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B E . BRRIEIE (Alzheimer’s disease, AD) & —fi2 . Pl MBS . Har, HRw
B M ASBAEG, £ EAPAE B- VO FEER 1 (amyloid-B, AB) IR UL AIZ O RE IR SR8 2 221, Uil AD &
ZWiH. ZEBEEFEERTIHESMREMEER. T4k, AMIRIIGEEBAE RS K 3444,
TENUVRIORE, 2 AP B2 RSS2 71, X AD #0645 2 OCE BEH{EdEA . Bk, W97 i s Esi
BN S AD IR I — PR T % AR SR I, I8 AR BAT B 2 DR [FI I e DU A TE RS R, 4R
JNIZE B ] g I U AL AR g T T A T SR S SR T - B s AR, S TE E AD SOER R K
AR . 100 B AL VRGN A 18 T AR IS W - e AR 2 5 AD ROGE O DA KGOS Bl R i T
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Exercise intervention improves inflammation of Alzheimer’s disease by

modulating immune pathway of microbiota-gut-brain axis
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Abstract: Alzheimer’s disease (AD) is a chronic, rapidly progressive neurodegenerative disease without clear
pathogenesis. To date, AD is regarded as a disease induced by multiple factors, such as AP cascade, neuro-
inflammation, and so on. In recent years, with the growing evidence, gut microbiota (GM) have been shown to
impact diverse physiological process of AD by immune pathway of microbiota-gut-brain axis, ranging from
inflammation to even the production of AP. Therefore, gut microbiota may provide a novel therapeutic solution for
AD. Physical exercise is not only a potent intervention for inflammation, but also a regulator for GM structure to
impact AD in host via changing metabolites. The present review aims to emphasize the mechanisms among AD,
GM and physical exercise in order to provide new ideas to prevent and cure AD.
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R 2 PR RT G PR ST 3R B, i 08 48 o A
Fi] /R 7 ERAE (Alzheimer’s disease, AD) <8 1955 ¥
AERALA, T A JE BN RE A AD i s Bk AR
kg EEFER Y, Hik, AD BN — Rl
EX

NEE pE s R, Pk AL 7
WA B A S RGN E R ez, WE
Z A EAER (TR “H 35", Crosstalk) 7£ 1@
BN S b e s Y, i R - W - i
SRR R 405 i B R () Crosstalk 1780 ] i 15
My, ANEE TGN/ R Z AR HR R
M2k 2 G0 L E BN ER Y. S KR
AL, Wi R - W - il IE ) Crosstalk ££HHX /
A1 JE 9% 55 A 22 1 7 TRV AD s 3 1) AR A e
Prf g EE A, @E N TR RZ MR AD iR
MAEZIa YT 7730 AT LA I iE Wi, L RE
TER T - I e & - i is, bl iniE e
HEE R BN /A6 JE JORE [ B 5F AD iR B FE, 2
BAR S AD B R AE RN o AR SCHE T i E R - ) -
% Crosstalk, DA% At B S VRN IR [ 15 35)
28 RO W TE R RS 3 1 AD 2RE S B 43 1L
Hil, AT FIGE AD SEHE AL A

1 [AEEEE-I5-fxil 5 AD I ERIE

1.1 AEEFHES MR- EMIFE B (amyloid-p,
AB)F=EFNFRE

AD 5B WS MM OC . i w5 2B
B PR 5 DL RN B S5 A 2 R g, PRtAS
I <2 56 o Jizp 3 B RE B 45 R AT AT A TR AR A AR
BE. SR, EEANTIRFEL T, Tkt AD B
BT EE NBE, /2 AD BB AR T 37 AR T IR,
53 B 18 B A AN [R) S5 v 25 R AR T A TR e s
£ AD /N, W T8 TR 2 R AR, AT T
(Bacteroidetes) A4 EE [ | ] (Tenericutes) AH X 3= & Ff
B, T ARERE R (Allobaculum) AHXE F FEREAE U
Xt AD i35 i 38 B R I R S 53 i AT o B Rk
AD HEE R o 2R EFIC. SHEAN
BEAHEL, AD #3548 X 1 1] (Proteobacteria).  X{
B & (Bifidobacterium) F17% Fi ¥ 7 J& (Phasco-
larctobacterium) £ JE 8¢ 5, J&BEH ] (Firmicutes).
B E} (Clostridiaceae). “EUZ 5 Fl (Lachnospiraceae)
DL & BB A B (Rikenellaceae) F ik, H, 28
TR 1222 IR T A R, B R RN
JEEER T MRl B BRI 5 0 58 25N A

