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Short chain fatty acid: a messenger of gut-organ axis for
disease regulation
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Abstract: Gut microbiota is a complex and dynamic system, and is essential for the health of the body. As the
"second genome" of the body, it can establish communication with the important organs by regulating intestinal
nerves, gastrointestinal hormones, intestinal barrier, immunity and metabolism, thus affecting host's physiological
functions. Short chain fatty acid (SCFA), known as one important metabolite of intestinal microbiota, is regarded
as a significant messenger of the gut-organ communication, due to its extensive regulation in the body’s immunity,
metabolism, endocrine and signal transduction. In this review, we summarize the interaction between gut-liver/
brain/kidney/lung axis and diseases, and focus on the role and mechanism of SCFA in the gut-organ communica-
tion, hoping to provide new ideas for the treatment of the related diseases.
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R R SRR T Z R R R 2 R I 322
BRE SOAF B8 AT W B AR B 2 T BRI T2
P, i P 7= AR 1) SCFA £ 95% 48 2 1 38 4 LR TR
e 15 Ak B ) R i S 7 N s 2 g b R A,
& 1 B A AR, dERR I TERRAS, T — o
ia 2 S A, o 1) 20 5 B 2 BE AL B (his-
tone deacetylase, HDAC) BT G 85 H & B 32 14 (G
protein-coupled receptors, GPCRs) RARE W) 2 4F P,
Horh, ZBRAE J1E A 10 H1 BORE, UK i
(1) SCFA, 2 K Al fig Jo A ik A4 ) oty 293R8 AR H
SLRE R 10%; 74 R 28 M i R AL e = A JHE 23 AR
W, 2 A BE R DT AR i O AR, IS 5 TR RR %
W ERE LR, R v R 5 & Rl T R 32 B
el bR AR, R4 B W b A R A R
RS, P b Bz 4 B G TE A Ak, D T, 5N
T8 b B L LA B B 0 4, (R4 H Il 18 N PR IR e
J5 T R ¥ A ™. SCFA ik R il i 18 J 45 2H 21
JUE 25 AR 8 DRI 1R A, R T B SR e N, 2 T T
5 0 RGOSR EZA B AE v iz v R ) 21 2
AR 7=, SCFA 3 it 5% U J B A il 46 22 A 2 B
(RS2, KR A B, R0 1 R AR R R
T, LA R o
1 f7-RT4l

¥ — Il 2 i i T R P 3 A ) 5 T Sk 1T
BRI AR P Ji FFE AR B 2 S R X ] 96 2R, R I8 A% VIR A
WEERRILFEERER RS, — T, gl
[Tk 22 G0 6 iz B AT A2 1 & Fh o= 1) (B 3G YA 1)
J i T8 o AR ) B 1k A IR, S e A AR A
Thfigs; 53— J7 1, R AR 7 AR i I IR B AR 25 )
R0y Wk B iE, 25 E A R Vs 1) B, S0 g B
B Dy RN . i 3 A AR 0 AR D Vi i JH S IR ) R
I, W YER - R S R EEEH .. AREBT,
PRI A 2 8] ELR A 2H AR R RS, L () 4E 455 1o 26 e
Wee, R ) S50 Tl A A AT FE ARG M 7 2 o 4 i 5
W USCON L, [R) B e RS i R A
SCFA (5 S FR AR (anmgl i | F i (i) AIH v R 55
T I AS [F] IR WS A 1E NAE A I 2K . SCFA 1R
NE W EE KA Y 2 —, AE I
ol B) 22 P R 4% T A0 A R < S 2 T RE, B2 R BTl
L. HET A 2 WU AR U, SCFA il i i 4% i -
AL IR I PH 0 B 9 R0 v T HTILRE 5 95 008 1) R A R e v
EE AR .
1.1 SCFAESRERART NI Wi /2 18 H b =8 72 H- 41 i
P I BESTAR, DU IR G 7 28 P 32 R AR 1 — Ff 18
PERFE o« AR5 E0W R 3R AR, IR b 3= 55 9Pk

4 JIg Wi 9% (alcoholic liver disease, ALD) Fl13EE #
fI Jii BT 993 (nonalcoholic fatty liver disease, NAFLD)
KK BEAE BRI BERE, i 07 Ak v] ik — 8 & e o g
U7 14 JFE 98 JFE A7 2 A R A0 AN TR, 7 R N SR g
FRVY. 8k Bk 22 1R i 9T 2 B, i 1 TR B 2R AL S IR D
()R A AH 5% o Hrneir %058 1 &4 45 K I, NAFLD & 3%
RN ZILE ] B EEL K E 2 0
FTEAAT B8 = FEBS I, DL BB R R S B R 2R AT
PR SR BRE R IR 1 R AN AT 1 = R > . 7
ALD B, MR TE ] v 5 0 B 8 3 2 1
IR S v 2 TR L S BRI R B R R R R AR
XSG T A AL B B S A KR, T
SCFA 15 N 2 %5 i 38 B8 #F 8% i i oK AL S 0 1) 7= 400, ]
T L 5 e P R Jy HE AR | 50 B ) e B LS U 4
P2 JENE S 25 T7 2 ) i 1077 P ) 2k R

JH- 240 JE () I 7 A2 1k 5 e 2R B A N 2 LA R
AEAR U 55 A ¢, 11 SCFA fg A 208 /b I 41 Mo i o7
. SCFA 4l b B A I Weiie, e 18 bk e A BT BEE, 7T
T I WS T AMP AR 1) 25 1 (adenosine 5'-mono-
phosphate-activated protein kinase, AMPK) 3% 14, I~ i
AMPK- i S5 A4 ) 1 44 38 5E W0 0TS 2 AR y 3L B0E 1a
(peroxisome proliferator-activated receptor y coactivator
la, PGCla)-id A6 W B 4 185 5 W) WU 52 4K o (peroxi-
some proliferator-activated receptor o, PPARq) i %, #1I
i1} 248 PR S VAT L JBE AR I Ik T o 4L, FEAIC NAFLD
XN, A 4, SCFA 36 7] 38 i T i PPARy #i%
2% WL A fiR % BB 2K 1 2 (uncoupling protein 2, UCP2)-
AMPK-Z B4l A 72 1LE (acetyl CoA carboxylase, ACC)
TG, D N SRS A S R R R S
SR, DT A 2k v R 5 T 1 /0N B B TR o AR e
171 i J7 S8 7 AR AR P U I o HE AR . {H Zhao 51
KI5 W T R SR P A I TR T A T R A g
A G LR 0 K 01 2 F R K SR S
Bl A, A E /I BRI A6 s 17 P 2B ko

