; McFie et al., 2018), N5 2
W5 PRI (1) UPR AL $2 4L 1 ¥R 38 . B, perilipins
HIFATP A5 1 IR 1% X 1R UPR 7 B2 10 97 JE R AN 2 Y
PRI A RN R 22— ARz 3) 77 28] BLS0OE P ot
N N 38 Y perilipins A1 FATP £ 58 1% (1) 2% 14 17
B SR AU, S B LK DI RE . Rl AR AT S TR
S G8 AR Q) I R P DG B B (1 perilipins A FATP (1) 4 F AL
i, 1 & perilipins £ FATP 4 3 f) fi i A # 15 UPR {5 5 il
% 2 [B] R A B G &R TR I PR R [ 32 3 7 2K perilipins

TAG &4 SRR

——
BRRR S S
QOO0 ‘o‘o‘ 5..0. oS
% <

TAG

90000000000000000000 .

1 FATP & A IS, I3 99 50 4512 ) X perilipins F1 FATP £
S B A R R A

1 BEiEAHS

i iy A 2 I 7 48 MRS S T A P9 AR IR A A R
= EALHE H i =l (triacylglycerol , TAG) « JJH [&] B i i A
I 3% 6 8 A AR R A g A . AR IR D AR
TAG FH JJH [ i 76 5 30 AR08 rh iy i S A O, G R AE
JET I AZ O i ——TAG. R 2w FE3 S 4 B 2%
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e T R AR BRI 2, X T R N o T A T 1 R
77 AT B AR (BT 1D .

seipin HUR R A

M i 9 B

........‘0 X ...,{A’z 3% "‘.. .............z......._‘ .é......z......z......z...
G 333220 4}
DOATE pgara ™ 0% i 8 2 AR rLING mIR P
O
2 FATP1 BF MR
FTATE AL o PLIN2

)
®,,,2 @

®e 6"

.....

1 fEAAE R REE
Figure 1. Schematic Diagram of Lipid Droplet Metabolism

PR I L e e i R T I TR I A e 2 i T AR AR
WA PR E A% TAG AIJIE [ B (cholester-
ol ester, CE). 1EANFE W H PRI, TAG & B &£ A
B Ad . KT ER (de novo fatty acid) J&
2 TAG & 2R — 2, Hon I ik P o 4 46 & UIR D R
FESLIL AR b, 2R A (Acetyl-CoA) I JH 9L e g i wsy —
% B 5 R (NADPHD 2 I8 IR T FR 1M E oo 3R, LTk
By A R B =R A 2R 1R, NADPH 3= 223k [ [ b

2

R . AR A R 95 1 2 BESHEE A A1 NADPH LA
72 A i 7 5 U I 0 PR BB (FASND K R 2 Tk At g A
A RV AL 16 B R T IR R T R AE AR R, B T TAG
F B e A BRI B D R S ¥ AR — R A RS
Bty J2 7, K IR D7 I A0 3 R H T B (G3P) — il ¥ % B
TAG ' (Olzmann et al., 2019) . ', DGAT1 il DGAT2
(Choudhary et al., 2015) j& 2E il TAG [ ¢ 8§ . DGATI
1) Ty B A2 R A1 VR T U TR R 5 1 4 5 B TAG ' (Waurie
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etal., 2012). 4 TAG & W R E|— @R )5, e A K
A R - (i seipin Fil perilipins ) K #% 252 45 2135 A2 1 ¥ 78 4 5T
WAL L IR H 2R Ak o seipin & — P GRS 20K 1 P o 9 B 2 1
I 0 2 R T 6 7 (W B 1 (Fei et al., 2008) . 7E&H
seipin FIH LT, 51 AT B2 23R (Wang et al., 2016) .

