3245 1
20204F1 H

A Vol. 32, No. 1
Chinese Bulletin of Life Sciences Jan., 2020

DOI: 10.13376/j.cbls/2020002
XEHRS: 1004-0374(2020)01-0009-07

S RIEE B BRI R B R R IR

HIE, A Tr, AT
(P B K558 I JEER B, #E E 330006)

1 E . QGBI QR R AATE T WL RN I FIRE T H . TE— &M, AalElimRIAL
FRRRECE A 1, FERENIN, RIVBAZGIRIMIIEE, OB GRIEEA. A a2 EF L
RREEIHHE. MR g, R B F BRI R EER R, /MNMERE—RE T KAV EES T
AN e, AT 2 PEEREERE . DRGSR AN A R AR Gk I Tt R R LA S R
HIVEF, AR R0 (1297 SR LT [ B .

KHEIR - AR EREART . AEIRDIAEEAL s SNBA s TR

FE S . Q257 ; R589.2  CEKHRERD : A

Research progress in exosomes regulating browning of white adipose tissue

ZHONG Qiong-Hui, LIN Jin*, WANG Xiao-Zhong
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Abstract: White adipose tissue (WAT) and brown adipose tissue (BAT) are two types of adipose tissues existed in
mammals. When the body is stimulated by some conditions, the white adipose cells will highly express
mitochondrial uncoupling protein 1, increase the energy consumption, and display the function of brown adipose
cells. This process is called browning of WAT. The browning of WAT is the way of normal body energy
consumption and fat reduction, and it is also an important factor in the formation of cachexia. Exosomes are a kind
of extracellular vesicles carrying a large number of biological information molecules, which mediate the
physiological and pathological process. In this paper, the role of exosomes in the regulation of WAT browning and

its research progress in cachexia were reviewed in order to provide new ideas for the diagnosis and treatment of

metabolic diseases.
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WF 7L 20 40 A oA A T R S TR ) IR M 4L 21,
R[5 €5 i i 4. 21 (white adipose tissue, WAT) FlEz €8,
Jig 1 425 (brown adipose tissue, BAT), i # 42 Jig i
ML KA 73, AH i = BR i T A A7 AL
(R 73 fig 55 5 5 W AR B & 1 1 (uncoupling
protein 1, UCP1) /M IAEFEMTE 20 A v, 4EFRE
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M — BB AR e P A e, (R BE S
MR, BT LAl 2 Fhan b, JF B R
5 mRNA . miRNA . 41 i K725 A= 2098 ME4 1
AT CRIIA S, 78 Mgl RIS B AT Ay,
Z 5T Z R an R T RE .

AU DL TE BRI A R E R N R
PE, 1R B AR iR B 5l RO AN A TT
W2 AEYIEE T RIRE, RS E g
SEAALAL, SURAFRE S K N FE N, AT
YEH T WAT = BAT, Kif#E A G e #2.
X AR A A5 A1 WA AR 7 Ji U7 A 0 7 T A A B AR
FH, B0 G AR 3L B T 5 . AL B 1ELR IR
AMIAARTE 1 EU IR D7 R G AL A IR T 2 4 ) DL R AE B0
JR B TRk R, A B AR B (29T R A
Ji T

1 SNBSS 5EF TR

1.1 SNBSS R

HMIAR B IRAE 1983 R K I, — R A2
TR BrE o BEERTSCHIRN, RIS KA
MR T RS 2 M AR T
JEVEFRI, RSN R EAR RN —M, fE
30~150 nm 2 i) ¥, Ahuh AR e LI P A B P
R R, AR O R N AR R B O 2 3R R
(multivesicular bodies, MVBs) ; - ] (1) #h WA {4 I T
U N R HE 2F, T MVBs 25 T 41 W
Tz IhEe . BARKUL, 1S5 EARM L.
MW, fEfl ISHARE N ; MVBs S & E AL SR

BHGAR IS A 4oy — R, A 590 m
JEE Rl LUK LN S (BLFE MR ) R T 3 48 il Ak
B e 7,

GMNIMEAEAE T BAZ W Z P, A i
W R R SRR, BERL. FK. e
WA, #5475 2 P E E 1) DNA. mRNA, dE %Y
RNA. 5. A1 LLACR F o, 7240 M S8 i Al
GRS R R EEER Y, A, SRR
fE1E Alix. TSG101. CD63, CD81. CD9 &4 =1
9, ATHTAMNB RS E (B D).
1.2 SMMAREFThEE

