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White Adipose Tissue Browning Mediated by Different Modes of

Exercise
ZENG Liqing, ZHANG Peizhen®

(School of Sports Medicine and Rehabilitation, Beijing Sport University, Beijing 100084, China)

Abstract: Adipose tissue is a highly complex and heterogeneous tissue with many physiological roles. Dif-
ferent parts and types of adipose tissue have different metabolic characteristics. Excessive white adipose tis—
sue (WAT) causes obesity, whereas brown adipose tissue (BAT) plays an important role in energy expenditure.
In recent years, studies have confirmed that exercise can promote the browning of WAT, which is beneficial
for metabolic health. WAT browning is affected by the exercise mode, exercise intensity and time, and other
factors. Herein, the effects of aerobic exercise, resistance exercise, high—intensity interval training and whole—
body vibration training on browning of WAT are summarized, with the aim of exploring more efficient exer—
cise strategies to promote the browning of WAT, thereby preventing obesity and improving metabolic health.
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B A IR KA A -8 B BRI 722
53R =2 WAT AR EARITZHZ (brown adipose tis—
sue, BAT)HUK (IR ITZHER, = SRNRINTH LA 1EA
[FIEASRREFIAE BT BER S, WAT FE i HA 2
Fofr A= BRIITRE B B0 5 g 7 2 M A ok, A R T AR A
R, LRk &b, FEINEERMAF 2RI
Jt AUBZE HoFRI B3, T BAT 5 HAHS, BATHE
PRI, HEIE 6 EE 2 H T AA B EINL
KA R 50, BAT thZ DR W40 MILLR, HoA A
B 1 (uncoupling protein 1, UCP1)ZRIBIEINA
B FARBRAE e WFFE R, N WAT 7E2E0%
w3z B AET7 AR T 2 A oK IR B i, 2
FEBTA AR 7 20 A4 2 A0 5 0 A 1) K £
R AR AL, X —id FERR D WAT A Ak,

AL R T 5T WAT # (o dl, Sopitse
R, FEHYT (local hyperthermia therapy, LHT)H
AR /NI K NG 7 90, 120 il i
HSF1-A2B1 5% SRhSC B AR T, LHT 27
UK BB CH 0d R lg 7, HASCR KT
FHANPIKR T ST 1 (heat shock transeription
factor 1, HSF1), HSF1 AJ A% AN — W% R
M (heterogeneous nuclear ribonucleoprotein, hnRNP)
A2B1 5%, hnRNP A2B1 AEHIT HSF1 B T, DL
SR AR I e AR R 2

TR Y o T AR B A G = R R |
EAIEPE T AR 52 T . 3 AR T T
Al LA #E 98 fi7 18 TR A ) B B b (neoagarotetraose,
NADWER — TP Bl 45 Ao, v LA et e g4
g M T R BTG Sl AR A AR, T s 1 3
HEo 2022 45T NA4 TEE RN (i RUIL I
TR R, NAG T A B R AR T 5
I £ 175 S A AL THE /N L O P ERE S o e 5 ZR AT
JF I 7 ARG, T LA BB E WAT A i fife A AR
Ak, MR A R,

BEFEIN A BAT BATAE T Wit s A,
ERE AT, AT T2 LY, AR
B BAT. AT R, IRNAFTEBAT,
HAEB MG T IR LU I Z [F R IX
I, FE R BAT AUF T ARG P 32 2R AL,
TEH BAT P AU T LA WA, T AL T8
KRN BB BAT 5535 - UCP1 52 BLAY,
UCP1 {23 ATP 5 B e v 4 Ab W R 1k A4 it 18
WK, B0 B T ORI AZORLR IR BT, R
FRAARAEN . K @R T A AR AT RE AR 3

A SRR A0 MR A AR AL, JCRRAE R HeAR £
JE i LR A B8 2 I Z ik, UCP1 552 5 5
RGBT TR i, i 7 A i i ATk
FAWTE, BAT 5K @RISR ™ Pt FEAR
BIANTFERLAR, S5l (1) — T 5T 46 i, Zhi iR
HIAE ], AL 8E I 1 (optical atrophy 1,
OPAL1), AL PR RGP Jumanji Z NG
H A AL KDM3A fiE & WAT H EEr i,
AR R TG VB SR AN T R
M55 75 SO WAT A A 52, ks €0 g 17 40
JLRIOR 2L i i 200 M 2 B 3 S T e S 2 A R
S, EATTAT LA i B R A M R D R A I,
R 2 SRR, 2 sh S5EEr = Z B &
B, 0 HAE KRR 419 WAT B i e 5,
I, #5818 8115 S WAT Fi (AL AL A1 A )
i) A WAT AR Lrg 52, DL WAT FE L

