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EIRAL,EZ24 Kk IFE L HRA kAL, E L RgER L AR L, TR LA
A2 AT (L) RERRE RSN TAIE S A 0 TR S0, | AR AR 5E 523808 ; 2. F T EER}
KT BERE ) AR5 523059)

O BRI TR A TR N R AR DG A S R RF S i, 1R AT I R A A EAIL
FERI B R RE IR R A ST hE Fe iR s ) 22 5 3L R sk EHISCARZ MY )i , i3 GenCLiP 3 K Afifi vk 5 “HE
JRE” T RPN s BEAH DGR RN, Il David DIREE SR #H#EAT GO 43T M KEGG 4347 , FIFH String 24 PR A7 85 11 5T
[FIAHELAR FH AT, fiJ 5 i R 3R A 1538 4B (GEPIA ) B X A% 0 ZE R 164 T Boxplot 1 Survival Analysis 7347 . £55
i e B 2K (ADIPOQ) % (LEP). JBE ) 2 (INS) % 14 A OCHESEN , F 25 4 TARAS TERS WG I 06 i A 155
JE % . AMPK {5538 B B R 43I DL JAK-STAT {558 FE 45 10 S558 [ . GEPIA fiv 45 I R A2 6 (IL6) R
Ji (PAAD) WERIAM A EHEZEE L, 4518 Y7kl gl ad 515 ADIPOQ. LEP . INS 433 H 12 5 AMPK 455 5
PR AL AT , RIS 30 TT LU BIA YT PAAD , S AEJHEAE FVA 73R 1T i B

SRR SUARAZIRBAR 5 B0 NEERE 5 25 BRICER s IR s /R FHALH
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Exploring the mechanism of acupuncture in the treatment of obesity based on text mining

WANG Zhenjie', WANG Jinjin', CAI Xiaolin', WANG Yuni', HUANG Peiying', ZHANG Yuxin', HUANG Yixing',
ZHANG Weichui', ZHU Jinfeng', LUO Ziyi', DU Yikuan’, YANG Chun'" (1.Dongguan Key Laboratory of Stem Cell
and Regenerative Tissue Engineering, Guangdong Medical University, Dongguan 523808, China; 2.The Tenth Affiliated
Hospital of Southern Medical University, Dongguan 523059, China)

Abstract: Objective To identify obesity-related genes and signaling pathways, computational tools and publicly available
data were used to analyze the potential mechanisms of acupuncture for the treatment of obesity, and to initially explore the
differential genes of acupuncture in the expression of obesity-associated cancers. Methods Text mining methods were used to

” o«

search the genes highly associated with “obesity” “leptin” and “acupuncture” by GenCLIP 3, and then David’ s functional
enrichment for GO analysis and KEGG analysis, and the String database was used to identify the difference genes. Finally, the
Boxplot and Survival Analysis of the core genes were performed by the Gene Expression Profiling Interaction Analysis (GEPIA)
database. Results 14 key genes, including adiponectin (ADIPOQ), leptin (LEP), and insulin (INS), were screened, which were
mainly enriched in 10 pathways, including non-alcoholic fatty liver disease, adipocytokine signaling pathway, AMPK signaling
pathway, insulin secretion, and JAK-STAT signaling pathway, etc. The results of GEPIA screening showed that interleukin 6 (IL6)
was important in the expression of both pancreatic adenocarcinoma (PAAD). Conclusion Acupuncture therapy may improve
obesity by regulating genes such as ADIPOQ, LEP, and INS and participating in signaling pathways such as AMPK, while
acupuncture can assist in the treatment of PAAD, which provides new ideas for the treatment of obesity.
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HEJHEAE (obesity ) J2&—Fl b Z2 R PR 51 ke 1y 18 4
FRUFPERIR , PTHEN 2 AUHE BRI O IS AR AE 45
PR A AR 12 RO A B A T 99, A5 T T
B FIIELARE M A o BRI AR RE FR YT B HA
IRR PE S BIFE 2R BH AT ARSI 75 9% 2 (leptin,
LEP) 7K, 00 E g o i, X B8 IR AR B 1
REJEAE 9 & AE ML 22 22748, H TR RIE YT REHEAE Y
SR AR A5 2P R A