il A 2 30 5k AR S K TAG 23 A B e R 25 715 i
T 1 3k A%, it i i AR ) 2 4 . TAG i 7 1 (adipose
triglyceride lipase , ATGL) /& i fift 1k 7% 1) OC B g, 7T DA
16 TAG 7K fift . ATGL TENU A ZHh iz Ik R TE A B
T € 15 iy 20 23 rp 335 /K ~F i &1 (Saarela et al., 2008) . 2
HL o A7 TE 2 bk B R 5T B4 B IN] 4 M i 4% ATGL,
perilipins 8 [ 5 o 6B 8% L O JUE 5 07 R0RE T 25 2%
B 4, perilipins 2 F1 5K MR , G H 2 W 7L 20 4 ) PLIN2
HPLINS 2 [ 2% {2 3F TAG 1 48 B I ##1 TAG 1 IR g, BA
APk e 5 ) T Y E 200 B P R A AR L B0 A S B, AT 9 1 4
Mo ThEE . I 7 R % 32 B8 1 FATP 5K 1% w] LA 3 Jn 4 g Xt
T i 0 TR 1) 8 B, AR 3 400 kst I R ) 8L R S M R 5
HE W AC . Hr, FATP1 . FATP4 Hil FATP5 & 19 72 i i 1€
Wi B E AR
1.1 perilipins A5 A5 & A%

1991 4, 72 lg i A B e 12 R L T 62 kDa [ perilipins
B, SRR IR, B b Ay 44 D BTG R AR A
(Greenberg et al., 1991) . HF 7T & B, perilipins AN X A2 i 77
HAMEBEFR, CRBHHAZED. NFE S HFEE
perilipins 2K F4 (Wilfling et al., 2014) . PLIN1 3 % 77 76 5
Joi 2H 20, 32 T T RE R 36 0 A0 A Y TAG AR 2R 5 # )
JIg At » 33 T 38 000 i R B AR R . PLINL A6 T i 2 4 -
MRS A, BT TAG A Rt IR £ R E
(Gao etal., 2017). fEE GG BIRA R, PLINI # seipin 41
HLAE FIANL AT LA B g R 6 B G R DA 2 KR R
TE B, e LK Tl KR i A 2 3 s 9 R A 1 77 X R
(7, 3% 358 B PLINT B A3 {2 #E TAG A= ple sl 41 41 B A (0 Zh g
WA TR, Em R RS T, BEE 8540 M o,
JI6 5 1 AR AR 2 A8 K, i i B () PLINZ K3 47 % PLINT HY
Ao TE MG W5 20 0 B2 N 397, PLINT AN W] A8 £ 42 3 g g A=
B, 1 HLAE 23 IR AR . ZEMR 284, PLINL 34 ) DA B %
5k R B A 8 A 2 (mitofusin-2, Mfn2) & ZE M B AE
TR IR 2 R A R IR W 2 (8] 1% A B A H (Gao et al., 2017
Ttabe et al., 2017) . [ g, PLINT Xt T #L A Py Jig 3 1) HE AR
ZOCE B, W FUAC AN 2 BN PR B A A 10 B AR I
FEIS , PLINT 2 75 B 3 i ey B 705 5 o

PLIN2 J " iZAFTEVF 2 Al v, AH DG HIF 5 4 v 758 85 L
i AR b . PLIN2 = 20 g o503 40 i P 17 i o 20 ok
520 8% LA 3 B8 (Sztalryd et al., 2017) . 7E-H 8L,
e BT £ 51D 1) T JRE 2 38 o I R 1 2 R O (22 PLIN2 (1
%15 (Toledo et al., 2018) , PLIN2 it 5 4E4: & D $k = 5] 2

1) &5 ) 1 JUL PR 2 4 25 LRI T I HE FR A 58 % TR I &R (L et
al., 2018) . 53 4b, PLIN2 FiA& ~ ¥ 0f LLi% 5 WL 2F 45 4%
R TR RRIEG I 7] eI 2 BB K R LA HR TAG 5 IR Y B 471
2 kA o AR, S LA 3y B8 = AR 47U THT B T (Conte et all.
2019).

