55 34 35 55 10 1] HERREZEE Vol. 34 No.10
2024 4E5 A China Journal of Modern Medicine May 2024

DOI: 10.3969/j.issn.1005-8982.2024.10.008
XERE : 1005-8982 (2024) 10-0047-07

Mhe B & SRS S ERHERE
REREAHHEHARERE

23 $FH, A
(ERIHEHAEZMEE —ER Qe —F, E£IT b/RE 150040)

E  RMEEIE (MetS) X —Fhle RAFAEA M S F RS, B R, BIRNCH . $EARA X o 5 F
TESAHOCLE EEREFESGRMERLEMRRR, B AT MetS#9 L RE LB LA, TR —FasEFA,
RO A EETEAIME MetS, TEZTEAE Zi6%, S¥b. SHAMRBALEmIEARE, AiteTAT A
TR AR A 8 MetS iR A T IZARMI AT S Z AR T a0 g esad 42 AL, éﬂé‘i;ﬁt%Metsi%
REAA L R, FEATARE SRS P EART G, TP ES & R fok b A ZoR @i an i g i
23 MetS 09 F7 6 AF A it 47438, it F 08 [E 45 & B 4 MetS R AHT 69 &
KR . RSAE s WA RS ERR ; PEY ; SRR
FESZES . R589 XEkARIZED . A

Associations between autophagy and metabolic syndrome and
advances in the prevention and treatment of metabolic
syndrome with traditional Chinese medicine*

Miao Mei-qi, Han Yu-bo, Liu Li
(Department of Cardiovascular Surgery, The First Affiliated Hospital of Heilongjiang University of
Traditional Chinese Medicine, Harbin, Heilongjiang 150040, China)

Abstract: Metabolic syndrome (MetS) is a chronic non-infectious disease clinically characterized by a
cluster of cardiovascular risk factors including insulin resistance, hypertension, abdominal obesity, impaired glucose
metabolism, and dyslipidemia. The incidence of MetS is currently increasing dramatically and has become a global
issue. Systemic defects in autophagy exacerbate MetS, while traditional Chinese medicine (TCM) can synergistically
regulate cellular autophagy through multiple pathways, targets, and mechanisms. Thus, how to effectively prevent
and treat MetS based on autophagy pathways has become a hot research topic in this field. This review outlines the
process and mechanism of cellular autophagy, focusing on its relationship with the major pathological mechanisms
of MetS, and summarizes the preventive and therapeutic effects of Chinese herbal formulas and their active
ingredients on MetS through the cellular autophagy pathways based on the theories of modern medicine and the
perspectives of TCM, thereby providing novel insights to promote the integration of TCM and Western medicine to
prevent and treat MetS.
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RBZE 5 1E  (metabolic syndrome, MetS) ¥ 5t
BAEHGUE SO LUIE AL RE . JE S RHPT (insulin
resistance, IR) . & Ifil. & A1 /5 I8 IMAE M 2R AE 1) 1 R 2%
BAE . BAEC BN — D EIE R BRI, g g
SR ALV T A R i AR KT AN 6 B B T BE 2R 9 Y A
JL 5T N S W AT A, DA R A0 N PR R
AR, 2 2R e AU I 2 B B A
P, ZFEERI, A WRAE MetS Y21k BEAL I
WIR. BTt . SGE RN . AR RECRT B A
SRV AL RV AR AT, B SR A s T B
B FEZE MetS (AL, BT, — 26 | IR ik 5R) B
FRABIT MetS, SR PBIAYT BORA W 8UAF 7 —E
R I, e T 5 AN A5 B A 3l ) S 6 i) K
IRBABNG R . H Bl R MetS B 36J7 R T
BEXT 25 A5 BRI 1 SRk K & 25 W3R T, A
NEREZG Yy . wEme e — 2k . ORI, fliT 224
Was. hEATEN 2w S ZH0H
[vi) 980 42 200 0 1 e, DAL RS oh G R 45 G BT YA MetS J2 —
ASATAT B TR AR B KR T 1)