A (text mining, TM) i ARSE—F N E &£
FIRIFSE Hh  ShG ZRBAE R 52 43 F LR B9 A R0 2
W IR F P BRI &, o] DAFR RS B A G I L 2R
FBT A EAE SRS B IR AT A7 L R i) 2
AR | S ARG ML M Aoy 0l i oA
EIAZE G AR B 20T, 20T RE YT REHEAE Y
TETERL] , BT ITET T R A S R LA 5 3 Al

1 #RITTE

1.1 #IERR

A ST R B AR AR B GenCLIP 3 SCHRIZ 4K
4. ¥£ GenCLiP 3 %41 (http://ci.smu.edu.cn/genclip 3/
analysis.php) KR & & RAINGE A GEH) #HITRR.
i 1 KR T4 (“obesity” OR ‘adiposis’ OR ‘corpu
lency’ ) AND( ‘Leptin’ ) 1525 “JEHE" F1 R
AHICH LD GEAE 1) 5 KR T4 ( “acupuncture” O
R ‘needling’” OR ‘prodding’ ) AND ( ‘Leptin’ ) 15 %I
5 BRI ORT 9B ERT MG SR EHAE 2) o
1.2 AR ik

WA BR ARAT 1) W 2H AH 5C 2 PR BRA 4R I 147 mT A
e Ab 3, FFH Venny2.1 18£8 4K 4 (https://bioinfogp.
cnb.csic.es/tools/venny/) il VE 5 L&, X4 2R 1 PR 2H
PRI 5
1.3 David 735 4%

i 7 DAVID Bioinformatics Resources 6.8 #X {:
K FRAS A 28 A2 L A HEA T David B RE & 4 (https://david.
nciferf.gov/home.jsp) o KRR ARG, HE47 A
HW)3)1HE2% (gene ontology, GO ) M AR HE A 55 LR 41
H Bl 4 (Kyoto encyclopedia of genes and genomes,
KEGG) 8% & %0 b, FRIBOMHOCE A 1y 4 Py o 7%
(biological process, BP ) 4 it 1% 53 ( cellular component,
CC).41 T (molecular function, MF ), KEGG %4
¥ BP. CC. MF 4555 A Excel , il i GO 4-#r B A
I, s $2 M KEGG BIHT 10 D4R, JFEHIR TGS
(1) ggplot2 F A2z i E . P<0.05 FnERHA
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Gt E .
1.4 M %&G ZAEM % (protein-protein interaction, PPI)
A

A String Kl BEAL 1SS B RE IR B PP 2%, F5
A HE B AR EL G AR o A4 SR LA Lt 31 PP
i e %L A 1] interaction score>0.4 HFE K4 %E PP X 4% ,
JEAR L PRI (8] %) 32 388 o) LA THE T L 1l 10 g
SR PP RS (R SR A
1.5 AW & ik # 3 Z 547 (gene expression profiling
interaction analysis, GEPIA) i i

P A KL 5 A GEPIA #{4F ( http://gepia.cancer-
pku.cn/) i#£47 Boxplot fil Survival Analysis i % , 2 $83iX
A PRI AR DCHAE T B 23R K, IR AR DCHE ] 5%t
NFERE Z AN O FR o

2 H#HR

2.1 fhi kR
GenCLiP 3 J PRI Z U0 R AN (1 (FEP) A6

e HERAE 1155 517 DR, JEAE 2 153 15 A
Rl il 5 R B AR 33 14 D AS L B R i

PR CEERT B ARDC, DL 1 42 LEP.
JEHX 2 (adiponectin, ADIPOQ ). J8 2 32 (Ieptin receptor,
LEPR). JU#Z (ghrelin, GHRL ) ##i % (resistin, RETN ),
4% 6 (interleukin 6, IL6). £ IKY (neuropeptide Y,
NPY ). ¥ IMBEAERHR (lysophatidic acids, LPA )., = A ZR

(glucagon, GCG). IHZ&47i % ( cholecystokinin, CCK ),
YY Ik (peptide YY, PYY ). & 2 (insulin, INS). %
MR R B % 1 ( gonadotropin-releasing hormone-1,
GNRH1) DA S i &5 pE 22 FE IR -1 A2 44 ( glucagon-like
peptide-1 receptor, GLPIR) .

gene set 1 gene set 2
503 14 1
(97.1%) (2.7%) (0.2%)

“gene set 17 Fe/n “JERE - R MHIFEIL, “gene set 27 F
AN CETIR - AHDIER

B CHERE R R - R A OGRS B
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22 TELAH GOFKEGG g &0 Hr