Ji7p 38 Bt B 32 40 3 BUR TE R R A FH N TR A
TEZE TG0 B I, 51 JE I 98 0 SRz, AT 5 K
BNEE AR 7 SRR . B A 2 T B 1) 2 A
4y FE 2 B (lipopolysaccharide, LPS) 1F M i1 P 75 & 1
REEY B, v g Toll £ 3Z /& 4 (Toll-like receptor 4,
TLR4)/%E¥E 4 1 [F T 88 (myeloid differentiation factor
88, MyD88) 15 5 ¥ 3 il B ¥ i #% Al T «B (nuclear
factor kappa-B, NF-xB) p65/p50, i HILER & 11 2 5% I
g, S 80y bR RS R ™, #d LPS
28 1 1T DK IR N IE, 3 — 25 4800 52 0T 40 R PR 3 o
20 i A0 BT B2 R 40 A 1 7Y TLRA, fik & BT BE A (¥) TLR4/
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NF-xB (5 5 il 1%, FENOD Ff 32 1A 0 1 45 1435,
#H 2% 8 H 3 (NOD-like receptor thermal protein domain
associated protein 3, NLRP3) #& i /N A 142 %8 A -7~ i
Jite 983 PR L IR F o (tumor necrosis factor a, TNF-a)+ F 4
A 25-18 (interleukin-18, IL-18) A1 IL-18 (1742, 51 K&
JFF BIE 12 14 G B 4% E , 75 R 5 E NAFLD # B,
Wang 25138 i 44 4 5256 % 31, 1.0 mmol-L"' SCFA (T4
BT R 5 ) T B B R RAW264.7 41l il
F4/80" iINOS "4t g 1) EL 5 I 4 [K ¥ TNF-a 725, JF
8 0 F4/80° CD206" ¥ 4H Hfd b 51 £ TL-10 F 2 3% 7K1,
F B SCFA ] DL B 42 5 ) 5 W5 41 g i M1 7] M2 A 4K,
461 JHF JUE 48 9 SR . SCFA 34 7] 38 1 5 fF 48 g - 1
GPCRs 45 &, #Hil] NLRP3 & i /> 4 - 5 528 1 15 1% T 48
il (Treg) 11 % & F0 3y g ok 400 i JiF J0E 28 5 = B0,
SCFA it RE 38 3 301 T I HDAC 3% 1982 NLRP3 % i
INAFETA, 304 TNF-00. IL-6 < IL-18 25 % ¥E /v 5 (0 72 42,
PRI WE 289 72 22U SCFA B B8R T P4 i b,
I AT 3 T A 5 i T B T 0 R Sk ek B I U 980 R
N, 41 SCFA @ It Fif4h Il VB % B & A RIE .
SN E s bR e BE A R T EE 1, R AN LPS
X} 18 e B ) A AR A, O HLl g R S 5 1 TR
T AMPK, I 58 % 12 () ) I AR, T BRI A A=
PSRN O ST e NG 2 A e
LPS Xof 38 A 1) 9 9

W2 5 R R 2 AR N T T3 S T R i R
T /NBEGR R R L B 2 S T T iR A E
T S SCFA {177 A #E ¥R 97 NAFLD ok 7% 5 24 U7,
BRIz Ab, AR VR RRZE T A 7 R B, 24T 38 AR K AT
T35 HE 7 38 R AR SCFA 318538 BRI, Y897 =
A 51 11 4 v b Bl A 2% L A0 A R S DOAR, T
HL 3w i ik o35 i R B T e sk 2D JFEIUE 98 0 IO, A AR
18 NAFLD #EF20,
1.2 SCFAS#EFRTE it/ | Bk 2 2 BUWE RIA, #
55 ¥ 38 1A= W Rk R AT TR QTG T L TR B R A 1 R
SCFA 7K Pt = T 9% F S22 fisk 5 A1 fin 264 bR 1y 5 22
RIZE o AT 1 B0 RO, B 9T B, 45 JE IR JRE R PR s /s
B PR B R ) AR R LT 465 1l 4 1 K I JE R OK B TR
BT RRER, AT AR SR | BB PR /N R B e, (2 LR
AT R v A R B ML R AR, 2RI KB
S 34 5, A TR I RE T, PR B S
LT 4 f K P O30 JE 5 B 20 M 4 52 0K T R R 22 0E
ok 3G 0 Treg 4H i £ == A0 D) RE, FEAK (L35 A -5 08 JR 0 TE
R 5% (A 40 R 7 TL-21 7K P, 34t 28 K17 IL-10 7K
S, 8 i A K B 2N P ) R IRk R T 48 IR N, R AT
1 R R A FHUY e it 2 ARURE PRI 1 32 B AR T

FHCPL, EER KR B S &P DR BUH IR
Al 2 253 x6F 1 287 B e ORI R FH 22 R B, B LA AR £
)73t 2 g & 2=, o2 B B 2% G A AR JRE 1) B
LF K . SCFA T UF SE 7] DAZE K7 47 B8 Fa S IR
T & IR B W HLPT . WAL, GPR41 A GRP43
TEJE & B 20 Mo Hh s B 2R IA, 28 Hh i i W IS 1Y) SCFA TE il
Ji% e i i 5 GPR41/43 454, AMX AT LI HDAC
TP SRR i 5 B AN PR MY B, M0 R AT B AR AS, L n]
I A cAMP K 6 1 B B0 A SR Ui R B R TR
Ak, T B BT B 53 WA JER 5 2R, 3G R g B 3T FHF AR AR
78 %7 0 A VE A, Yadav 252 % BIL SCEA il it 5 iF
Y | GPR41/43 2545, Wi AMPK I %, fie 32t %)
W ¥5 iz B 7 %) M #% 12 1K 4 (glucose transporter 4,
GLUT4) 1%, M T 38 0 J6k & 2= BURe v, (2 3k b A T ot
AAL I HIE A AR AT . R AR E
TR AT R = A, o5 IHE A R0 A A B I 52 1k, B
IR AL ML 2T 2 KPR T 22 M 2 BB PR Y. —
FHOSUIICAZ V6 97 2 ZRO0 JR s 1) — S FH 2, IRARAE 98 2R B,
FOG A R AU A 28 4 FH AL U o B DDA
2%, ZHBUIRG T 88N 1 K B R JE AT 57 R KB
J& ~FLBR AT B R BT 5 2 ER 14 J 45 7 SCFA T8 A X 5=
B, {2 1t SCFA 77 28, O3 i 38 5 s 5 4 15 i 28 Ak 1)
Gy T HL, o= 2 B T I S 7 BT A R [R) A TT
BE 0 SR FT R AOUBCAT B8 B M Ath 7 5 SCFA T8 A 36 T
P T TR IR Y S R