SNIBATT S 5 2R A B R (1) T4
LA B AZ A A - AR R B A% 3% miRNA
S PN 2D T R A DA 9 A 2 i T 38 ) O B Ak
PR 5 41 AT 2 v 25 3 miRNA [ A b AA, 1 41T 41
By tk, AT EZ AR A R AL P (2) B 5 %
PERNE < N T SR e, A A E e i i e %
A R TR AR iR ot R AR A R e 2 Ok HE AR
FH 5 9 4 BRURE U &M A A 2 37 4 9% 198 30 ) i ke
AR (resistance-associated secretory phenotype,
RASP) (1) —A>F 271 s SN AIE T IR 8 (heat
shock protein, HSP) 5 £ [K T $L 4612 n] Uk e
(1) FE AN % ZRGEIA T 32 14, [R) INE B A o 2 i ¥k
TEF M. 3) VE N JRESAA - b vk I i S 11 af /s
AT AR FR) A e 0% 0 W0 L 40 L ) 3G 58 A7 3% R
A DA ST A% A IR T R RE SR Rl 1, s
IS AN A A A, A E AN 5] R R A
S5 RE M. @) ERZEAR . RSN R 5 3

30~150 nm
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2 ShNiREEERRERRER

2.1 HEeRBFeLnEmER

FH T 18 1t ¥ BB AR s AL S PR, WAT
A8 S BAT [k B Ak 8 A e Jl6 Wi kR 4k . BAT
—HE5 ANERRERIEFESIEMDE, UCPL et )lg
I 240 L () 2k B R T B B R AL A 1
FHAGEBRE, AWM. Wik, BalRDs
A it = BOE R e B VE FE, AT 3 AR JHE 2
IR, RSB AR SRR

H e R A R 2 Z P R 516
WHERZSYMRE, BRSNS RE. K
wEFRMEsh ", A, 2R CER B B L
R AR B A REEAR IR . miRNA, & %E K
TFAERRN TS A e,
i AR BE TE IS 52 44 (peroxisome proliferator-
activated receptor, PPAR) 15 5 FI'E L& K A & 1 (bone
morphogenetic protein, BMP) {55 [F] ¥ 1] 3 £ 4 .l
itz ate 20, 2015 45, HHRFTNEA MR T
WLEN 2 A0 TR 5 R 75 618 7 AR e o 72 R 1 52
KAEF BUo 1 B a5 2 Fh AT 1k 43 T A A i s
AT AR T DT R A A DA T A R
22 SNMREERGREIEEK
221 HMBAmMIRNAL A &5k 4k

IR, miRNA S5HEHTH A DRe. A
1 RE 5P 1l 10 AH D% — B B AL B A AT, Ortega
& PRI, EREE S AR L, WAT
799 4~ miRNA #1457 59 AN TR FH AR, miRNA A]
DLAAH B o 3 H SR DA A8 20 s 4 i 2 [a] ) =
G ARG, XL AN miRNA J8F /N FEV (n
HMIMA ) R B, DARTE N E B A B R i
DRI, A0 WAAAS AT i S A 52 4 4 R %) 985 6 15 BT 1
—UEHE DA BoR T & miRNA [ /Mb R H 4 B
WA AT AT RE R RE T, ALFE SZ e T T TR R
oy UL R R A R AR e Ak dE R . i, miR-
122 BEME 1 5 JH [ B A I P H v =8 & = A0 B-
AALTE A, PR A0 A A3 A R AR A Y TR
() miR-122 AT 520 i3 B2~ 45 5 t4h, miR-122 38
AT v AR R 5 T IR T TR RN 98 A D% 1 2 R
FORRH N B, AR, LR AN RN AR R A
miR-155 {4 < 8 2 5 2 g 5 40 AR, 8 R i