ST I B xE B LR I A AT AR, ASHIE AT 18
HI DAVID Ztdfs X 3R #617 GO FIKEGG & 4E 7347 -
GO 7T dE%T BP \CC LA K MF %5 5 1A 7 5 A2 M7
GO /M HT i 7, BP Jy I3k S 5L PR 5008 5 A4 1 £ 4%
AP A A I R | BN MEFRAT | RS
RARBEFR AL B0 1IE 45 9 AN EWIhRERI ¢ ; CC i
ASE L L NP e ] 0B N [T RS T S NS D i 3
JAAR 5 RN AR DG ; MF 7 T , IX SE 5L R 5 2 0
PE PR RRIMERIETE . GEE VIR Z RSS2 IREE G
4 T4y F-DIREAHE, WA 2.

KEGG il /A4 e iR X s 22 RN L2 5
10 45 53l %, L35 AR 4 B8 B IF (nonalcoholic
fatty liver disease, NAFLD ). i [l 41 it Kl 15 538 [

R 2 15 Ak 25 P13 i ( adenosine 5'-monophosphate-
activated protein kinase, AMPK) {5518 # . RS E S
W T R P (janus activated kinase, JAK ) — {55
5 N SR U0 TR - (singal transducers and activators
of transcriprion, STAT) 15 53 [ . FBEER R (cyclic
adenosine monophosphate, CAMP ) {55538 ¢ . i it [H -+
— Y A 2 AR B VR . PR T PR AR — 32 R
YEFT . IOASHE PR BBV 240 MR i 15, ULIE] 3. Hirr 3
PRIk i A6 ARAR A AR IERE T (P<0.001),
ik 0 240 L DR 1553 % (P<0.001) 11 AMPK {5538 it
(P<0.001), W4 1.
2.3 PPIM Mz

A T A Z A B DGR, DT T A% 000
L, ABFFE R String $088 ZEXT 14 4SS FE A

21 {0378 BP, i (03578 CC, B0 KR MF B T 0 R A 45 SO N -log10 - (P{E) IA{E
B2 sEIFE GO E F K

F 1 ZHEILHKEGG &AL AR

E St % P R A
hsa04932:Non-alcoholic fatty liver disease (NAFLD) 0.250878073 2.58E-05 LEP,IL6,INS,LEPR,ADIPOQ
hsa04920:Adipocytokine signaling pathway 0.200702459 8.11E-05 LEPNPY,LEPR,ADIPOQ
hsa04152:AMPK signaling pathway 0.200702459 4.33E-04 LEP,INS,LEPR,ADIPOQ
hsa04911:Insulin secretion 0.150526844 0.005134767 GCG.INS,GLPIR
hsa04630:Jak-STAT signaling pathway 0.150526844 0.014415179 LEPIL6,LEPR
hsa04024:cAMP signaling pathway 0.150526844 0.025974035 NPY,GHRL,GLPIR
hsa04060:Cytokine-cytokine receptor interaction 0.150526844 0.037975502 LEP,IL6,LEPR
hsa04080:Neuroactive ligand-receptor interaction 0.150526844 0.048238704 LEP,LEPR,GLP1R
hsa04930:Type II diabetes mellitus 0.100351229 0.061109815 INS,ADIPOQ
hsa04923:Regulation of lipolysis in adipocytes 0.100351229 0.070965404 NPY,INS
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5] 5 B R/ N RN AR PR R, TR A (0 7 -log 10 (PAED AYTE.
3 AR KEGG B R
175387, F FH Cytoscape #4 PPI I 4% 1&4], 14 A& 1) Horp 13 AN, WLE 5, [RIEEF I MCC )5 155813535
PPI %% ULIE 4. W5 FFHA 2 MCODE 153 PPT % 2% Degree il T-Hij 10 fii YA 5351k : ADIPOQ. LEP.
PR TR SR B AR RO JE R 1 MCODE W 4%, ey INS. GCG. LEPR, GHRL ., NPY. PYY. CCK }IL6,
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UL 6 Boxplot (§] 7) il Survival Analysis (K] 8) /& #LIL6 FE[A
2.4 GEPIA jf ik TEJFR AR (pancreatic adenocarcinoma, PAAD) H &1k

AWEFEH H GEPIA B e r A A ORI, il A

IL6
CCK NPY

ADIPOQ

INS

PYY
GHRL
GCG
LEPR LEP

04T FE 7 Score 5 -
B 6 Degree T 10 1143k A EAF 2% 4]