AT L, R AL B0 e R e A A R 7 ThT AT

WRIE RS
2 EHETFSReEMARRREL

FE 12 S REE B M bR LR M) K A F e A
RE ST LA SIE I WAT Hh K57 240 B i Al 04191,
B WAT AR E 2R IR T LA
PR Bl A AR -, PRI Bl RE A% i 2 [
RO PUATITR SRS Y 1%y M o) 1 e S ) e a0}
FEAEAT 88 B 1R 2 ks S s K Wiz sl o M 2 26
HA AR I, 46 2K A AR S5
WL S WAT fR A ALAH iz 3 a4 &
FEZ (irisin) . 14}/ 2 -6 (interleukin-6, T1.-6).
AL AE K - 21 (fibroblast growth factor 21,
FGF21). 7 RNA (microRNA, miRNA) ., #h A  —
AAL A (nitric oxide, NO)FE!- 19,
21 BEZE

SRR EE RN AR D7 40 - A LA
R, 1 ITBYET R A5 & 85 S (fibronec—
tin type Il domain—containing protein 5, FNDC5)%4
fifE i ok, T REFIM WAT H UCP1 iRk, JEHH]
B4R A1k, K IWiz 2 AT UK I e v i &5
RERWSE, Flan. with 2Esh Pk de i 3 45 i 2%
SRR WERIN, 7E A, B 4~5 )
K 20~35 min B 10 AP SR (65% VO )
IR AT HBE, SRR T 2 508,
TEMG R 2B P TR ST B, SRR T



318 £ om B

2023 4E

p38 22 %4 AL B U (mitogen—activated pro—
tein kinase, MAPK)JIE A T35 5% 09 1 €5 107 41 i
HH Y LA M 5 5 SRR e S T 2 (acti-
vating transcription factor 2, ATF2), fi£ i 5 ;= #Af
KHYHERIF IR0, A, B ] FIE ATF2 H
B3k AR AL P A B R IS A2 4K oy (peroxi—some
proliferator—activated receptor vy, PPAR)/)% B
F—1la (PPARYy coactivator—la, PGC—1a) Y3
ik, A5 RS R R, L EATFER, 12 3)
REGEHES R M, HEMEdt WAT # @Ak, 3 n
BUAT B, R AR
22 B4NTE-6

11-6 &5 — AT WAT PRtz s o,
UL —ITIT BR, 116 LA E 4 WA s ss 53 WA Iy
APEHE WAT ftafl; Jfik— 2k se, S 1L-6
A3 A S 5 T SO SRR AL T 3 (signal
transducer and activator of transcription 3, STAT3)
Tyr705 o 53 ) R AL OR MG 3% PPARy HYH% 5%, A
A5 WAT fREAL, Ak, AizsshE A
ACE L2 3 Wb 1L—6, N8 17 2H 2R IR Rt 25 2
IL-6, BT AR WAT i TL-6 Z AT 38 WAT
fREAbRERR vcPl MANRAET S DEFA FE
W F A (cell death—inducing DFFA ~like effe—
ctor A, CIDEA)ZRIERERA, DL HE RERW, 11-6
Z 5z AT WAT PR @ALRILE], 72 shie i
WAT B3 (A 475 E A (0
2.3 BUAHMEMERETF 21

FGF21 TEAEHE WAT F (AL A AR v % 4
SRR ARG IGE, ¥ REE A B3-E IR ERRE
BRI P o PR R A O 2 e A P p38
MAPK BYI00E, 755 T~ A @ Ag 44t (subcuta—
neous white adipose tissue, sWAT)H' FGF21 3R
B, RURINT FGF21 72 38 B 2830 1 T i 3L
IR, BRI L %0k FCF21 J5, WAT
PR ALPR & EE P 2 B BUES (deiodinase type 2,
DI02)  XUF; 5 MW R 1 4 (dual specificity phos—
phatase 4, DUSPA)F UCP1 354 A $Ea,
W R, IBSHRERS N FGF21 Y3, HAEIE
id PPARy - HE SRIGE IS S WAT HAET 24
A K 73244 1 (fibroblast growth factor recep—
tor 1, FGFR1) A FRIED, $/8 FGF21 5538 &
BEN T WAT PR B R .
24 fHRNA