1 BEER

FI I 2 IV 40 i 7K B A0 M A 3R A W Y
T, 20 B 7 I AR SO I B0 B BT A 40
e AR ERD . AR B 3R R . B AW
T W A0 235~ AR A S A 1T e o 2006 ) 2 400 ] O
HAYEMERLEAZ S 1 (mammalian target
of rapamycin complex 1, mTORC1) F13#4{E AMP ¥ 1%
4 (AMP-activated protein kinase, AMPK) , %
ook 25 E [ H 15 28 UNC A W i0& e 1 (UNC-
like autophagy activating kinase 1, ULK1) & &%) .
ULK1 & & W95 00 1 B AR I8 WURS 3- w1k
WA 3, B SRR (3, 4, 05)
Wl A e WL B 1Y & ROF B B B MR . Atgl2-Atg5-
Agl6Ll B A ALC3-T 25 [ R M KEH
—H SR, A WA RE S e N R RE S, R K
FIWg AR, B0 B4 S B ARL S, B A R
BEER, TRVF I A R

SRR I R I S b T R T g s 3
WAL S I R LA 1 (mammalian target of
rapamycin, mTOR) 4 8 ¥ 3 [ F1 mTOR 7 7. 14 38
% . mTOR & A Wi S o 2 v O o iy SR 5 9 1o

i mTORCI Al mTORC2 AU 1%, F+5 ZFh L ilE(5 5 an
T B5 e LB 3— 3 B (phosphatidyl inositol 3-kinase,
PBK) . B RHERKHEF-U/BRSRFEAKN
T -2 AMPK & AR, MNP A W A A . H:
. mTOR 3% B #1525 H S B (protein kinase B,
Akt) N 22 24576 A 8 ( Mitogen—activated
protein kinase, MAPK) 2% mTOR i % , ##l 5 W5 .
AMPK 1 p53 {5 5 3 1% X mTOR 3 % 2547 67 ) 0775
P | e

mTOR 7t 37 14 8 #% 45 : MAPK. PI3K. Ras-
MAPK. p53. @ g B A1 5k J) & (1 W) U8 g%
(phosphatase and tensin homolog, PTEN) [N Jit %] [
PR B, DL AMBE I A2 A L (3 45 B -
RN TEAE JSCA ] 5 0 AR AR ) A LA B I Y
fF5@iE",

mTOR <48 14 38 #% 4 F . D2 37 PI3K-Akt-
mTOR &A% . PI3K 4% 9 000 38 3 1 9 g 1ok JUL e 3
W2 Rk, 38 L B e TR UL AR M B 1 A 5 0 Ak
F1R) Tl TR L PRSP V5% SR AT ) 1 e, T A T L P —
PTEN {9 22 B2 W00 DU 5 3ok 410 13X — 3 A2 5 5 B el
@ AMPK/45 75 P 1 1L 5iE 2 5 1K  (tuberous sclerosis
complex, TSC) 18 #% . 75 BB £ R 25 19 28 fb S Bk 48 2%
R &4, AMPK 74 ATP/AMP 7% 4k (1) 40 itd i & 1%
J&AN o 24 AMPK 7 Serd67 . Ser555. Thr574 Fll Ser637
FRIE b L ERE R AL ULKIL M fi B4 5 [ Wi i, W ¢
F| AMPK 5 .0 F W3 % 2 (8] () B4R, 7EAR
REf 45T, AMPK{ES 3N 1 TSC1 E &Y/ &
() mTORCT 41 il A1 [ W 555 . BMAPK-Z il 75
VT I (extracellular signal-regulated kinase, ERK)
1/2 &4 . ERK #1# TSC2 LA 3% mTORC1, IH4h,
ERK FlAZ W5 {4 25 11 S6 % i b 8% 2 1k TSC2, 1 4
TSC1/TSC2 5 G W I firh & K ki o s 48 19 RAS [R5 )
T 0 mTORCT IR B2, T3z 05538 B
$AE ULK 4 H 52 5 W A PIK IR B i 52 5 )
X2NEABRE AW L, LR sh A . mTORCI il
b ULKL &2 &9 0 16 M R A W i = B 0 3
Z—, HZmTORCI#E IS, AWK SE LA 21
ULK 1 0 il P e 1 A i 52 30410 1