6
ANEE T ERBANE N EA T, S ERER—MEH
- S APAREAEH .
4 ZZEESLIF PP 4%
GNRH1 4
GCG
LEP
CCK
ADIOOQ 2
INS
RETN
GHRL LEPR
NPY
0
PYY PAAD
GLPIR 1L6 (num(T)=179; num(N)=171)
RN L TR T AT LA FIRIMIR AL (T), KEFR/RIEFH HLL(N), *P<0.05,
5 BLLFEA ) MCODE M 4% 4] B 7 R A IL6 R AE £k 1K
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5554
Overall Survival
1.0 Low IL6 TPM
High IL6 TPM
Logrank p=0.048
08 HR(high)=1.5
p(HR)=0.049
— n(high)=89
; 0.6 n(low)=89
2
S
[}
2 04
(o)
(=T
0.2
0.0
0 20 40 60 80
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B BB TP Ry AR R R AL RN 2 ek 4 R TR A
KA1 R PAAD BB &N 89 fil,

8 N IL6 K A AAE b B
3 it

Bl 205 B e, IR AR B0 5 T
B, 1R E 2022 4F, 28k 5~19 £ JLE
ME DR 1.6 /N EAMREE S I RE B E 2
RRAEE N ERR I, JUHZ g 2 FE AL R
H A R - BEAT V8 B3Ry s s e TR | 2697
A A R IR 7 S i o 25 i e A
RIS, X EIRTT Tk RS A — AR 1k
LA H TR BRI G  FR B XU A A
[ AT L J ) A8 1y A5 305 R

B2 XA B R A RE AR AR R , ORI Z (1)
2 E WAL 2R A TR 544k, 7 BRAESE (1 (R 5
Bt Al VR G 42 R S g 17 R T4 A &
PEBERE (O IR I 2 0 BRI 5 05 1) ™ T AR Sy — Fil
PUEF AR 7 TR 2367 H A A 52
A, FENERERE TG YT - B MR LA ST vk R
AEAE A LEP S8 B R A7 A= I 45 B A i ™,
FERAAR 1 €1 0 4R A e M S I, 338 A € g 7 A 5
i, IR B B AR TR R M R, AT A R
ST 5 T e A R B T A 0 A e 2K SRR i A
I BT LA T AR R VE T

AW P SCAAZIRBA, e R Al

“EFRITEE" SR RS SR LR 2R Ok, K7 PPI 4%
J3HT, %I ADIPOQ . LEP L Kz INS J&5 T VAT 7 AEFE )
AR

https://www.cnki.net

ADIPOQ BE 1% I 38 g i 198 420 £k F1 76 B 5 WL b 34
Tl s B, FEaE AV T B IR R T RE T
FEo MEFEERW, BOANLYE H ADIPOQ 7KV 5 {4 fig 2 2
TR M AT £ AR PN 114 i 0 3 2% AR S
ADIPOQ R AT J W 8, # 5 R & BGHE A ) i
BF IR LASR 5 I3 o ADIPOQ 7K i it A ke 1.
LEP JZNCEIE R (474, 76 MG 2 9 7K F- 55 B i
HROE . IE# AR, LEP AR ak /e, Rt
I T DL A0 NPY FIEOE  FeiH  o- SR
RS 54 2R A I T RE BT RE , I A U (R
TERCREA R AR, B2 LEP & A T, X R 5k il
PRGE BMUk5 , PR IS 1 i IR i A ) i
YT AT DA AE /IS BRAAS P 1% LEP % 4, JF38 3
S AL M F 2R 32 IR BE PR e ik DA e R A
53 A S B Y, Wang %5 UV AR R /N B
SR AREEIERE N TVIVAN =g Nin i R R R BT
NEJHES DR A AR I HE R, B & R (K LEP {5 2 MR I8
BEH T -a (tumor necrosis factor-o, TNF-o.) KA 5%,
IN'S 2 F JER I PR A9 2 5% B A4 e Db 1) — o 2 11 T %
FUATREAR IR | AR UERE R g A A VR
B PN INS o) 0 46 15 (14 FR BRI A FH A 0 AR, gl
377 A iR 5 ZHEPT (insulin resistance, TR) o MK #E
L JrE S S5 38 B A7 A0 AN TR R 1 JB 5% AP B 42, ol
RERS A A0 IR, THRAE " R B i R =L <=
BII22™ AT LA L B b R B BB A I A IR 5 ]
I 725 5 U0 Skt et IS PR £ it DA AT B B /o7 B
LIRYT, RIUEF RS ZHPCRES W B s, Lk
R BRESE T A7 2 A 45 B I PR 740 SRAE R
FER AT