1.3 SCFASMASZREL wifld MMy —FH WA
WIZEAAE, 251 &K NAFLD. AE B KO0 M08 95 97 1) = 22
Fa R R 2 22—, Wa R I Ay JIE ] 2 L ek = I A %
£ g 8 A RE [ B AP T . e AR BB 3 AN sh A 2E AT T
If A ¥ SCFA — i 52 B AH XRHIR 7K -, a8 ik o & sl At
TPt it 8 4% SCFA /K~ BRI ¥R 97 & s MAE . T BRAE
JHFE ARy 3 sk 0 R RO R R S A (hydroxy-
methyl-glutaryl CoA, HMG-CoA) i Ji By 4 401 i) JIE k]
WG i, PR AT PR 5 40 v IH ] 9 5 5 34 ] DAJE i S
SR GPRA1/43, ALk 7 A FA) 2l 4 o g v L 35 A
Jik-1 (glucagon-like peptide-1, GLP-1). i fi& ik (peptide
tyrosine-tyrosine, PY'Y) %503 1) 75 Wb, Hill IR 07 4 fid
B AN oy W ER, IX e R o TR R A 22 e, MR
T FFF k2 O R A e, s af BT, TR I AT
T8 I OE 3Z2 8 GPR109A B A I i f 1 3% 1 ke 4100 1)
Hh =R A Rk, T H 8 R 2 5 A A R A S AR
i AR A 4 IR 5 A TR B, LR T T AR
SCFA R 54 10 i I 0 B 7 45 23 A H vl = 5 7K A I D7
AR ARG BRI A €, 3 B FH 1k JFF i A ]
WG 8, AR 3F I 2% L[] 2 2 A 2 U A7 S AR AR, B
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R i g A~
2 BA-Bxd

J¥— i il A2 i B T8 A X #2224t (central nervous
system, CNS) Z [E] XA {5 5 & SHLH . @8 &1
P22 A VBB %, >R B RN 1945 5 mT DA LS 3% i (1) it
i Ao YIRE, 2, IR E B W IE IR G S
AT LY RN D e o 38 AR WA D i 3 AR R X )
BEELMMEES 5, AU DL I 5 b 4 24858 i
FA 22 4% TR HLAA #i 48 T B 7 A 5 T, 38 3ot 38 A
PP AR 7 A 45 R 4R 9 0E A RN D e, B A 4
W i - AR R iR D e . A R E AR I,
SCFA {E vl 18 v 5 1) L ZA U 2 —, nladad G
P73 R R A 28 R L Athd B TR AR LS 2T il fZ
T 28 45, T eS8 AR PR 5 A 22 1R AT MR« B T
i 17 & R AR RS B G SRS T I R
2.1 SCFA5BHEE ARG H WL RERG
(autism spectrum disorder, ASD) 1E N — M & K & F
T PEZN, FERI N ERER 2R EZAT 8 e
e i R K B 55 A A v B UK . BRI 7 B OR, BR AR A
ARG A, ASD B 10 A BE NG JE TS (BRI
A B M TE Rk, i Ho Y3 B R T S5 ASD [ LR
FE A AR B A AH DGR SCFA A NI 21 1 — i el (1) 22 22
AT, 5 TR0 2 G g S8 0E L ZRRL AR Th BE I 4 RS
T MR ASD IR A VR E

P, 2 H0 ASD B35 A7 (E g% i, T 2R Ak
VENE ST YE 7 230 % J Gi ) B EERe B AL R 7
Ho Ty e PR AT 2 52 e bk L 4 1 1K) D g, — 22 %4k ASD
HEFEPY. Rose S5 R BT BR T 38 in ASD &)L £k
A4 Ty e B B (1% Ik EL 15 40 Ff 11%) 5 KR I RE T ik 4 B
SR OGN 2 %, i PTEN % 5 % 1 (PTEN-
induced kinase 1, PINK1). £& ¥ & 3 J7 #1565 H 1
(dynamin-related protein 1, DRP1). £k b & 43 & H 1
(mitochondrial fission protein 1, FIS1) &2 5 2k B {4 43
RS RiAR UCP2 W ALY B 0 %2 =¥ E 2 1 (mam-
malian target of rapamycin, mTOR). ik % 15 T A ¥ la
(hypoxia inducible factor 1a, HIF1a).PGCla % 2 5 /&
TSR Gk DR B SRk, 1 i Ik T B 8 B 1) SR AR TR
P, MM 22 fif ASD 58 LI S 0% 98 0E SO o [ vk B2 40
ThRE 54 41, ASD BB LW 4 23 Hh 1) /) Ji Joit 4 it <5 [ A
T 5 A M A A T B B BOE R A, 1R T TNF-an
IL-6.IL-8.IL-18 1 IL-37 4§ # i /v e A 58 K 30,
SCFA % i IfiL Jixi 5# [ (blood-brain barrier, BBB) 5 /N
J5 20 R A E AR, 38 e /0 5 A4 i ) T 7S A T g
K 5 #2098 0, J3E T R M ASD e 3 AR BT R
Wenzel 4604 F| THP-1 48 Jifd A5 40, /I e o3 48 A, % 3L

SCFA [fJ1R 44 VAIE B A= BRI B2 LE S N 21 THP-1 40 i
o, AR R R U IL- 18 B A A & 4K K1 1 (monocyte
chemoattractant protein-1, MCP-1) Fl TNF-a 55 % fift 2
DAL 1R 22 3K, 0] /0N J 5 40 B 70 b 8 RE DR 7 0 4 ff 2
o HE— B IR BT S A B, SCFA 2 i
GPR41/43 Wi 22 2L 5 3% 4 55 1 U (mitogen-acti-
vated protein kinase, MAPK) Al g 4} {5 5 1 4% ¥ ¥
(extracellular signal-regulated kinase, ERK) 5 [ il 5
o, 5 RPN, RKIEDTRAE R (R I 38 410 )
HDAC 3214, 4 3 A% 240 L - B W 4H i A DC 20 2 1 7
A, AR B AT SR PR B RE ) R AR AR R R T i
A, SR, Frye S5P9H1 R B 71 & A IR (1 mmol-L™)
A 5 N 5T A P v A, 38 I 48 E 48 B Rl F TNF-a
HIIL-6 PRI, N = ASD &8 LI #R 2 9 0 B B FH 57t
AT N