2 {HpEES MetS

MetS 42 sl ik 5 FE 4L (Atherosclerosis, AS) 0>

e 48
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I A 2 OB PR R 2 F A R 2, IR I
Jig S5 LI T R R 2 T AR IR AR A R
PERARS ALY . MetS HUR EEHLAI LB & 2%, Bl
X F B AR BLEE T ) R, AR EE 2
IR, Je Bt . RAER N . A AR EFn H 3280 &
PE 1T ZE L MetS FZE A5 ERALH™ . T MetS (13X L&
I BRI ML ) 5 e ek A0 2 A 285 DD AE O, T R A
) H MR RS TR RN A R AR A Y B BE 5 AR
SR OCR B YN, [ WELE TR A0 Y 53 Ak AN R A
R 5 S, T ZE MetS ), AR BE S5 F— 20
IR AVENE S, AN ZERZ I (I SRR £
KA F NG A7) . A0 AN ZE R (AN 5 0 40 it
KPR DA AT g ik 2 X JB &% 38 Rl mTORCL A
S B R A, AR T A mEALE . e —
AEPEPRRS,  F R B EE I T AR SR W
NE B, R o SCA il T E UL PR R i A2
FE, B T MetS M RERFFIE" . HRTC A R4S
PE [ W BB 23 0 MetS (9 365, — 2 1 195 448 i 551
A4 R IR T MetS,  {H — 88 [ I 188 58 57 ] BE I 2%
AR, SR —E BIVE Y. (RN IR &, 1
S TG PR ATY AR 2K Sk — B 1k MetS B AR AT Z A
R I 5
21 BME5IR

IR 215 K& MetS K4 . KRS AENLE], 85
B iR BN U P E R RO 10 A8 Y ) B R A A
R B ES R Bl 2 AU e 5 2R AR RN R 1 1Y
R AV . 255 8 1) 5 LN A1) FH o TR] s e 2 TR 1 32
TR . A WEE R &R RS A
(mitochondrial reactive oxygen species, mROS) 75 511
S, X IR A A Jre A0 R0 Bk 3 i EL A 40 i A
TERM™, Feitss K8, M@ KEE (high uric acid,
HUA) 3537 52008 0 HepG2 20 A8 5 75 1 7 70 1 458 B
Il /D FEE B R AR I, PEREE B IO
HUA 3458 HepG2 41 il th AMPK oo 7 2 Ak 5300 11 1 0l
FLEhY) TN R AR AR fL (p-mTOR) . £ %%
Yedt AMPKa (97N T4 RNA Y HepG2 4 it 1 AMPK o
BERR AL AT LC3B- 11/ 1 /KR, DL R4 R L
HUA Y80 7 FFE A 4, AMPKa-mTOR %55 T
HUA 75 3 09 B E B e, JF B A W B0E 76 JFIE IR o
AT ER" DL EIEE B2, & B A A 40
MR ER, 25 TIRMEA . R, AWEE