A BB, INS A/ 4 AE B A B F-, 5 LEP,
ADIPOQ [H Y HH 2, ELRF I (1) INS AT LU
i1 PI3K-PKBmTOR %53 i #4 LEP 43 Y, 1fif LEP
SCAT AT R 5 B A0 0 S AR £ 410 o] ) S S 2 L
AR IRAN 2 S AR B o AP 1) IN'S B A 400 25
(2) ADIPOQ AJ LA % WU e Hh i Ji 5 26 32 4
VIG5 155, 3N INS fugd: )l RI5 514 52 i
WAL LA /> ADIPOQ 43 9. H AT 1, 7EAE 14
1, LEP. ADIPOQ FIINS 2 H ARG R A . X2k
55 PP 25 0 BT () 25 SR AT A

GO HIfE /M1 & B, LEP. ADIPOQ. INS 25 4
IR EFE S SR R AR A
AR, I s AR RS AR 7 L g 19 400 i
K55l B . AMPK {5538 % | 55 3R 43l . JAK-
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STAT {5 53 B% AFid % . Horh, AMPK E VR HEIR Uik
A AR AR ] . WP RR , BUE ) AMPK
Al LA 2 W5 T A PR AL (acetyl CoA carboxylase,
ACC)., JiR &) Z 2R FRIB TN , DA S F i s 1R
FI 174 BUEE A, DA e J 5 2% Faetl A i 4
FREAR I, 228 TS AT R AN TR, B AR B Y &, AMPK
ARG BEAE AL T RE B S L5 R OB BE PR (1) R IR %
PIFASC, 4, ADIPOQ 5 HZ1A 1 454, mTLATRAL
AMPK, 110t 5l 22 A s AT ) P R 3 il N A 2 0 -
TR Tt S, DTS- 3500 S 2B k20> 29, LEP W] L3 sk
B NP & B ALY AMPK 1E M, 06 ATP U B g
THEIE , TR AN, TSR R R, 2 5
RS IR BT AN, LEP 8 AT LA i % PI3K-
AKT. JAK2-STAT il AMPK-ACC %515 5l i /> g
U A SR I R AR A P T INS DU T D ek a7
T KA 538 15 5 N YRR AR PISK GBS0 s , 41
il Feigi s AMPK 89354, 45 NPY AR, AT
A, kel WL, ARRES AT LEP . ADIPOQ K&
INS /K- () e Tk 52 M 25 AMPK {5538 B p 5, If 2%
AEAUA R &R EY) R, X5 GO 43 Hr Y45 Al
—H, [RIE, S0k B ik s i Lia i 4% AMPK
FS TR BN, Xu %P kB AR AT DL
it e AMPK SRR AL LA K 3G E i LKB1 ki 4k
T FEHl AMPK {553 4% , AT £ i 46 26 W 45 SBORN AR
R E Ak, Li%e BV R B IT LIAE AMPK/ACC 155
T A OG> T RS, Il B AMPK DT 9
ACC K- 55: TR R FRUISEIEE F A fl 5 3R AU
IAh, AMPK ARy —Fh 40 g BE f e Ha s, S50
Fi 7 FAR €6 i A 0 Al L A O B2 RS R,
AMPK 7] U A o S8 A ) i A3 5 W30S 32 A4 v Sl ok
% ¥ la ( peroxisome proliferator activated receptor
gamma coactivator 1o, PGC-1a.), & nf##BeeE 1 1
(uncoupling protein-1, UCP1) (& ik, fEUE]g I r=#4
FIRE LI AFE ), T FLSCH0IESE, s TT DU AL i
AMPKa-PGC-10-FNDC5- 5 % (Irisin) {5538 #%,
SRR, LIEUCPL 3L, F S H @R
MR EAL, TR BB AR T Y, sk, ERife
SR U R IR, P AT R T I e DR BRORUAI B 52 i i 20
ZIrf PGC-1a MIUCP1 HYSE HRIR, T H =15 1
il (e ENR DY “Fr k™ IFE R i Efe”
W T BB i A A A G S TS 32 4K v (peroxisome
proliferator-activated receptor y, PPARY) 5. ARk
&, KEGG 70 Hrafi R h HE44 565 1 0 i AR 09K 14 A 1y