5-¥% 4 fZ (5-hydroxytryptamine, 5-HT) {E b K i
REE R EE N EE R, A RAHES S
MIRELE N VR 2 0 2 R B R AL OR & UIAH G . Tl
AL 90% (11 5-HT #82 H1 15 e ) i v % 200 L 15 1,
HrAh R B P2 1L (tryptophan hydroxylase, TPH) {E
5-HT & B A R BRI A, 0 1 A0 5 DR a8 A8 vl B
FEF WAL AA 5-HT 7KV, 21 5 i 501 & & 2okl ik
TR, R MA TR B RN, AR 5
WS RE MREAT N BRI, I8 w4 &
WR A1 7T R 5% SCFA W {32 TPH-1 H ¥ 3%, 14 0 7 & %
g0 B R A AR 5-HT I RE ), 1X 3R B SCFA 7] fig
FE 18 5-HT A= BOFI A4 P ~F 4 b A 38 B4R P (H 2
J I = AL 1 S-HT JGi: % 8k BBB, At LS 8 22 i 240 ff Y
RIS E R E R, 1M 738 7= A 1) SCFA W] il i iz T
W HE NHUAA, FE 7T 3% if BBB, ] 4RI, 3 N i 9 1)
SCFA [F] 4% A DLd i 52 Wi o 4 TPH-1 1 238 % €5 28 1%
A AR 7 AR AR F, B 1T 52 0 rh A A 22 5-HTT IR AR B,
T X ASD 7= AL 5
2.2 SCFA S5hxsrin  fixi &b S ERE AL T S
R B, b 80% HA I 2% v 2 Fhy o a1 /A5 26 51 A2 Y .
i 5 1L £ 5 S50 o A i X L 2R 45 47, B S H B A
28 PPN G P SN, 3 BRIk M B O A 2 T e
SRR R AR TR H AT, BT S A AR
N, BRK B 2 1 BHls 32 W, T T8 TR RE S SCFA A2 SR IfiL %
I 2 1R R AR R UG R T R R AR

A 7R, SCFA RE 8 Il 42 #ih 48 o I T FT i 2
RIE, B MR . Xiao 55K BN BRI K B 1
7= SCFA H Jizy 18 W A 1 1A b SCFA 75 B i/ T i
L {8 e KB ) S B, R D Sk S I R L K B )
1T A S oo T, ALy SCFA 4 3 GPR41
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1 NF-B {5 5 38 %, B0 ERK1/2 205 s B R 22 fiff i
LA 28 98 AN PR 22 T R T2, AT 038 KRR DA R g g A
TIHBFEAT o o5 b, B85 G 19 UL E 3- ¥ 8% (phosphati-
dylinositol 3-kinase, PI3K)/2K 1 ¥ i B (protein kinase
B, AKT) 15 5 18 % 2 I 15 #h & oo AR K A7 T FUB R AR
w o B, B PR EE AR RLARE A
3 (cysteine-aspartic acid protease 3, caspase3) 7& 41 fitt I
TSR B R 3=, AT A0S A V) BE LAY B2 IR, 3 S04
FET, TR AT LASS PISK/AKT @ B, 5 55 fisi 6 ifi, 175
S 1) caspase3 WiE, SO NG I IS A 28 20 A PR R T

BBB ) B IR & I 4 J 2 v 7 3 S0 B AR A 2
—o WL P A BBB A — 8 B 26, 1L 40 i
2 73 ¥--1 (vascular cell adhesion molecule-1, VCAM-1)
R4 Ji 18] 285 Bt 4> F-1 (intercellular cell adhesion mole-
cule-1, ICAM-1) 52 [ff 73 7l £E 4 =5 b, 88 A Bl
PR IR 0 MR A5 IR ML JS , B A 1 28 R
IR B A%, W5 A6 ) VCAM-1 R ICAM-1 % 5 9 5 (A 41
JRLAH FLAE L, A3 1 0 5 B 81 P R 4 i O A% 3R
Ji 7 A S 2 1 S8 ORE DR S O 0N R 5T 4 i A
JR 4 )& 5 A F§ 9 (matrix metalloproteinases-9, MMP9),
2 il Sk BBB MUBE =2 T8 R0 4R 0 24 0 = 5k
1™, B 57~ , SCFA AT 28 i ifil ¥ 1% ¥4 34\ BBB JF
IO L 25 1 e B, N R R R B A Rk, FRAIK
BBB il i#E M, 22w s AR 53 4k, LPS i@ BoE
TLR4/NF-xB i % 3 5l 2 AE 5N, A5 15 L6 Y BE
4 i 5% 5, o B SR i % G AR b 1 SCFA — J7 T AT A
I TLR4 (3K, $H1] JERE & A, 985 9 hE X BBB 1]
453, 5 — Al DOE I s s A R R R A
A RE B MR A H, B A R R
HAMRIE, BE W bR R, k> LPS #E AJEHE, £/
' BBB 5¢ #PE, AT 5035 i ik Y. Chen 55 5L &
IR, )1 R R B H Al ak o R A 1) T R R AR
TR % i T 8 3 YR T IR ML A 48 SORE B 52 451 I I
I 5
2.3 SCFAS#MZERITHAER HRMERGETHE
P AR — NS PE AT M X R 4 R G A [R] X A
28 T IR AT PR AR P EL A R T AR 0 IR RR, A
+5 WA 4> A% % (Parkinson's disease, PD). B /R 7% ¥ BR 9%
(Alzheimer's disease, AD) %5 . B g IhRelaig & LR
AT VR B AR IZ B MR, B A R IR 2 B
B M 3R ) R AR 8 S T8 SRR AN 12 7, X
2 BH A 0 2H - g — o P A b 22 R AT P50 (10 95 L 7 B
B A R 4 S

B2 B A TGN a- R iM% & H (a-synu-
clein, a-Syn) 5 ¥ 41 2 M B4 72 5 K PD ) H £ A %,