miRNA JEEZ A ELE (54, i SRNA

7RV E A K (RNA-induced silencing com—
plex, RISC)ZS &1 A AEAE ., BF9E B, 3R
miRNA 7KV-172540 532 gl A ek, Xz gl A4
TGN AR miRNA TERG T AL A Yl
KHEVEF, ¥ F 89 WAT 1 BAT FO5046 B ThRE
miR-196a .miR-26 .miR—-125 fl miR-let-7 J& F %
PR NRIZHZU) miRNA .
2.4.1 miR-196a

miR-196a 2 [7] A\ ST A 107 40 A H i) 5 22 []
5 57 IEHE (homeobox, HOX)ZEH, 7F 1 (o AH 21
A R R AREE ], I8 2k 8 s A o A R ]
F BT WAT £ fk, a0 PR Z5F3RE H 16
(PR domain—containing protein 16, PRDM16).UCP1
M PGC-1as TR, miR-196a JE:—Flk ik i A4
BRI T 1 IR, SE e EEEAS A R HoXCS
(F AR A iR e 2R e i WAT A fafbiol,
2.42 miR-26

miR—26a Fl miR-26b & AJE 0 5K A5
A SRR R T, R bR IR I A B
IEWER -, KA S R RSB E AR 17 (a
disintegrin and metalloprotease 17, ADAM17), AD-
AM17 J&—Fh bt i 7 A= iR 4% 684k R 121,
miR-26a R[5 555 BEAFEAH OG0 %, fff Sk IE
A AR IR I 40 M P (R R A 556 A, i
KR s D bR B BT UCPT (R i (i EX i
W M H., miR-26a EBEJEHE UCP1 Fll PGC-1a 3
ik, IEESR MK AR AN R AR, 5Tt
IR, miR-26a/b FBSLLY) AT {23 (A A FTK ()5
0 A i, TS B0 T A R T AR AR AR )
(UCP1.PGC-1a 1 PRDM16)3 ik Al (LR 4
B,
2.43 miR-125

miR-125 Z % H miR-125a il miR—125b W
AEFIRAIR, TG54 3p 1 5p2),
miR-125b-5p /& WAT & L R REM: K €15 i
Y HIE B o R0, AR WAT H R Rk,
TE BAT HIRFRIA; 1M H, 7 WAT i tafbid fe p
HERWA, 35 UCP1 Zoak S A% HL il AY 6 G,
] 8 7E) WAT 5T miR-125b-5p 7] LI K 6
e 40T N ZRiAR A 1y e A=10, I6Ah, 7E/INR
B R R, miR-125b-5p i FRIATHUCP1
CIDEA F1 PRDM 16 FRIEFEAE, TR AR,
2.44 miR-let-7

miR-let-7 Z M 13 > miRNA HIAR4L AL,
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FEHE 10 DA FE AR miR-let—7P, WF5E B,
miR-let-7i-5p 52K (45 7 240 il (1) 12 A0 3y g
K, ATRESERB AR TEAERT IR 1 70 4% miR-
let—7i-5p {4 B/INE KL TR B AL 8L K £
105 40 L )T - 5 Ly g 7E B3 - LR R
RERILCT , miR-let—7i-5p MU A BE K, miR-
let—7i-5p it Rk S 0 HI NG 7 U5 2 e T 40
(human multipotent adipose—derived stem cell, hM-
ADS cell)K (51 240 ML) LAl AR, TR UCPI
FAEP,

AR BRI ST T PR RS B2 7538 i 5 L i
5K ARG W 40 A 5 A9 miRNA A3k, M
WAT #4520, IR TE 5 miRNA 7EA48
[F) 77 =z 8l b AR - T Rg
2.5 ShiMEk