PPARY fZ& 15 kA1t (3 8 IR i A ik 2%, 2018 4E,
Yang £ PTG ARG, AP AR miR-4460 7E K¢ R fiE
TR S vl N S u v E 1T P N RS /R A
F (mediator complex subunit, MED) 13 [ 1A ; 1M
MED13 it Z38 n] #4008 B A o $E . B AUk BA &
WAT FlJH-2H 23 b kAR 1) & &, (R 1 B 60 0 i A
Al

AR miRNA B 7 B #08% E R A ik
PASE, 38 0] DU I 1 4% 98 0E 431 1 2 5 g AR
T, ALHE Hh WA 1A K Y5 ) miR-34a. miR-3156-5p Al
miR-145 %5, miR-34a 8T 4 WA 14 55 4 s 1E T g
97 5 B LR M, 4 Krtippel #£ 7 4 B RIS,
AT H 1) M2 W 2 AR Ak, 00 ) i K 3R 1 77 2
A g 7 2T 44 Y. miR-3156-5p # i B %} CD86
AAGREEN, JFHEES 5 R Toll #3244 345
S, 1 CD86 5 E Wi 4H 4 Hh (142 4% 4 i R 17K
*F (L4 IL-18, IL-18R Al TLRY) EI1EAHIE, MIIfE
BEG T2 B miR-145 5] 30H R JBOM o8 38 48
Al a0 () 200, (R ENF 300 1 T J B v v A 22 2 R
BRIEBRERAL, T e s 43 i 27

Dicer i /& — 1 RNA 4 ] B, Thomou %% B
HFIH cre-lox 4t [F 5 4 £57 R #4) & 1 Dicer KO /) B,
RIS EAERUNRA L, %R AR 4 W
A, IR S AR N6 T 2 2R 2 A AR S
[ i) FLAG R AR ) miRNAs 7KF B & R %, 38
ok A A I 107 20 2 RVE 45 2 Bl miRNAs, K¢ ) /2
miR-99b [ A A, AT K 52 1 4 miRNAs [ 7K,
FEARFE N FGF21 mRNA JK-F & 3 3'-UTR 524K 1)
WM, IR 2 RR AL 2N U B e R AR B T
Mantilla-Escalante 2% B % I, Dicer i )5t = 5 3
/INER T miR-206-3p. miR-10a-3p. miR-543-3p. miR-409-
3p. miR-27b-5p. miR-340-3p Il miR-125a-3p & £
A, XL miRNA Ay 5% 5 RS o,
H AN miR-206. miR-409-3p. miR-27b-5p
WAIE SEFE i R R B AR T R 3G B .

AR BB TR B, AR 07 4 R R U ) Ak
A E £ i miR-125b-5p. miR-23a-3p. miR-15b-5p.
miR-19b-3p. miR-199a-3p, miR-574-5p %5 7£ i 4%
£ 0 i 17 A Ak ok 72 R 3 AR Y. Giroud 2 B
F 5 KB, miR-125b-5p BE % il i T I 2 b A 3 (A
FEOR T T RE S E, AT i D R ER E At
miR-23a-3p & 2RI AR AW KA R SR 7, 52 B
CHIR-99021 it [F] 4%, i I#7E B-catenin {5 5 il
PEAE ARG MR D) Re B R IEAE R, iS5
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A i B A AL RO HERE BY, fERR G i Al oAb i
T, miR-199a-3p [KJFRIEHFFE NI, 1M1 miR-199a-3p
(R 238 R % 40 AR B AR A IR 2L R R0k, IR
o PR 2R Rk DNA £ 5 F0F I A F >R Al 95 4% EU1R
i an A AR R B,
2.2.2 MR HA AR YEYE S 5 B IR DR e dk