HE9E 7R, PLIN3 32 2 7E iR 0 4 44 rh ik, mT LA 9
JR V0 P AR R, AE X I R 1) 5 A C ) s PLING A2 8 % L 3%
KR, AT B AL A SR TR OC T BRI
JIg ¥ _E 17 PLIN4 £ WL 2 38 (Pourteymour et al., 2015) o i
Bk /1N B 117 PLINA 56 B, o0 JUL i 10 J0 07 i A7 2 PR AKG, R 2
L P 10 I 5T 7K F I R 5% 254 (Chen et al., 2013) .

PLINS £ 27775 T & 8 WL < o0 JUF 48 €20 iR i3 4L 200 BT
JUE 7 (Mason et al., 2014b) , 5 PLIN1 B ALK T g, or
LA I ATGL f 35 11 IF & & IR & g MR 16 o 76 Rl
PLINS [f1/)N 44 N, B 86 UL I 107 28 2UR1 I I0E = TAG 195
0 4x (4K (Drevinge et al., 2016) . PLINS i A BL i 5 25
LA T4 A U R 00 RO I 38R 8 o 7 4 i R e 2 ) 17
N, PLINS £ 38 5 240 it % A 07 8% 1) A0 AU B 70, i/ 48
e i O HE AR I A 4H R B 4 45 15 (Montgomery et
al., 2018). #H )%, 76 F7 6k Z HARA T, PLINS 7] A28
WL A 55 4 3 IR R B, A 2E R M R TN A b A ST R R
NERRLAA N A 45 79 b 200l 38 2 ) 2R 5 2 (R P BB R
(Benador et al., 2018) , M\ Ifij 4E 45 40 ffd b B 47 1) 58 & A1 %A
L IE JFUIR 45 (Wang et al., 2011) . 5 B 78 R 8L, 76 & 8% WL
1 PLINS [A] FF 5 Lo 490 b A7 22 T 6 0 — 26 0L 4k (1 57 T 4
(Gemmink et al., 2018, {H & H §l 1 A& 4 PLINS X Jlg %
AR LA 22 T8 3% 45 1) 5% R L 1
1.2 FATP 3§ fig ik 5

i 7 T2 » A ) A R O R 4 LD 3 S A SR U
I s 2 e 2t 3 30 A4 e e, e o A T A A BT IO R A 5
1M & i TAG - 3EAT 6 i B2 B 44k o I s 2 3 i AT 2R
WA LAGI RS AR R RS R . BRI A O % 3 Al
NI 2o s - = WP VA RN 10 AN ol £ 0 = i R e g
(plasma membrane fatty acid binding protein, FABPpm) . JIg
JVi 2 %% 12 85 1 2% e (FATP1-6) F 5 I R % 42 i (fatty acid
translocase , FAT) (CD36 s& A [f] FAT [EJ54)) . H W5 &
W3, FATP1.FABPpm 11 FAT/CD36 [ % i& 5 LA 41 41+ K
B 16 7 1R (1) S8 Ak 1% IE EE (Holloway et al., 2008) . .7 ff
FARE , FATP #E IR i R iz ik fe b A AR,
FATP1 72 Jif i 3 U= I K B I 7 IR ¥ 12 5 1, FATP1
FATP4 B ITE I 8 2 5 5 T MG AL 4 X 5 3 78 21 TS, AN
T 0 985 41 A 55 UL AT A 447 (Lobo et al. , 2007 5 Stahl et al. , 2002 ;
Steinberg et al., 1999 ; Stremmel, 1989a, 1989b; Wu et al.,
2006) . LA SCHRIRIE , FATP 50 AN A8 K 3 g i 82 46
e ke 3 5 BEAE A () T 0 R AR B o A
P 4E H (Liu et al., 2017) . FATP X Jig i 48 i A9 3 42 45
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WIF 56 132 F R A4 R