1M o-Syn 0] 7E i 18 7= A2, HAE G TE M REA NS 7
B Ty /NI 7 R gy #0252 40, 1T L3 AT 3 sk g — i
AT 551 CNS & A 2 4 2% 55 /MR TR 1, n )
PD ##2. SCFA mJ il it J#iiE GPR43 41l [ a-Syn /K ¥
1 R — M e 306 17 % 1, 338170 %4 BBB A CNS & 2 fR 37 1
FAY, SCFA ik ] 38 i 25038 % Bt i 45477, #01) a-Syn 7
Ji7 3 H R AR ULTE, TR &, I8 PD A Z 2 5EM .
ERAHH R, TN 1-FFE-4-28F-1,2,3,6-1U
S MEE (1-methyl-4-phenyl-1,2, 3, 6-tetrahydropyridine,
MPTP) 5 5 ) /N B PD A5 AL o, ] i 5 5 1 Wk A oG
K 5 (autophagy-related gene 5, Atg5) 1 3 ) H I Al
PI3K/AKT/mTOR 15 5 14 52 %1 o-Syn mRNA %Ki, /il
R 22 98 RE AN 25 figg S0 T N B PD AEAR™ . SCFA ik g
iy bR E IR 1 Rk, Jkb B SUIR R s B R £
B2 i B fh 22 0 I T, RS B R 2 LR AR R i HL
SCFA H AR v] b AN 2 MR A2 LI (tyrosine hydroxy-
lase, TH) Fik, {23k 2 ELEHT M4 1) A2 ik, ) 2 B2 ik e
PO, 3% PDPY, S 4h, TR Wi I GPR109A
WO AMPK {5 5 B, {2 3k A% I E2 A1 ¢ IH 7 2
(nuclear factor E2-related factor 2, Nrf2) & [ 2 M 41
A H3 B 9 A7 #i  1R (lysine 9 of histone H3,
H3K9) 1 55 14 {7 #i 2 B (lysine 14 of histone H3,
H3K14) £ 5 44k, REEPUAAAE L, B PD )%
Ao 7 BRI 4 s A T R B Ao A 2R A I T A L A
By e AR SRR /N T R A W A
7E PD ER A #1500 2 Oy T A 1R K /1. FLZ
& — FloBr Bk G R AT AR, mT DUl IS A S A
T~ iz — i et 00 1) TLR4/NF-xB {5 5 38 1%, I8 55 A J T
755 PD /) RS AL Y 1 18 D e R Az sl d s
S-VERFEE A (amyloid S protein, AS) Al tau &
SR AL AN PTAR /& AD H) E ZRFAE . 1 SCFA BEWE I 15
AD f 585 PR AR, 40 TR E W] i H ) HDAC 3%
P, Pk 2 AD BB /N R0 12 D) e FF 3 0 5 AR 22 2
R R K15 ; SCFA L e T3 Ap 2 I 1) & A
JR 5 A ELAE R BOR B AT ok £ 1 1R R R
W, A AR IR B, B3 ADP,
2.4 SCFASREBR¥ JEMEZHReEIRAREREHEK
AP 51 RS A 9 IR 1073 FE AR 2R, B2 et AR R R
AR IR A 2 Bk = 55 & PR B R 3R L [F 4 FH 51 K
AR 3 P AR e B REAT A S e b v T T
s FF 5 % T AU 25 L 5 DA O, i BH i 3 B A AR T
SCFA W] L it 1 42 iz — - S v 7 B PR B FH 9% 926 97 o
BRIt 2 5k, SCEA L W] 5 iz TE P 73 s L 41 i L () GPCRs
454, 77 HE GLP-1.PYY I 346 N 7 iR, IX L)l
B R MNGE RG-S, &l EE &SR IR
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(nucleus of the solitary tract, NTS), A~ 0] DL i {2 3¢
AR #H 2L BK Y (neuropeptide Y, NPY) A1 5 AH 2% &
H (agouti-related protein, AgRP) f# £ JG i 1, i6 &g
TE A AR BT 2R R 3 5L (proopiomelanocortin,
POMC)/AJ R Bl — 22 qE fth B ¥ 15 %% 5% K (cocaine-
amphetamine-regulated transcript, CART) #f £ ¢ 3% £,
T )£ AR, o3 AR RECT . 55 BF 78 & B, SCFA
T A (13X L i T 3R R B I A 5 B A, IR AT
%1 BBB HEAEH T F B & B8R A, 3 0 vt g ek,
AT 0 ) £ AR R BN, TR T e AR R i A
GLP-1 3 & 15 H T A Wi 4L 238, 3 mT A3 ik 2 25
SR, S E BT L B IR D7 & AR . SCFA 1] ANl
ORI 7BERS & SE RS RO SIp iy o LN G (11 1] I N
NPY 5 14, 1 HAS [F Fh 2 ) SCFA /E A 3 BEANR], T 1R
PO AR VR B, IR Ik 2, SR AR A 557
Frost 54 K B, £ 1 % ik BBB A F BN Ji5, i)
75 5 SRR 1 I 5 4 PR P 3 I LR A -
TE& (y-aminobutyric acid, GABA) [ 4, Ml #] &
MAEE EAEAN . AR, WA —LeHf 5T K I SCFA 7] 3
FAERE. 41 SCFA HIl % L 40 5= A 14 PY'Y 75 ii ]
DLYsk 1% iz 1 0 3, 800 £ 0 7 i 2 1 v B I (), s
FEPD R G I, FEUIERECY . teAh, 7R R A EDIRAS
T, AN E SR U FR 98 2 0T B AR ) U R B AN ], dngE Ak
AR, SCFA HI W s 40 237 A 1198 22 2 Dk 35 A8 N
FREE RO, (R 3B AK, T AR AR AR TN W 2 H ] &
AR ARLTE G 1D 2 2037 A2 1) 988 2% W) B 4 Bk T e i 2
JCHI AR B B N F O AR A DL B AT 5 SR,
SCFA RERe i it 5 i i 2 14 I v Jig Jek, i) & 8K, i mr
{1 Be BV A, 980 T 107 88 A (ELIR] By 3R] 3 e &
W, ELA (2 3t i o A R 75 K R JHE B4R, 31X AT B SAL
A4 ) AR BRI S SCFA A TR BE K 285 24 7 AT AE —
FERIK . DRI, SCFA 8 it Ji7 — i b o 4% A JRE 1 4 38
T B AT B AR (1) S 30 AT U0 IE o /NBERR R 24 3
HER) By, —HUCRE FER T E 4 A
KVEMTE, 53 I /N BERAE Y8 T W% PR AN IE B J7 T
HA B FIRIR AR o« /NBERR AT DL i 1 15 i 18 i A=
R, SE R B )R BE R T EE T R, A O IR R
Wi SCFA & &, 6 I i K GLP-1 M PYY /K- & F
T GLP-1 32 44 HE IR i ik, o3 IR 5 R ARPT, 4%
JIE R

W iz — FFF 2l 0 fizp — fi e £%) 8 428 A1, SCFA 7 28 9 )X
I % G B T 7 T A AT LSS IR o IR JREANAR
SO i 38 R 1) AL RSORT 5 A, 3 A B O i 3 o i
PRI N, {233k i 8 LPS #8407 2 L IEF, 3 808 AR
SR SN IR & A T SCFA S I F i 5% 585 34 5 4R 1