A B2 R MetS Bi7 36 A4 387 0 A5 .
22 BESERHRA

AS LG 57 5 & MetS (LR 7y 2 —, S IERE
BN OC, HARR U2 H M =l (Triglycerides, TG) |
= % B IR AR F E [ ¥ (high—density lipoprotein
cholesterol, HDL-C ) 7K - {I% F1 {I% % B Jig 25 (1 0
e (low—density lipoprotein cholesterol, LDL-C) /K
s ARk, MRBTACHE (AL . Wi, e
AWE RS A AL) 5 AR Z R R BT R A T
HORRM, BTN S5 79 A WA CHY EES
I Y, SR A WEAE AS VR A AE — 5 5
W, —J7 MAE AS W ORFE JE Gl B T i A R 3P A
M, MetS BFFAEAT B T A W32 451, = 2040 i 75 4
REY . ReR MM A MG R, JFAFTE T AS
BEHENM, B XS mTOR {5 5 A 254 s s B
T AR R E B O . Sy — T, R
I W X 7E 25 0 25 10 A 45 40 - 1 28 O B
H3 B2 Y F W T RE 235 K A WA A 40 B T .
MetS 175 5 11 15 PE % (reactive oxygen species, ROS) |
SRR B A S LT 5 W IO A2 4 s AT G
AR 7 1 7 BE SZ 450 R AS 1 i RN BT % IR I 7 T 5
iF 4l PI3K/AkymTOR {5 5 38 %, 55 B MEA0 M A
Wi, FE MR ApoE™ /N BURY BB B . TG, LDL-
C, W/ 32 3l kAR R ok B R AL 9 BT AR, & R AR
MBT s PR I, Rz, PREFEERE 3 WX AS
A DR, T W Y 32 4 B B )2 i
JE B0 . Ak MetS, PHBCIE T A RERRS S
MetS B4 B it B9 87 7 1]
2.3 BR5REKM

MetS H B (9 Il PR AR AR 2 A JUE A 10 384 o S
JHE S S5O AC 55 200 L i 7 248 B P 240 P 5 UL 248 L )
IR IR SRS, I HIE 80 1 e i i 2R 4 L Bl S
*%ﬁijéﬁé[ﬂﬁ@?[Hq]@%%%—a(tumor necrosis
factor—o, TNF—a) . F 40 i /1 25 -6 (Interleukin-6, 1L-
6) AREXRAFE]™, HrhxSgifgH v 5SS 5%
MetS 1AM 52 05 , 40O 1L . v & AL | %
PEET AL AUBE PRI , 1T W AT AT REAE N SAE S 5 1Y
A 25X — o B, —J5 Y H W AR IR
B, 2% & IL-1a TL-1B A1 1L-18 Y 4 ™. LIM
S g R A A R A SCPE R BT — AR Y g
B4R MSL, I 840 LC3- T 1) LC3- I A% 4k, 1hi
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T H mTOR ., MSL AJ DL B4 38 [ 0 3% M | 2 3% MetS
FUIE B R /DN BRAA AR GIR 50, I3 3k 1 W A gt R 1 e
FE AR AL i D 55 200 L PR R, A T S A ) 9k
o o5 — LA 200 L A 9 E 40 i Pt i)
T F I DL SO R R A0 B D B I R AE 40
W7 (T4 % -y . 1L-6 . 1L-2 . TNF-« . TGF- B ) i i
NOD ¥ ZZ f& | Toll # Z AR FIHH K A5 5 N T 1k E S
H5iES AW, KEE EEARPIERY. R, hF
o BE G A R RE A 5 i S B WS 32 s 4 Y
JE T BE A 0, I WA AE B RE Hh R A AR RE . A
MetS H 1] , JE Wi L U B B 1) y TR B S E
W 241 V2 T RS 0 40 A A R Rz, DL TR
FWT A WS RAE wT LUAH B YRR A R R i
YERF A - RAE RS T LUSCN MetS B A 1981 7 1 .
24 BES5SUMEH