FATP % #] i Schaffer 25 (1994) 7£ /)N iR () 3T3-L1 fig Wi
YR I, EAERR A R R R E AR . LB
YA 6 A i i R §% 32 & 11 5t Al (FATP1 ~FATP6) (Wang
et al., 2016 , H: " FATP1 . FATP4 FI FATP5 7 JI Wi 4% 1§ 75
T K % A BEAE A 3 U AR 1A SR R B JRE RORE PR (096
J7 4> T - FATP1 Fl FATP4 3= B 7E JIg Jiif 20 LRI UL A 20 4 v
FIE ,FATPS WAERFRE AR R ik . A0 90IE B, Mg 7 2 43 .
BRUL A K 0 JULZH 9 19 FATPL 7] LA i 4 i 3o i iy 72
B AR I, 33 1T 189 0 e 9 0 6 A7 o B /N BR FATP 1 25 (X ] BA
W TEFEV IR BE S 5 R 7 412U i AR T IR (R
HE T 5 0 g 5 1 AR FR (Jain et al., 2009) , X AN FE AT BE 5
FATP1 F1 DGAT2 #H H. & F — & ¥ 57 TAG ¥ & B AH 5%
(McFie et al., 2018) . JL4bh, Bk FATPL & 7] Ay /b i T
it & 2% SRR | RS L R R RS i 0 R T R I R 1 4 B,
T AR A7 /N BR G T4 £ 51 S 6 AT PR R iR 15 3R B 8. FATP4
A DA BE I 5L 20 A R SR O S G R AR L A
RIERE MM N T, FATPA AN R EE ST E
(Jeppesen et al., 2012) . 15 FATP1 2K {81, FATPS t ] L) 1
T Bk A s R I BB E . 7E T Hh e B FATPS 2% BRI 40
F it K A 7 TR 1 WAL, [ IR T DA A bl AR B S R )
/N BRI JOE G s A8 o 53 4, 4 B iR FATPS 1) /) BTG vE
T I g AR B 4 A R

M AR R — AN AR AR B R R A A
JIE s 12 Y 3 B 1 SRR A IR R AR I AR kR B OC B PE .
DGAT!1 #1 DGAT2 f#: 4t TAG ¥4 i, 1 TAG %5 HF ¥4 IR i 7E
P95 I X2 R 22 1) AR B — E R B S 2 T R T .
MG KB — AR S, A O SR G
20 i )5 L 3X AN 3 R TR seipin W FATP1 . FATP5 1 PLIN2 %5 &
FLAAT Ao 90 R AE A B RS T2 A A
AR R . 7578 I I RS S I 2 A T TR iie
TAG J% 4 8 K R W, 1t ) i W 32 10 2 1 5T PLIN2 22 3
PLINT HUAR ; 7885 5 Gk Z R3S, BE W 2 10 22 3 £ L PLINS
FIFATP4 4y, I H PLINS I 2> 37 55 28 0 ¢4 1) B il 78 L
BT W B e R R RO N kiR T e
PER

2 BRI UPR KiAIE S
T S1ER
2.1 perilipins 3% 3% UPR 15 5 18 %
UPR = ZE 2 52 3 3 Fofr oAy Joit [P0 JI65 52 % (14 9 05« 0 PR %
% [l ¥ 6 (activating transcription factor 6, ATF6) | JJL I 24
U 1 (inositol requiring kinase 1, IRE1) F1 X4 RNA 1
R 1 2 I R P 5 D 8 (double stranded RNA-activated
protein kinase-like endoplasmic reticulum kinase, PERK) .
M IREL S B, — B U] X & 456 8 1 (encoding
4

perilipins 0 FATP &

X-box-binding protein 1, XBP1) mRNA, ffi 2 FI5F i 2
W PE ) sXBP1 Cspliced XBP1) , 4 33 fIg 0 1) 4= 1% » 9 20 41 i
DAY 0L 30 25 R AT IR 5 ) — U7 1D, YA T IRE L 48 1 mRNA
[% % (regulated IRE1-dependent decay of mRNA , RIDD) , 2%
i P R IR0 R 35| S B R (Han et al., 2009) . 24 PERK #
WS B, 23 1 TR 4k T X I 4R )+ Ceukaryotic initiation
factor 2, EIF2a.) , i i C/EBP [5] Ji 2% 4 (C/EBP homologous
protein , CHOP ) Fl #% 3% [X] -F- Cactivating transcription factor 4 ,
ATF4) .