325 MG T i B e L R 3 i B B e B DD E N
FR[#) LPS, #1] TL-6 A1 TL-12 p40 25 % 5iF N 1 1 % ik
SCFA i& A J& i 1 il HDAC 35 1 2 5 4% T 4H i 7 4k
R I I 200 B A, 188 M2 40 P, R /b M4 i %
B, 306 T 40 H A ThiTh17 408053 4k, 42 3E T 40 i 1
Th2 1 Treg 4 A 53 44, 38 0 i 38 1 5 9% 1 52, #1) )
IL-18IL-6 TNF-a 55 % i K 1 7= A2, 2D 98 i S S AT
A R, BT o AR . R A, X e 4 i IR T
E A BBBHEA KA, SN X R 42 R ST RE, T
AR R4 2 A TP AL AE B AR PO IR 2 T 5 T RE
TRAAHFE, H2 H Aot A B, AR AW .
3 BB

i 3 0 I A LA L P (R O R, X R R A AZ I
g i77E = 1 O 7B = A R 70 A K I il 7]
PN AR Y R RN 0 B 3 N LSRG A, 186 g 5 R KB
EREE AU ZR-B AR SR, mT 454 5 Th e 1 Th Ae B 4%
15 S BRI AT PR P i B AR, o 52 40 BE gk N
Ju i, 3E— 0 I i P B A 3R L, T U RN AR
KAR Z B 58 R WA, i3 1 B 7 A4 1) SCFA B Ji i v 5
PN G958 INE R R R SRR FH s B A
31 SCFA S5HERF B FE R W E N (diabetic
nephropathy, DN) J& §% JRJi I £ EFF RIEZ —, 2T
HELRIAE R F IR R . AN P 2R EL B
S e IBRIR S 516 1 & ol 2 8 248 P R 7 1) i 3R 0 %
MR 3N 71%7 2 E DN I R R L i AR A . iX
SEIR R FECE N ERBEAL VB NE AR A 4EA, AR
EY S NCIBUR NS E LT

FE T SCFA X i R A 25 L  JIE JRE 2 B R s 1 4
FAE ), B SCFA X 2% fif DN W& AE 1A s AF Y. 1
H., DN & & MU 5 b T 240 B BOIR &, 35 15 4
(reactive oxygen species, ROS) /=4 i £, i ik ML A& 1)
TEERAE S, Pt 'E ANER b A, 5B ERATE N ER
L3R B )35 208, sl DN 3EJE“7. 8 58 3% ¥, SCFA
Ju R T R A A HDAC 3% 1, 82 15 Nrf2 J2 3 R i
A A A TR R DR PR A S, A I IRE TR B L 25
DR DA o A 0 Il 5 T S TR Y, A T D A
R[] 0 8 T A ) e b 48 AR R ) ROS RS PR 4
(reactive nitrogen species, RNS) 177 24E | M0 3% A b M
B, B AR DNAER™ . REEE I KRRt /2 DN Y
FHHFAE, SCFA RE 5 GPR43 454, | = b i 5 5 /N
BR AR B0 M NF-B {5 5 38 5, #0628 55 BBk, H
MEGE B IThEET . HAh, HE AT AR Ae i
Yuta, 57 1R BB B RS R AT IL-6 AL A K R -8
(transforming growth factor beta, TGF-4) &5 4% it Fll £F 2
A HH OG5k TR ) B S0 1, 25 DN IR AL o A 9T
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KB, TR R nr L AR T 4L 8 R IR p300 1H 7
R IR T AL, 0] 58 hE A0 2 4 A4 Jk DR 3R 0A 2
3 DN, S BE TR B, TR B L T i 4
AMPK/mTOR 15 *5- 18 % W& [ W 1M 4E 2% DN i2E #2077,
H P} i Z ¥ (Moutan Cortex polysaccharide, MC-Pa) #&
o2 P R ) S B R, B PUEAL PR P
JEEAE . Zhang 557V SR 1 SR 9T, KW MC-Pa
AT 7 18 B R 2 K, 3G N SCFA I8/ S g 197 1R
K, 2 DN K B W 38 Bt B Dh e, 2% Al 1 1 4 &
RAE, AT LA & A 1 77 e DN
32 SCFAS5B%A B4 A2 WKWK RS
PR, RIRFEFE R EHIR S . R EES AT &
W LIRSy, BRSO B L) A o R,
Ji7 1 PR 45 ¥ ds BR ¥ T AR 26A3 (solute carrier
family 26 member 3, SLC26A3) Fl SLC26A6 2 147 Hl
A B R A W SR HE I () B B R A, AR, 4 RE S
TR 45 A K R D IRgs 7 SCFA J5 vl BB 38 g
[ SCFA JK-F-, I FEMEAE HI T SCL26A6 F# 11K K H 1R
ER KRS BT RS 45 . SCFA B ] LLJE I i 75
G BIERFRE S A . Jin SR QBRGS0
UE EER S 45 4, R I SCFA n] J@ i 15 F '8 I e 7%
4 Jfa_E ) GPR43, S 3 Ve 1 I B I CX3CR1°CD24”
SRR O = (AR R A T e = R P B R )
(chemokine receptor 2, CXCR2) [J3R1A, AR 12EHT 28
M2 g 20 M AR Ak, FEAIR GRI1THR b 20 B 332 ), B AR
JNE B IL-6 TNF-a Al IL-14 7K -, 5 5 W 4 23 %
E SN, IR B RS A

SCFA [ 1 0 LAGZ A R 3 15 i FH B 285 0 51 2 1)
B A3 49 A1, 38 AT DA F A R R 5] S i S T A
P 7T R SR i) 2 S A L I R 9K 2R R fL
EERREA I ERNNERE EHTER-IERK
R RGLGE = U 5] RS B B 45177, SCFA I v @ it fE
1 TGF-p1 15 5 38 B 9k /> ERK ¥ 8% B2 A4 5k s I bt
LR ALY T H, SCFA JUI 2 T 1R 258 ik # i) ' /N 4
2 B R T RN SORE S N, S 3 i I S5 M) RN B RE B
I3 WL K, s ' Bk i P4 157
4 B7-Rihih

JE WP E AN 15 i A A A [F A D RE, 2
W% My 555 12 12 o 1 76 58 W 5 T2k 6 Ak B 98 M i s 55
W7 38 92 P B TR B R AL, s i TE AN 2 TR A AE
HARER R i FE I i T8 R 2 7 A Re s 4 i i T &
A B RAE N AL AE S, 5 S 5 4 PR ) R S A
77, FEAR 022 905 51 K P 98 RE S BE, T s 0 25 6L U T g
SEOLATAEMAE 5 0%, W lig b a4 51 1 LPS #
57 2 i, A 33k T 58 28 0E o SCFA A N i 10 o 4 7= 2 1)

BG4, KR B e R B — EEH .