UG I AT K B T MetS 19 L 15
R, F WA 5 5 0 B RA% . ROS &
TR, Rl ZORL R AE S A R AR Y R
FeAE . mROS XA A i oA 5, ELR I vk
JERI E . mROS 78 4= BRAK K- (9 40 i 9 15 5 18 5+
T 38 SR B A 48, I mROS i F AR 4 T A
20 o3 ) SR AR, AT S A AT T B,
- B W AE O 4 R P 7 R 2R B BT T R T R R AR
AR A5 5 M 2 2 ML B A AR Y A
T E2 A1 & T 2 (nuclear factor E2—related factor 2,
Nrf2) S 4l S AR B Ak B 7, s 5
g BT AR R I . ZHONG 282 g F 9 & 9, 4l
i 2o 48 b NV IR 4RO A Ty RE I A 5 S IR B UL,
AL N A T 5T N2 S80S R W, T R Y TR
WA By T Ig Bt . Beah, a5 2 s
SR ORI W, IR A D A R AR SRR,
il Keleh £ ECH AH G2 11 1 235 I B00E Nef2 5 5 1%
o VAL RBE R T H bR A 7 NS D7 40
TR E AR, N MetS BB IG RO T 34 1 A9 H
W
25 BHES5EITWHAINEEFE

FI 32 i 2 1) i I 0 2 B O 5 JER R Rl A8 R A 4
A2, FECGEME . O R R T I B
fit, A AN R SRR B MetS & A2 . & R S rY 2L
PR Z P m A R O L [ 3R
AR R L PP R T B R L OBERR AS R i

AN . ZoTBE AR E . O C TS AL AR
IR & Y s S e o, WAl 7EdE
e AR A R PO 285 BT L 91 i R PR
I MetSP .5 LW 23 7 #1228 0 1 6 58 240 O 55 240 i v
Vo A I, T BUR) A8 A0 F A W/ 40 i
ToHL O XTI BE S W e PR 280 A Y R
B 2 J i SR Y RS A B, M PR Jie) ) ol
22935 4% (diabetic peripheral neuropathy, DPN) %%
o, B TR A B = b DR AR AN
e A o B A WS, 72 DPN R, Lipind
o R B T R A R A R 2 A B AL
B4k, Lipinl 7£ RSC6 21 g o (1) i 3% 35 1 . 3 B AIK
e OB 75 T R T BROR AR i U T
W, TFRA R T HWRTE A 2 AR B A
LR AP 1 8936 7 J7 125 02 — AR T TR RO A I I Y AF
FEEEAE

3 HEZEITHAE B E MetS

AR MetS 14955 BHL K i PR 45 ik, # Bf H 23 O
HE BB B W AR IR, O B2 BRI
MetS 5 15 2 A B s 55, s 4R T JELIE ' = ik D) fiE 2K
A, 5 SR I L B BH 2 RE O R, K e A M S e 2%
FRAE AR W A B AR AR, v PR R
i 3 BV IROR A 1 sk - COBA BH BRI - 5 BH -
I, A I 0 B 5 T A M A TR R T R 4
A AR B BH SR A7, 4 2o B 1 w2 AR ags
IREZRTAL, BAFH B 2 TR IR 25, A W BE A BA FH A
AR 2 453 AN TR O VR TP NS AL BRI « I
o AR AR R A R 20 L 2 03 8 Al S AR B — Rl R
B, A W HA R A0 A 1A | B A
DRER BT I RE R — PO R BL . jEAL, et
PRI B 1] 385 A FH R R S PR A A B D)
PRIEAL AR BEAE « IE R R B & A Y Al 1
AU A AL KT T SR 4 4 9 5 52, HG v A R
JHPIRE AT LLAESS 401 N PR AR A Gl JEE 1 Wi ) AL A
ARIERT, BT IE U TE R A LTS A B BH - 7
ARA 5 e U 2 RS ST I URE A, AR
PV A, e — 2D IS B B A A R S R T T
TE I FE A b e B v 2 B 7 I AR 24 T AR A I
I ¥Rl 2 A | 22 8 2 AL B R R A
Wit , T30 MetS (9 &AL VR .
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3.1 HHEF
300 SFEEMy EERMGE T SISk