Huf, 80X TREMEAMERSEARNGES
1 2 18] % R AT AL, HOILA AT 9 22 SR e I VR 5 A B
SRR AR, BF 70 4 o 7F PLIN2 . PLINS A] DU 58 3R 4 & 8
FURORAR Sl o QifE pAn o, 2 B2 A 2 52 T I £
T B PR X 380 3 R, PLIN2 ik F . PLIN2 () R
WA O TORR T R AN Ak 2 S I P9 R I B I T
PLIN2 [¥)3 38 R 7 P9 5T P R2 3. 4857 % & C96YIns2
S [ PRI /N BB 41 A R PLINZ 28 3 A0 Py Ji 19X 7 38 T
&1 [F) IR E PLIN2 fic B 14 8 &% 21 )0, % 2 1k 1) PERK, B %
1k 19 elF2a ATF6 £ [ 5T Al sXBP1 mRNA (1] 7K ~F 52 2 [F4 A%
(Chen et al., 2017) . 7E/IN B G0 BEZH I b, fI5 3 25 1 PLIN2
fa S IR TE B S TN IR /0N BRLON BEAN M 5T G A, TR B AR AT
B R A NS S B ) ATF4 . ATF6 Rl GRP78 5 J¥ %55
(Yang et al., 2012) . 7E K F WE 40, PLIN2 2535 A A 3
I XBP1 KBTI 1) (Son et al., 2012).

55 PLIN2 AH 8L, PLINS [A] #f 4R 23k #6734k $7 8 & 1 %
NLAF 53 B B o B 2% PLINS nf LAys 2D v s R 7R 1 R
JUL P e i 7 A AR SR A 3, % RE R P J5R PRI
/N BRT T WE TR 52 52 45 [R] B I 7 28 23 b R R 3R HE B A &
G A P I3 2R B A, 3 5 B 8 JULR R T o ol 2T o 40 e A K
“F 21 (fibroblastgrowthfactor 21, FGF21) [ 43 4 ik /> &
Ko DLW AR W, th PLINS G2k 51k ) 5 i AR 151 22
A AT LA LA o 2 R AT 15 5@ I, W ATF4.XBP1 il
CHOP, J H. CHOP mRNA 1 CHOP & 4 4 5 '~ [% 77% #
30% (Montgomery et al., 2018, {H f& ATF6 i& 1% 4~ % PLINS
R ) S o AR A I AT 22 B, PLINS W) DA i) A A 1% T
FIH AT B E A RNAS @ . TAG A
R 7 T A R 1 > 5 2% A0 4 R o 28 0 o) 7500 e DT o A
J53 P4 1R JI J5 8L 1R 2 J5T SR 0 IRE L (MceFie et al., 2018) .
Ak Ik 2 WA B R A, A BEE AT B A
J5R PR 0 R 45 BB BT UPR (Hou et al., 2014) . Volmer 45
(2013 e U5 7L 39 47 41t ] P2 L T 4D 25 I Ol G A 2 U8
7 T IRELl. WFFCRM, 75 B4, i PLINS nf L 4%
e B T 75 5 10 PO J5 9 B2 35 » R B CHOP . BiP T XBP-1 (1)
EHEKIET M Zh et al, 2019 . Kk, B IE#HE B
PLIN2 7] LK s 4 47 B 2 1 S N AS 5 %, O X — [ i
RAEAE IR R IR FURE PR R . PLINS 54E4T & A
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JRONAS 5 38 % 2 8] R 6 RAFLE S
2.2 IREI/RIDD 43 5 i #-3p ) FATP