4.1 SCFASXZSEMEN SCUE BN —F ) LEA
BN i DL TR ST 18 P 28R 1 e, L RE AR RUTE 28 E
FVSE = SO, A B g% AL R LB GeAH LA F
G TR0 2 P G 128 200 L 11 SR B 78 B2 iy 1 R HH T A R
TR, bk 40 B Th2 35 AL AT Treg 41 B IR/, B
S R, A R T BB K 48 A g 1R A b 240 e g Tt 12k
2 55 3 B 3 I TR S 4 PR, 5 LA E SR B A
SR RN o T BB TR IR, TR G ) SO RE S
JE R DIAH G . 5@ AR A L, SRR B AR
11 I 18 1 B 2 BE PR AR )P ) SCRA & & I 3% %
fiX, 1 22 SCFA VR T J5 7T B f o 35 400 1 1) <18 B 2 Jf
B P S AU A ORESY . — 5 THI, SCFA I8 I 0% GPR43/
A1/109A 5 2 87 fili 3505 50 06 40 P« B4 292 &40 A T 9k 2 4
Jit0 T g, ) SORE R 7 IL-2 B, BT 2 R 1 TIL-4/
IL-10 7K~F, AT e 36 3 08 Bt B, 39 9008 o — 7
[, SCFA i i 411 1) HDAC 7 2% Ffv i 85 1k 200 57 4 it v
RIEFLRAEA . Hoan T i@ T 0 6l HDACY 3% 7%, 2
11 XOIR 3k #% 5% K] 7 -3 (fork head box protein 3, Foxp3)
JE PR 1) 85 S5 K T, A 33E Treg 2 it 184 5 1 4 328 3101 1) 1)
RE, 2L FF LA G0 % P 5 IO R AT IR B ik HDAC 417
1] 1R IR PR 4 AR A R T oG B U T AR (1 Bel-2 X %
(BCL-XL MIMCL-1) K&, s HARE T, 1 B
I AT 0131 P A L 4 LA 9 R T4 77 AR (H [R] B
38 i W T s 24 Y S ORI TL-13 3R IA, $27R SCFA
S 5 W TR R 4 B 1 ) Y. 5 4, MAPKY
ERK {5 5l i 2 3 2 P A K H TR R IEN S
S5 SR T UL A B A 5 i R ek R P S
RS I8 20 I EE B R, 1 Kim 25k B SCFA
AT P MAPK Al ERK1/2 A 5 145 5 18 %, 22 i <1
RAE . AWETCR I, I VERE B 41 4550 e A AR R
W iy /N B 1180 I 50 0t A 4 o R, M0 A v B
P, FLALH 5 20 1 7 I 16 B 2 AR = ) SCFA
AHIE; T3 Ak, W R AIE 700 Sl o, B2 g i 2 ok AR FH 28 4
B S 53 R O A0RE, T FLIE SR 1 )5, RERA 21
T i T TR RN i 5 B 08 ) P TR R 4 A
HDACY %= K 1A, M 535 B i )

4.2 SCFASBhHR ik — e 18 Hau T 1% B4k
BRI 2% B A % 00 4 45 T B2 IR A0 I v AR e ) J5it 55 M
AL R RIE . HAl, 1R s WL 3 B2 A
T it 28 N5 5 P M % o JEL e o B A T 8 AT AR e A
FEACT AR 1) F B, U JLEMZ TN,
i 98 . B A TR — T E 1 2 205 R AR, BRA ER
I A AU T 2R, RN AR B 1R B A 2RI 9T R Sk 3L
TG R T AR KB HIE L, B 1S u A 2= A iy 1
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TR, A7 IR 23 A it 98 oo 7R A TR U5 3 0 A 4, I
TF 15 2, T3S o B A Bl ok 2E B AT AR R 4, B2
F AT I 2, oA 1 B PR AR I SCFA fE H il 7 — 58
EH . Wu S5 5T K 3L, SCFA Ji i b i i A 7y 44/
% I 4R 3&E BC & H1 2 (late endosomal/lysosomal adaptor
2, LAMTOR?) #i% MAPK ' ERK 15 5, {2 #E M4k —
AL A B IE % A K & 1) — S LA (nitrogen mon-
oxide, NO) i % 1L & (hydrogen peroxide, H,0,), 7
P NAZ AT, I HL 3G I 0 48 e s 28 e 85 A0 B 1
WAL S IE BRBE 7T SCFA o0t i 48 e w5 A B 51 i 1) it
KA R, 3& 7T I 0] NF-«B/NLRP3 i@ 2%, 7] LA
HE /)N BRI 2 8 35K B il ¢ A o B

B e P8 7 51 R M 28 R 2 At SR O O Y
— I B A, 1200 AN W i, 8 H AR B A
PR ORI i 55 5 g TE IR, 1T HL 528 HdE R 8, 1
B %5k & # 1L i 2 (angiotensin converting enzyme 2,
ACE2) 1E et s 75 01 R B H I 455 6 1L, FE N K

Gut microbiota

Pietar;;‘ﬁber mi SCFA
K - (C)5)

o * [9)
{ ax: ...

bR R Rk, s S AT R E E
TG AT LA (38 kb, B A & 3L, W B i i
PRI N, ARAE 20 R AR, 8 FEAEAS B RG  & BI,
[ 3 SCFA )V #E 5 81 e ik e = AR FEAHOC, R T
SCFA 75 37 78 Jii 7% & 9 Al R J& v 1A 38 24, Dol e il
K ERITIRAE T B, St — BRI R,
SCFA JtH2 T B 3E ] i T Va8 el o 25 ok G Pr b /7
(3% K] ACE2 Al _E A iz i - 7 40 g Toll B 32 4 1 05 25
AR RARY 8 F RS TR, ) Ak, SCFA R4 1)
PR G2 A FH A 2 2 g e it 9% 1) T R 2 —
Hl, £ FRE T aAn md W e EE
TE R B BERE TR 00 G t A TR, ST R AT
Jiti 9 (4378 LE I R IR 9T F B
5 NEERE

25 L FTIR, SCFA fig i i 1 55 AQ 1T« i 43 10 - e 7%
N SEAE T 0T Bz — Il B — il g — " Sl R f i e 2%
LG]SR A P A s (B ). BT TE e TE