AN SE: Fh 240 PN 2 B v AR 20 B RS il T
BERCEN A A FERMA, 2 57T 240 i
AW TRe, Bl 2R T T IR,
o | AN [ 3 i B T i S IR g 222, AT A FH
WAT 5% BAT, #F M WAT 5 fbid #2, iF5%
R, MM ) FRIR RNA (circular RNA,
circRNA)TE B i P A R HERIK, ¢iRS-133 58
FERHE WAT FR LA ¢, T2 B w40 i s A
i E IR B A, B EE PRDM16 I il
miR—-133 i 1 i A 7 4 AR (o Ak, 20 R da 240
AP ISR R T () miR—155 114 2 % Al i o R 9
PPARy ik K IR B AN i, ek WAT ##
6k, miR-27a 4 PPARy BP9 FiFJRTE R 1,
B AIAEFE R, miR—27a W AE/EIZ 3 S WAT
R (oAb RIS B UL £ 2 SRR ) G 25,
FEZAFFEH, 4y B0 i M e S Atk A ek ks g e sk
(DVBEL LA 0 5 7, HRERIET 1~2 h 19
liFvkizsh, #7522 10 JE G, MEREAE shAL Ay i 4
WA miR-27a 7K-F-H s, TAE Iz B0 20 Al
THIMIMA miR-27a 7K-F-B SFEAR, AHOCA: 915 B
SRR B S B A 73 AT iR, miR-27a
#8[n] PPARy. LA EAFSEHR, 8306 WAT Freaft
FIRE I 55 5 MIMAIRE 2R B %

26 —FE

NO He= 5L 2 FOBEIR A 59, TEHLAY
iRk B A A 2 NO AR Y Ak 289, LTk
BAYITETE . SR, LRI R, TR A
PR AT LAJE 5 NIRRT RE, I BEA RG8#% /)N
FRACIHEE A AE R RRAE, At R 0 X6 0 1 K B A P e

JHEAE R EE T WAT B bk ST, RIS AR £R
TR 9 A H JEWFTE G & B, AR R % 4
K BTRE AR 5 1 R 7 A 208 (e b 1) 33
AT e, R A KB AR IE 7 412119 PPARy.
PGC1-a F1 UCP1 RTINS0, [W] B A U 44 g
AL, NG 7 4% BERE i, Roberts 5578 15
CRA M Es AR 2R SRR (R BT T I,
ML 30 0 T RS R £ AN RESY iIn BAT H =44
SRR, WEEES WAT ki s g i dr
S PRURIER 0 A3 58, DA T A W i g o 20
JoH A FE R TR B2l fk., T ELASAR 5175 51X
SERAAR AL FIBLHIAS ] T T80 R A A /N3
THAEY), Bl W R £k - WA R £ -NO A %
KiFES WAT kitafk.

DLz s R 7 A i ARSI S WAT 5 afk
) EFE BB ARG, AN RM N2 8 2, 78 WAT
PR PR 1275 B S 8 I I &R .

AN, LRABUR S WAT B G, fF5E
R, 2R RERREAR S IR K 5 AL /N B 4
JE &, B0 A T HE AR, X 0] BE S 2 R g E
WAT FrEAA G, 2 RRM 8 i (e bR i A= )
A A GRS 24TTA T WAT f Ak, X
BB S LRI B3 I AR B RESZ AR/ I A
S R O SO A e, SRR A S G T
5%, ATt — 2 HniE il 75 WAT
KR,

3 AREHAXTHEBERA[REL

A SIS ST RIS B2 AT ] e o s
I 7 £HL R IR LAY Jor e A S A ) A R
W, W RN, E RIS SR, 4w R ] AR
Y% (high—intensity interval training, HIIT), 2333
B R A RE SR THAE, nREXT AR AR BRI
Bl Y 55 40, 4 B4R B (whole—body vibration,
WBV) UIZRI & — R e M EA T & B84
GRITIE . With S RIS o, Kz shil
i PR WAL A IR N WAT Hh i 5 Y
REfkun, Bl Aghib—fhizshiig X, Hizghsist
S RE LI AESS IR A9 AT G, DR TEA W]
12 77 XX WAT 5 b it sgm, DL ARS8
RE T FERY ERAETT 20, TRIBUIR A 4ES fC B T
[RTAE YW =08
3.1 FARIEXAERHAAREELRZI

KA s ghnl 5 AR OS5 @l A e
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TEAFRI &4 oAr . KA Rz shilg)sE, A
D 4fAs /), FrEARIT4EiE T UCPL #1 PGC-
lo FOFRIBHE N, FBH BLRT SRR A=W & A58,
I P05 TR S A TR 1 o, g s A4 Ll 1 € ) oK £ 3
U2 Moslehi 259X KA iz s BT
R LV SRR BRI AR IEAT T WF5E, RIS IE
WEJE R PGC-1a fl UCP1 FERIFREA T F
K, 1BA iz sh RE i f HAK B2 2 IR TR B i 7K
F, IFH ucpt FERFRIR B T AT IR ERR T
S AE 0 H I = BE KA, B A s 25 R A £
B D7 Y A A el A 2 TAE BRIk