IRE1/RIDD {5 5 18 i A1 I3 1y B2 % 18 8 11 )5 FATP 1) %
K YIA 5%, (2 B WAT S W 7T HRE . Hollien 45 (2006)
18 7 RIDD AJ LARE fif 79 Jo I R 380 e B2 8 4 ik A £
mRNA . 75 FL 341k P B RIDD JE Y, 24% 15 fig B 4%
4 9% . FATP & 111 ¥ RIDD [/ ¥ iKY , 24 IRE1/RIDD
15 7 18 B OGN, FATP £ F 1) mRNA # B fif# (Coelho et
al.,2013;So et al.,2012) . FATP ®] LA 3k flg i (0 % i,
BF S0 IR, 78 28 BB AR TR 3 0 4 I 3 T DGR 1 v X e 22
TORRAS A2 7 B 5% A T 23 0 1 22 41 i 3 B A 5 (Van
etal.,2018) . [H UL, #F 75 FATP T (I IE 3T S & A R MLAF
o5 368 B SR T R e AR U A R R

BT 545 perilipins A1 FATP A~ 5 (1) /g i A€ X UPR 1)
W HEAE H (B 2) T BLE ) I8 3 A5 5 UPR 2 18] 1 1B &
e B U)o e I A A0 2 2R PR AR A £ B A4 P 1 i R
AR N R A AR i B i S P4, 189 I PLIN2 1 PLINS
ff) 2% . PLINS %t ATF4.XBP1 il CHOP % 7£ IF [ i 4%
FH , 7 PLIN2 %} PERK . eIF2a. ATF6 Fl Xbp1 17 7F 1F [A] 1 #2
P o A5 A0 P 905 (0 LR i 5 R I T HE A T DL
W5 IREL, M 17 #0% XBP1 #1 RIDD . & 2 Ff 21 0 i 26 7 3k
# 7~ IREV/XBPL {5 5 18 #% 1] GE 23 {2 20 6 0 1) 4 . 1
RIDD it B (1 ¥0iE 7f LA B# fif FATP & 1 /Y mRNA, [H] b
IRE1/RIDD {5 5 18 1 1] 58 23 #0015 5 11 48 pi (1 2 A i
REZ AT KRR

MR P JE A

E2 UPRFAIBEEREHXR
Figure 2. The Relationship between UPR and Lipid
Droplet Metabolism

3 EEhXFRE K01 35 #E ss——perilipins 1 FATP B4
S1EH
AN RSB 1) B B UL rp 2 2B R AN TR /N 1 G 30 5 1L ik

ZINT T 7 &40 B PR £ I 9 ( Stringeer et al., 20100 . JIg i 4 fie A
JIE T 2929 100 pum (Suzuki et al., 2011) , T 1F F i 5 1B 8%
AL A I ¥ B4R AE 0.3~1.5 um (Billecke et al., 2015; Bosma
etal., 2013, HHE LA i — BL4F i bk — B 4F 4 b B 5 11
JIE ¥ M4 B0 K (He et al., 2004) .

AN [ 24 B RUAS [] 588 2 1032 2l o0t i 8% L e i 9 10 5%
FAE o W, R (8] BRI 2R AT 0l 2R3 e
80 TR A AR T B R 5 R TR) B I 2Rk w] DA 0 UL A
Hh 2R A B RN S T TR 0 I 45 50 2R (Koh et al.,
2018) o A 5T R, 7E v A5 5 1Y) 2 M 1S B 1A, JLgE
HEL P 1 T R R DA A L B 45 38 0 1 R T SR, B
S5 I 2V 13 By AT DL BRI A R RT A A 23R 3 UL 4T A HR )
fEw &=, S kiEah BIm, JUL40 A P g 00 1 7K S 3
Y8 3 IR L a5 RURE X 3 2l 1 56 5 L UL 4H Fi pA s
[ 7K - LA B 4 i P PLIN2 . PLINS BY, FATP4 2 [ (175 5

XK ZHNEE, K032 211 2522 38 In U140 e ) g
T B 7K SF (Cocks et al., 2013) o fH &, X6 2 ZUHE JR 7 %
W, B UITZRR UL B P9 16 T KT IR s A — 3. A i
FUAR A TR, 38 B I 2R T LRSI L4 B A e 5 6 A i =
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