AR F R T 5 2 B miRNAs 2 5 3 &7
Wi kR AL ERE,  [FIREIE AT 22 3 A A= P 3 1 DX
(TGF-B. STAT3. cirsRNAs. IncRNAs) & 5 H th,
op [ GRS R bR R B AR FU R B, AN AR Ay
FIEAL 2E K K7 B (transforming growth factor B, TGF-p)
e T 00 1 R 7 4 L ) R O 0 P 2 A SR A0 1) AR A
RO R B BhAt, e 4 i 43 Wb i A A48 2
SIS KT (signal transducer and activator of transcription,
STAT) 3, W] U/EH THRSZIREG | ABGE M2 B
MR AL, RR RN REARZIEE, 25)00%
My Ji IR RE TS, S BAT Rf 57 UCP1 7E WAT )
ik, MTREE AR DTAR (Al R IR T AR LAY HR
WM RE R BT BRI 2 A P A A 385 A 1) g A
BB (B ERREE TR ) 5 3T3-L1 Ji5 15 48 L 1)
B ERRRET R Z A BAER, WO p38 A4l sME
T AR O, 30 R R T R TR I g e
M i f, FHm [ afsiits ek B SAEEp
FHEL,  AERERE BT g 7 70 e B S A Y cirs-0075932
A B, RTHE R ARSI miRNA 25 RNA 454
[ PUM2 &2 S5 ARuERE ™ G0 kI,
JVR I8 1 28 T B A WA A R S mTORC JE %, H
A2 5 UCPL fyRIE, 32 B 15 i iR
Al s WA HREFR LA 73U IncRNA H19, DL 41
il mTORC1 XY wfetk, #HmiZ5H B &R &
TR RE B,

ZE LRTIR, AN FL T AR S T
Y, WEEAER TS AFEKNED, R
A AR b R IEAR FRIE R (R DS,

3 ShiREIEBeERReNETRRPH
1ER

W IS 22 P A 2% R 2R T B0 — P B 2R
AR, HEERHEANRZESG. BRI, FF
Pl Bl 5 4 B PR JORE A E Rk B DA R iR AT 1 Th R AR
& W SR RO G R R, WAT 2] BAT ()%
A 55 45 0 N B, % E R A BAT ROt
FETE AR 6 i D A b R I pR, AT 2 EOL
TR AE B I B AR, X B BE BT I RAL

BIERR, 728 R E OB A R
fRAE R, n bR s B 3k B 5 Dahlman 25 BV A
FORI, AR 5T I A, G302 )
SR E A B B R, AR AR R E T L
i WAT 015 K. felt, BIFFE N G2 XS A b A 7E 18 75
I AR R AR T . UK I, AR T
#E AR 8 A Hsp70 Az Hsp90, lid Toll #5214
4F SRS, A5/ R AR T B A,
K H KTM2 B PR 41 B 2 1) 40 wh 4 o] BLidE i Notch
55 R e B

ANIAAHER ) miRNAs 7] 38 15 5 0 g 5 A5 A
W B R AN S 5 R R . SR 4
JfL 3 A () R iis AR B 5 45 miR-155, AT LASIE B2 R g
DT 23R RE 7 43 @, BN 5 PPARy [ 3'-UTR 45
4, fA iR PPARy Rk KIEHE B e g kR tafk,
Xif i B 4 2 REIR A5 A BORAE D B 18 e 403k (4 41
WARHE AT cirs-133, J8 I i miR-133, 7% BAT
KB K7 PRDM16, HEme it (1 &g i ks futh,
T S R S BT A HEFE M7, Wan £ PR B K562
41 Jf W R AR AT BA3E A miR-92a-3p, I i i
TE 180 5 S5 A R HEVE T - Sagar 25 P8 (ORI ST R 9,
JoR M FR A AR B R N 2 T IR BE T F A
KIINIARRERCF BRI AR i 5 £ 2R ik
PR AU AR T DA g i 2H 2SR5 1 1) 78 I3 20 P oY
e, FERRE A, N7 B 5 R F PPARy Al
JIE I 2 P s S P b B IR B IR T e R PR A, A
A AR T R, e (3 f g i b A b e AR B

MTE 2, AhusAc i i 42 g 5 20 R AL PRl &
MO AR, i AR, A 2 3 EURIR Y
U] 4710 A 14D 7 A OB TSR] DA s R s 4 i R 1
NeWitstadk, It Hn] DUE N 167 BRI W0 51 1
HEHE o