A B BN WAT Fr ki 52 e X R 1 4148
BB ENA 225 . fEMGvshh, A Rz sh
XF Rz T BRI L8R AR i EVE FH A B B, EX)
PRI P OV TS B 08 o A S R At K R A 7
TR 8 JE (1 5 A ISR, KIA EiE 5
J& B2 BRI L B i T AR AR /N, BT — L AR
RN LI /NN, HAR BT /D2l
EERRY, T N EE D5 20 2R 15 T Mg e AR/
AP A AR I AR L

K THEs et WAT Kby k£
T shscs, (Hl A ss A fiz shats i
NRIETE sSWAT AR sk (U A ek,
4N, Otero—Diaz SFWHRSY T A7 4Aiz 8l 1 Fil J2& 45 X
MR Ez MRS s b e E R . 2ot
3 A #EAL Bl HAKEE$5 %8 (body mass index, BMI)
AN AR AT T 30 12 J8 R 3 IR TR
HAT N Zr, 18 3 5RE iR KOF1 70%~80%,
FERIR, 18315 UCP1 . T-box 555% K+ 1 (T-box
transcription factor 1, TBX 1) R BsAF e Bk 3L 54 A4 il
1B (carnitine palmitoyltransferase 1B, CPT1B) LA}
B2 BRI 2023 rb B A € R OK £ 56 P 8 3R R 14 i
(B 1), XL S sSWAT FE LR Ao

UCP1 /& WAT #E L rpR St A 5, A
S A LR Y KRR UCPT Rk 5
PGC-la MK PGC—1a SE R b R A1) KA )
KHEN T, FEIBsh A T WAT A0 b v ke B 22
YRR, S84 RUNRAMILL, 8805 PCC-1a 223
IR/ N WAT ANFRIK UCPL, X — kS
PGC-1a TEIZ 31T WAT K fb b & 44 G A
2 R R T A /0N BRUE B L v 2 356 DR B4 o
PGC-la Ji, ‘BN FNDC5 Y25 KE =2 9,
e LA AR S PEBR PGC-1a BO/NELH, FNDCS
FIFEIRIR L, B FNDCS5 & PGC—1a [HEIER

A 42 ] G i 5 R R K LA R R
FNDC5 .PPARy Fl PRDM16 5K AEUE WAT ##
AR 1), ARFEXHE SRR EL 60%~70%
T R B4 5 (maximal oxygen uptake, VO,,..)58 B
137 0 6 J8 A 5 d BFERE B2k, 45 R,
5T AR L, 12 3h 4K BAK N FNDCS A 3%
BRI RR e, 5 —arsxt 2 4~ H
KRR ST T 1%E2E 8 Ji A 4 d BA 2,
ZEHL R PPARy A1 PRDM16 435K BH i 388 finsol,
Norheim SF5HEE T 26 44 B HE LA A A AT
BHEA NG, BN 4 K, £ TR, %2
K LL 70% VO, #EIEIT 45 min —IKA A
fit F1i8 80, g5 R ow, % 12 G, PGC-1a Al
FNDC5 B mRNA ZACF-R3E A0, JE3p iy & B 2K
PAE—RA E I SN 1.2 45), 1B7E 12 J)
YU

B2 - 145 B 7K 3 RS (renin—angiotensin sys—
tem, RAS)TEV A 248 H 82 (145 WAT)AY L)
AEJ7 T R AFE EEAE (I 1)o RAS 7T LE A AME
FHARR (%0 & A5, BIZ BUh——i 45 Rk 3R
M- 1 9K R 1T -1 K32 4K (angiotensin con—
verting enzyme—angiotensin Il — angiotensin type 1
receptor, ACE—Ang IT —AT 1R)HA1 52 415 % i
BRI R 2 11198 B K K (1~7)-Mas 21K
(Mas receptor, MasR) [ACE2-Ang(1~7)-MasR ],
XA (8] ) Zh A B e E T RAS B ZH 2R
SEPERON I, A 5B S RAS SRS T A 532
KIS, Giori SFHHRIY T A I SN RAS AT
5N sWAT FE Al R, X = AR il kb 57
FI/NRIEAT T 8 A I, 45BN, Mgk
BT T RAS &b, SRk a ANz shd i Ag
0 AL AR, A 48z Sl A 245 ) T s 1 IEHE
IFET T RAS SO 18 (H R A s sha 2
FREE PGC-la M UCPL /KF T+, sWAT H
PRDM16 KA N, RUA 15 51530 sWAT
FEEAI ST T = AR R U5 B NEE P RAS -4
] S VA R AR, R, B AT S S
T T AHFIZ IR RAS FUSZI, i Bl AHSC A A
IRIEIFFREE R