https://www.cnki.net

JHF 5 PPARY (15 A 5. T A PO UE B 4 fi mT
AEIE o P75 DU ERAE LA T 7 1 (silent information
regulator 1, Sirtl) /PPARy {5 518 & %Ik NAFLD K i,
AR R I, D800 N E R DT HEAR, it i A, kA
BRI IRRESE . P, Sirt] #3509 PPARY £ Z kAL fE
ISR HERE RIS AE , P45 UCP1 £ b L R iy ek, 4
il U L R i ek, fe il (g ik Ak B
AT L, AMPK G BEAEEF AT I T Hh 4 44 J A
L EAE— 2 0 SCRAIE , teAh, AR AR TS
AMPK i [ Z [ AAAE—E R R, A Je S PRAFSY
PR B
JIE Joe 2 — o AR PR ARG B 98 R RS SRR AR A A
L. AL NMMERAIEE R, AFEdHE S 2 13
A S AL 8 JeE KU 38 i A 56 B9, Hid, PAAD
J& T “RAEA LN, HOGPERR B &, B2 W
PRIXE . W98 A B0, R JRE o] L S0 35 8 o e i 7 o
B B3R, I s AT DL i R £ 2R LA ) At 41
DR 19 P9 0 — 4300 5 R AEVE Y. 38 GEPIA
e, AHFSE K I IL6 7E PAAD ik 24 W . 1L6
I FEAETHE A AE 5 IR e A% O B S RE R, T3
I 5 4 1 IR AZ OB EE (1130 305 JAK-STAT {5 53
%, DTS S e A B 0, S by 200 B %) A R
EBARAEAES; PAAD SOAT DLE i 45 4% K 1 -«B
(nuclear factor kappa B, NF-kB) Fll STAT3 4515 5l
BB 4 T (IL6. TNF-0),  ZE4F J0ERAS IFAE
PEIE A U, i Y ORI . ST AR, TL6 7E
NEEARASTT i BE ek, Tt FR 3 A IV TL6 ZKF-[m]
B0 3 TR R AR, i T DA S R TL6 A
IR N 3 A JHE RN BT 22 e Bt ois 28 2 I T . BRER
SIS R B P HUET T RE R ad JAK-STAT {5
S PR 1R B T SOCS T 345 4 738 HAE FH LA
I/ TL6 25 9 NPk BN /E . Huang %5 5 /)N
FUR =L A2y M S AT LR YT S AN
AN L6, TNF-a 7K1 T R, AL AT G A 38 i i
% TLR4/MyDS88/NF-«B {5551 1% LA M 1l il p3SMAPK/
STAT3 {5573 Bk S, 3 3¢ B & 38 3 JAK-
STAT {5 538 B 15 IL6 [ 7KF- ] B Al A I IR L g A
FEROIA ARG WA R 5, A9 KEGG il
PRAMHT 8 IL6 25 JAK-STAT 15538 %, -t Al i
EIE T BT 905G 5 Bhiay 7 s (A8 g
RS A VIR C Ul T & fila T IS e AT 4T
PE, (HJEH oz B im Ra P I 2Pk ik A1l
BN —Fh Z 0 2 A NEE AR PR
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T R, EAT TR EE A SR T AR S
[HFAE TS R W EA S LN NG IR E Sy s
FEZ RTINS RS H 2 i BT 7 R &4 T
b, HE SR HIT7 1 PEREERE A 6 RYA Y7, 38 7 2k —
Py PN AU NGAL kA 11 S N € IS N =P
IESEEHX AR PR A4 , AR MR S5
HhAS AN AT S AT R S S, B Bh
PRI 52 AR KT, DT I8 21 A SE I I RICR 175
SR T 0 E . HAT, B P IR IS
(AT IR TE 25 52, IR T5 B E— 25 I e b %) 3
R MRS , A R B LI PRIGYT I KR R o

L5 L RTIR, I SCARFAHE AR AT BRI S
AMFFE K BLAEEJT 15 0% 38 i 8 15 ADIPOQ. LEP,
INS 5L . 25 AMPK 555538 B el ML PEAE , T
TR A AT DA A 2 T BTG YT PAAD, 2l
WG KR, (AHRE T8 T Bt — 2 o ok
WESE

S 3Lk
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