4 REERE

AN AR TRE — T R R B, RT DA A A %
FEAEYRENE D T, DIHORS 5 &MY 2t R, 4b
WApAE I H AT miRNAs, & (. 4R 12
S5 E, HiEa GRS Gk, £50E0
AR R TR 5 (855 o2 HE R v 6 AN 7T AL AR
HY oAb A B A B 2 sk _E B0 L RS AN T /N
Ban, F T Ah AR OB ) 35 B 70 ) SN 24 ) i
BRGE 5 AT AT SR AR ) 2 R A 0 1 oy
T AT 7RO E R BN BL G DL 5 SNIS A
BEIH AL I PR | 2 PR AS B A, AR 9w i A



EQE]

BB, 5. SNBRIRE B G N AL RIIE T R 13

=1 SN IETR IR R B R RRR e LR EER

SMIMER Y Thik 15 R B A b R (1 4 EE PN
miR-122 TN R A AR A =R S BB A S fIg T Y- [24]
miR-155 T iHPPARYHIEIE Pk IR D AR Ak [25]
miR-4460 HHIMEDI13 ik osidS RaiYiliE ek od [27]
miR-34a PIHIKIAZRIE, FfIM2 2L B W20 ik AL PRI AR R =4, BUE AR AT 4k [28]
miR-3156-5p [ [AIAIECD86, £ % IE M TollFE 2 A3 (5 53l % R 3t N 17 4 ik [27]
miR-145 G T 98 RE R T4, 80T R i g Hh S 1k 22 2 Pk i i 3 Ak [29]
FR R IE FTR R AL
miR-125b-5p YT RESE R R LR AR I [N (1) ek SMBAT ) & & [32-33]
miR-23a-3p  ZRRIARHE R Rk L SR T WU B-cateninf{E IR AL RA LA [32,34]
Thae B R IEER
miR-15b-5p 5 EICH A G R 7 R T AR RT3 i T HE AR [32,43]
miR-19b-3p  TFiHACSLIff#RiA AR 33 AT i A 4T L P 384 BECR R T A AR ) Ak [32,44]
miR-199a-3p /LR R RDNA & & AT A HIlSSBAT [ AL [32,35]
miR-574-5p  FZWEBF1[£IA " RWAT [32,45]
miR-27b {I#IPPARy. PPARa. Prdml16. UCP145:3&iA SIS ReNiYilig ek od [46]
miR-99b FERFGF21 mRNAZK, 4l HL3-UTR I 5 14 0t g 7 4 i [30]
miR-206-3p  A[HId c-Met/PI3K/AKt( 53l B 4N 3T3-L VM A 4346 S0l wir Ji J 40 0 ) g 7 4 B 40 -k [31]
miR-409-3p 22 F Frfin-TE - L ARk T bl e P E N AR £ P 43 1A i [31]
TGF-B BN T B AL A Smad2 /KT Ut A7 A 4 L ) O A 4 L P A [36]
STAT 3 WSS IREE-1, S EWMA R/ AP M2E A ik 1 B B Atk (37]
B FEREER R 5 R R ARG A, WS IS RN RAME SR (e e o i [38]
HE I, R R U g I g

cirs-0075932  E[AH S miRNA B, 5RNAZS & 2 [ PUM2 Z 5 iR AR [39]
cirs-133 FMHImiR-133 & H Ui PRDM16 1) K 1A et A IR fk [47]
IncRNAH19  #IlmTORCI1JIRAJ4E-BP1 R 1L, [EZ3- AL SRR 5] [42]

Ykr S B AT TR P RE

SR, A AP AT — B R S DA SR
PRI PR 5 WP B A SR WL A7 AR — L2 ]
e Hoe, SNBRRESRIEATE, AR AT
S8 T LUE 3 AP IA A (R ORUE, (B P I PR A AR A
B 5 H R ARV, M AR TU I 75 72 9 A2 40 i il
HIK, DEBORERE, o BEIMNBAEE R &Rl
FESWRE A+ WXE,  H AT 2 B R S # 2 A
AN, SERFIFE T ML s R, BT %
EVEAHE, SR KBRS YIS T
HTEERIT, RESAEREMKNZEYIT
(RS ANRLN S Ui E ATl

xS S AR S A 2 T RE IR 7T, TR
@SN BARNS B R AR AL R, AT EE—
B fif A R LA B R0 IR 5 BB, X AR SG
SIS E N H SR S RIS
NEREAE R B EEHR 3 E .
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