T2 gy OSBE &P, mEiE SRR RS K
B ASE Al & OH AR S R A al . Horp
P FEYIRE R E R TR, A IR 2, BT
TR 2 D0 X AR B TR I 1 B T 245 4
BLRoR 1R B s A DTN i 9 61 = WA | -
AL ARAEIRAS AN RS0 45 I R Y7 305 0% IR P 4]
AR T 98 A5 236 B >R R XS T MetS (149 B
Ho Mo KB, SECAILL A b, ¥ % IR IR 1% 41 1L.C3
I/LC3 T e AH FEAR , p62 & H 3R 35 7K F Fl p-mTOR/
mTOR LA F+ e, 36 W] 8 3% IR A7 AT o bR KR
2021 p-mTOR 2K (235 , S0 E [ s S5 L], 2
3 IR K BURFIERG B & A0

312 HAREED  BAREEGH AR R
) (fgEie), mEMR . &k, ESAHE46T7
AL, HA RG22, E PN E AR
KD BB ME IS Y. =
M2 {55 8 B 4 PI3K/Akt . ErbB %5 ZH1 5
U1 STAT3 . MAPK3., MAPKS %% ; 525 HL i 4n ol 3%
IR, PUde . 815 B8 MR AR 5 45 Jr T R R 1 55 MR & i
% MetS Biia A/ HT o Horh PI3K/Akt {5 53 % 72 14
AR EEER, CTEREEGMPRERN,
B  ] DL E PI3K . Akt {5 538 B A 6 &
F1 2 GLUTA R 3k, IR 2 BRUBE R s R BUASE 72
MR, KFEVET AR 200 A bt IR 7E I,

3.1.3  FAEARHS BEARAHTGE W TIACK
s (hgEwR), 2 MmR%E . . AR, HE
AWRZGMAL N, EIRIRPHREES . KR NS T B 45
FP R, AFGE R B, IR ESREAR H i ] B R
K MetS R BURSE 70U 1) Jil 2 /K7 IR $8 450, W1 b
BEEAL, WGE IRPY, IRARSECT R B 58 2 BN R 2
AR H 7 B A B 7T fig 38 i 8 1 PI3K/Akty/mTOR 28 8
P S I, T G R T R DR R A s A BRI
AR

304 b BRIVIE A B ek b R R IR
) MetS K I A5 61 45 5 A6, % B 46 1 17 B o
AMPK/mTOR 3 #% [ [ WK P, 2o MetS K RUA
WM MR, RS A SO
PR VA 75 0] LA 2ok 005 B 4 WL mTOR/Beclinl H
Wi %, S MetS BREAR A BRI TR S0 AR AR /K F .

B 5 e BG IR AR V7 T DL 3 LXRa A 509 H
Wik oA 35 5 JOR AR T 2R TR v I R AR v R A T Y MetS
KEIR . WA AR S A0 0 T 052 T I g Dy 728
PR £ 3k ASH B AR . DL EWFSE e o B T
W 7 25 TE B IR MetS TR ZREME, 2R 5 R AT
i [ W O MetS,  H W AT A K B R MetS 1)
B

3.2 HHBRKAREFTHUFERS

321 wiE BEPBZELEFEARMY, R
PEIE, FEM AW RIFRE . B,
PRV 5 . BRSBTS VRIE, TH kMR, BRA K
PUOERE . BUO I . BEILE . PObE . B
Wi PUREAEY . PR IRITIHAL RGN Y
DIz, w5 v 3% 28 0T LAY o B A8 7 1A
W, AR ERR BRI, WD MR AR R B, 2%
ASI KA . RIERY, 30T B8 S B iR MetS 19 1E A AL
il Z—