Glucose/lipid metabolism:

1 AMPK-PGCla-PPARa pathway

1 UCP2-AMPK-ACC pathway

1 Islet p-cell proliferation and sensitivity
| HMG-CoA reductase

| Hepatic lipase

Immuno-inflammation:

1 Tight junction

| Circulatory LPS level

| TLR4/NF-xB/NLRP3 pathway
1 M2 macrophages, Treg

| M1 macrophages

Endocrine pathway:
tEnteroendocrine L cells secreting
GLP-1, PYY, leptin

'Vagal pathway:
| NPY/AgRP neuron activity
1 POMC/CART neuron activity
Regulating dopaminergic neuronal a-synuclein
1 Enteric and cerebral 5-HT level

Immuno-inflammation:

1 Enteric and cerebral tight junction,

1 Blood brain barrier and gut barrier

| Microglial cell activity

| Neural inflammation (GPR41/ERK1/2,
TLR4/NF-xB pathway)

| Neural apoptosis (PI3K/AKT/caspase3 pathway)

1 M2 macrophages, Treg

| M1 macrophages, Th1, Th17, DC cell

Immuno-inflammation:

1 Treg cell proliferation,

| IL-2 level, 1 IL-4/10 level

1 LAMTOR2/MAPK/ERK pathway
| NF-xB/NLRP3 pathway

Oxidative stress:

| HDAC/Nrf2 redox pathway 1 GSH synthesis
| GPR43/NF-kB pathway

| ROS, malonaldehyde level

Immuno-inflammation:

| Histone butyrylation, methylation, acetylation
1 CX3CR1'CD24" M2 macrophages

| GR1" neutrophil

| TGF-A/ERK pathway

Others:

| HDAC/Bcl-2 apoptotic pathway
1 NO and H,0, level

| ACE2 expression

Others:

| SLC26A6 expreesion, lowering oxalate level
| Renin-angiotensin system

| Renal tubular cells apoptosis

17 AMPK/mTOR autophagy pathways

\ Y \i 4
|
e Autism spectrum disorder Diabetic nephropathy
Dtig;)e - Cerebral ischemia Nephrolithiasis Bronchial asthma
Hyverlinidemia Neurodegenerative diseases Renal fibrosis Pneumonia
yperiip Obesity Renal ischemia-reperfusion injury
Figure 1 The role and mechanism of short chain fatty acid (SCFA) in the gut-liver/brain/kidney/lung communication. AMPK: Adenosine

5'-monophosphate-activated protein kinase; PGCla: Peroxisome proliferator-activated receptor y coactivator 1a; PPAR: Peroxisome prolife-
rator-activated receptor; UCP2: Uncoupling protein 2; ACC: Acetyl CoA carboxylase; HMG-CoA: Hydroxy-methyl-glutaryl CoA; LPS:
Lipopolysaccharide; TLR4: Toll-like receptor 4; NF-xB: Nuclear factor kappa-B; NLRP3: NOD-like receptor thermal protein domain asso-
ciated protein 3; GLP-1: Glucagon-like peptide-1; PYY: Peptide tyrosine-tyrosine; NPY/AgRP: Neuropeptide Y/agouti-related protein;

POMC/CART: Proopiomelanocortin/cocaine-amphetamine-regulated transcript; 5-HT: 5-Hydroxytryptamine; GPR: G protein-coupled
receptor; ERK: Extracellular signal-regulated kinase; DC: Dendritic cells; HDAC: Histone deacetylase; Nrf2: Nuclear factor E2-related
factor 2; GSH: Glutathione; ROS: Reactive oxygen species; TGF-f: Transforming growth factor beta; SLC26A6: Solute carrier family 26
member 6; mTOR: Mammalian target of rapamycin; 1L-2/4/10: Interleukin-2/4/10; LAMTOR2: Late endosomal/lysosomal adaptor 2;
MAPK: Mitogen-activated protein kinase; Bcl-2: B-cell lymphoma-2; NO: Nitrogen monoxide; H,O,: Hydrogen peroxide; ACE2: Angio-

tensin converting enzyme 2
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A2 W 5 AN TR T 248 2 18] () AH EAE FH 45 RF L, BT A
SCFA Xt AR (1 -4 B #i s AF RN % 57, 5
B I 9 R SLAE R B P I AR R e R IR DG B B
R R %, SCFA n] il it B #:4E F 1 41 23 40 i 508 i ok
5 iy 8 G 9% B B 155 T e P& AR LPS /K IR B2 A 41
S 2 PR AR A R JORE S BE, 6T A DRI VAR T RN S
T EEMEA . BT R LERT A DA RS
T SCFA Xt 15 5 A= B L B 10 =5 2R S 4, (Ho2 e xd
T 1 5 5 (AL I FE AT SR b R B B, B R IE
K2 S FF SCFA A& 3 ik 18 57 2% 21 2141 g ¥ GPCRs
5 HDAC J3 3l F il R 215 5 B B, TR FE) 2
FIAEBE A o AELE S F/KF b, BLAE B AN R 45 51 1
ffy SCFA A& W {a] 1 717 1 L % 11 1) 3R I8 S i 11 35 1, B
VA2 o 2R R 1 A 7 () 4 A, R e B L U 1
7, 0 BY 3 2 A 1R T I L B D] (1) 5 S Ja sh VR L, Rk
U 57 A B )2 FR AL R AR AR, X S AR £
Z WRHIT TAE# 34T IR N (0 7S AR T o HdE i
SCHRBIE FE R I, X6 T [l — 26 A5 5 B, 7EA R Btk
AN BAEAS R 4440 i, SCFA o e 1 5 1 F vl g
FHIR, T84 A 42 X BRI O, 8 it 45 & SOk &
ARG SCFA AH JGHIE F8 [ %1, #125\ A SCFA 1E
LU R 22 5 1T 6 2 3 A R TR 1 A FH ) DR
Kz —, I ELAS 5] 40 g %F SCFA Js 3 1 (1) 2 57 th T g
SEHMMFE R . B2, TFAE R RIE T B A A
L 53 SIS B TR R AR R et JF A48 i 57 A4 A
18 3 R TE NG S IE B AT A AR, 5 1E
SCFA Y& I7 MU A FH A0 431 HL .

YE& TTRk: 2002 ORI AR IS AR B T A DG SR I IR L SRR
ISR EAE I, SHREXN SRR ES T TSR
VAR RLRRERM 3TN, T8 R0 LS E IR R 31T i
RFNG . ARSI [ R A SO

FIFMSE: BT 1E 375 BIAAEAE R &5 PR
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