FHRIZ 85T WAT FE i pLsLe T ag 5
AMP &6 8 I (AMP-activated protein kinase,
AMPK){5 5 8 BRSO 1), R R
PGC-1a.PRDM16 JZ 44 UCP1 ik 1Y B 5%
PRI 4 T AMPK XAT0E PGC—1a ,PRDM16/041,
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RAS +

axis

ACE2-Ang(1~7)-MasR

Aerobic +
exercise

v

Browning of

WAT

_| TBX1, CPTIB i

1 BRIEFH WAT IZBUER M+ 2R (e

Fig.1 Effect of aerobic exercise on browning of WAT (“+” means promote)

WA ) AMPK {5 538 B AT R F5 UCP1 ik ik i
i WAT FREALS, —IRa g itk SD KR T
T AW 4 MGz T, 458 BoR, 5XF 8
UAH L, 38 32l R BUE B WAT $8 500 S R4
NEWTANMEAE /N AR A 2 A 30, IR
ALIIRHE; WAT R RFREIEE vepl
2 F 41 PGC—1a .PRDM16 %5 1Y) mRNA 35 B
SN, T ELBERR L AMPK 2B /K-t bifi 22 4
i, BEBH AMPK {55538 B 0E 1R 1] RE &A1 s 3l
fEHE WAT AR Ak S —FH AL,
3.2 HMEEEht B EAEALR R B R RN

H AT B 7R, RS SlRe s/ Mg i 240 i
B4 i 17 TR, AL B2 R PN B i ) TG i
WAT B AL VR FH o ELan: Az B At A Bl ok
157 080 8 JAl R 3 R IMt Bz Sl 2 (w146 £
i AT 1Y 509%IERE, TS, 4558 WoR N IE
FIREE T B MEA H B CRE U, Amano S5O RAF
g R, PRI ST sWAT 5 AL R T
Ui, FESE 4 F8 BRI 3 Ui IS BB
SIREMH KR sWAT IR 40 AR /1N, (AT LR A
FP= 0GR A B, SRR R WAT
FEEALAZ I -, Haghighi S8R9 HF5T SR, 8
Jil s FEHTRH N ZR (R BE R 85%~90% 1RM) (RM,
repetition maximum, K55 YA AE 1S I B
FIIE it A 55 P 137 5 2 25 R FGF21 7KK T
Fernandez S5 78 W) 7R, 3 & w5 BE B B
Yk FE A 70%~80% 1RM) i AP JEAE 32 2o M B9 17
WERRWREIFTCH B2, RS R A

— e S R NG L) A2
ilZE PSS

PiBHiz s B AR TE WAT 5 e Ab i A 2441
P RS AR BAT 15 A I — 25 . A
HiBHG H, — P LR PR ——— o 2 i S 4
3 AR T - K (meteorin—like, Metrnl) 5 i
[ ZHAUE A ARG N AT G, M A Metrn] #¢
JEAE— R BT RHAZ B Je B, Bt fHAE 3 TS,
BAT Hf) PGC—1a 2 FARIZRIAR S AR S K -
B 380, H BAT 1 PGC—1a MK 513K
Metrnl ¥ EE 2 TEARSC, BEAA I Metml 5 BAT H?
FIPGC—1a K- FZbi AR E W) kA4 K, Pibliz
SR BAT 16 PEA & B ZAE I,
33 EEEREINGaeEHARIEELE
=AU

HIT 42K H 4552 217 BRASCH: . AT LA
FERE 1932 8N 7 S5 AU = A A 28 N 43U R AR ]
L AUARIGEE AR Ak, DT N4 o A £ G a8,
DR SR HERR, FERER EAES TS Fstia
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Dorsal view (Fig.4B): the posterior of the anterior

sclerite is a globular structure; and the anterior scle—

rite is perpendicular to the transverse sclerite, trans—

verse bars almost straight, with two long apodemes.

Distribution. China (Guizhou).
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