322 FE HKREEPHEYEE R TR PR K
¥, MW, A, FEBSNEWREZE . AR
XK. EAERE. RWERESF, iRk, &
WOENK . VIS AR, AR IR, BiH
Wil . bR . buae . bUed . B, BrEdk . dt
Wi . PURTE FETR . B R, BiE-
> 5 2 0] B 3E S 0 ) AR OC B AR R A
AT MetS BYVEH], Horb i 1% -2 B LR IRIT MetS
MGG AME R, m5R . B-A K. O
HY B A TG P A, AR L) 3 B4R v T T Y
W OIS B TE MR EC AR -2 R A B AR
HTLV-1J& Y% | PI3K-Akt %53 8% , L by 5 [
f) PI3K-Akt {5 5 il 1% 5 MetS 19 & 15 . K R% V)
FHIEHT,

323 R 22 LR B L TR ARSI T 0 A%
SRH . P, FEARER A S 2
Himds . ke, mAR. JERAMEITTER
&, e R . M. T, BAPUME .
PRIOE. Bk, RIF. iE k. JiEe . B
g . JRIAURE . SRR R . PUI AR B S TR,
A IE o AR 220 AT A% 2 AU IR /N U
0 A GE R, 03 B A R B T RE AR FH AL
il AT A 55 0 P S R A T RS AT G
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4 BEERE

MetS 23 5 B0 15 % 955 119 AU 34 n , H A2 g
A BRI R L W LA A R AR AR T L
(A FE o AR [ I RS 0 BB 5 R R ok
R, WE IR 3 R BE A A S MetS Y
F L B G & U AE G . v R 2 Oy S LR 2
F AL 2R TG M o T A BT R BT A
5 1 A8 55 7 T VA 4 A0 B L T MetS R R
0 N A R I A LY SN 22 i 7 N R E 2
FEa o B IR EXFF B2y i A A B ARV
20T B — 3 A B S A5 () A, T 4 T b R 4
H R 25 T MetS TR, o PG B2 45 5 IR T MetS
SRR TR R R T

PRAR B= 2% A W 0 A R E AN W LR A T
fiferb, H AT T AR AR (A0 A WG R 5] 20 MetS
FRIFRE R 1 76 97 T 3 AT — 2 G PR ASCR (AT A AE
43 ot &E AR o i R 25 BTG MetS 1 REAIL
HLAIE 2t Ak A A5 B B, H AT 14 22 0] AR A AF
TN R 58, WA SCR] & 3 H Firiz Sl iy
WF5E BB T BB B I R RCR R4 7
F b X T LA 24 B A U 2 53 R MetS 51
I BIF 5T I 22 AN A5 B3 A8 ) 45 2 7 2 465 T 18 1 MetS Y
B R AR L A e R PR e 45 T, kD I IR 5
PRSI0 B0 S R o PRk ] DUAE H FAY B R 24 J
F2 A P A 0 BE TR L Jin XE BEAL
AIESE, R B R B8 12 4 2 AR 0 R TR 2 R
oK Aff 5 AH DG HE R TR S, LR, H T IR 2
5 B ARG T A0 [ W RN S 24 R OG0 5T L
2 AR SCEARARAE T P X 0 A e A ELE A
W, B [ W R 2/ A 55 MetS B I R, EL /A SOk
S T P R B R HR T A M 1 ) AL P
WREMRBE SRS, L EZ A 0R
MetS 1E FH B 77 70 25 Je L B A 22 TG Ay . P
U, HETXT T MetS (1955 BRARAE B 58 vh ¥ 42 81 7 38 )
W23 WAL 7 A= DR3P A L, s ke o e B )
2 H MetS WAL . UL, Q] 87T A WEARAS B E
FLH , B Ak o T A e R o Bt B 5 ] R MetS %
b, R A T AR K A 5 A

ZE LTI AR Sk I 0 85 40 i [ v S
MetS [ 56 22, DA S B2 25 6T H Wi A2 B 16 MetS 1Y
WFFEBAR , 0 v B2 24 Bl A MetS B4 108 S B | [ i

Sy #f BE TP PR 455 B A MetS 19 52 56 0F 58 K it IR R
R IR A
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