RYAR, WINNEFEEEE. 2 ANEIE,
AD 535 i3 TR Jy A2 TR I SOBOA B8 1 = [
FETH R, X ] RE S i A A R R i B R
BpLEI A . Ak, AAEJE (Alistipes) 5 AT B
J& (Bacteroides) W)+ FERILH X% 7. HEEHE
F AR K B AD BB A 38 in w7 A [ R R,
FOAT B Ja ) R A 36 A T Ty S PAIm PRI AR K
J& (AN R B A 57 DRI 3R 2 T iNE, B B A
FFEAS (mild cognitive impairment, MCI) $| # & AD,
AR TR [ VRN 25 AT T g 110) =1 5 T 6 o Ao 1) R e AR 3
ORI IE AR G R N 5, [ B AR T ok = ) o s 1
(RIS 47 PAR s e — 2 s se s, A
BT H A 9% 1) APP/PST /N, JETE APP/PST /)
SIS AD i BB . HEORUR AR FU ORI, HE
T R 7 1 B AR YN R W TE R AR B, R )
APP/PS1 /)N RAE 8 A8 FUA 7= 1K) APP/PS /)N iR 18
WREfS AR N EE Y, $ROR 5B AEAUAR L, AD
/N BRIV TE R B A R S

FHE RIS AR JUAR T B ) 2 4 B AN 7= A (1) 4
BN H BTN N AE AD R I B 2 —.
Ji 38 B R RT LS e AR AR SN2 AR B ) A e —
DT, AFAE T DRRE AR PN 4 A B T e ) B R R
KRR R (A2 AR P SRR B A i R YR 1 IR
PEVE R B R 1 AT 8 S R AP R SR A R A 5% 43
F 1 3 (pathogen-associated molecular pattern, PAMP)
JE BN I R G, M5 T WA T A P 0 o 22 U K
BEER A G I B M. e AR IR T R R R A
Curli [#) Ki#¥R 75 B (Escherichia coli) ] ¥ INsh#44
P E R B B T IR, e /N e Joi 48 M 0 T I I
A A A, (23 Toll #£5244 2 (Toll-like receptors 2,
TLR2). H4HES % 6 (interleukin 6, IL-6) A1fifE A58
f -o (tumor necrosis factor o, TNF-a) f] 22 ik 17,
Curli Ji £F 434 ] i /) B iE Ve FE EE E A TE
e, $27n Curli ATYE AR AP £F4ETE iU
W gbAl, R VE ST AR BB AT i AR £ e A
B9 B ML B#F% (blood brain barrier, BBB) [1] H %
BIE UL SR T TR /N B o 4 B A A S s 2
i 5 440 P P 3 5 B0 R PR SR R R R TR Y,
P& o T B A T LI S B R E K A S e S
AP [ BRI AE 1, 2R Al N A 2 B T T
55 R X0 [ /) R P e B B () PR @ B o SR IT TR
B, HAEREME TN WA R IEDERE
Thag " Sun & MR, SMAIETEEH AR ATIE LT
TR AE PP 22 BRI UTRRE IR, 5 30 BRI AD
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TR, S BB I TE R - - S R A S BT R U BROAE JOAE S R R F 7k R 601

R R AN EE 2R A2 B T T B, ML AT R S
AB I BUIm BRI o0, 0 N DU B R
J5 A5 VE R BE B Bl g - Rl S SR
(Cross-seeding) 753 / B AR 7= A FIA S H2 44t
TSRS S

A, 5 ABRE—F, & RN RAE
S NAR A AD [RZ IR EE . BEAE X AB DKL AN B
iR, AR BA Gy e M s g 8 AN AT
FLEY o AB 2w 7 FIE A 4 AZ T B AR ST 17 51,
AAET 23 FIaHesh . Rk, AP A% HI
AD 14 bR #E T AR MR A (K o AR S FIE AR S50 35
B, AP AT LU BT B K — PR R K LR R R
W~ AT IRKF B (Salmonella typhimurium)
TEW 2 Mo 5k, FElKE, RS PEA
(calprotectin, 41 S100A9) MY EAVER 18 A & TE,
W5 AR M EAE R Rt AP BEHR AR, XA
) AF AR N T 32 7 AB AT RE A P KRS .
A, BRGSO PR R A T
HE SRS RS A 3 (interferon-induced transmembrane
protein 3, IFITM3) #3805 I 5 v bl 4 &, ik
AB . AL, MR BER UL, AR BEARLRYT K
0 4, 52 TG 1) e il T AR B AT pP e R AR R
Y, AROER AP IFREJ15Z 4002 AD KA R
JRIA U, [, fEREE A AD RAER, AU BBB
WIFEYER N, HAERE R 70 B R R ELIS T 2 i B
B G B, AR R A S A, I IE A
S EAEIN, iR BBB HE N #5754 RORE
RN, ek AR P2 AR A PN, Rk, i R
Al REIE IS AR H B [ A PR KR PR T S AR
FEAERRRE . SR, BT H RTAHSCHT SRR,
ZORA JJW SRR SRR, R 2 IR AT
FEIMEABGAE .

R ERTiR, 5% AD JigiE R R 2K EL A PR AR B
PEVE R FE B H & B AT Be e i35 AD BT A BUs 1
12 BEERATERESIMADRAPRIR

Hg Z ¥ (lipopolysaccharide, LPS) 1F A& 2% KA
PE B 0 0 BE R 2 s 2, AT AD 195 SR & O
N T34 AD BRI NT. AR AIT AE 4 BIE S,
LPS ] {i 3k e Ky BE LT 4E T % U LPS 7 5 3
ANEREEVY N Z AT LA I 2 Bl AD 28 iE A Py
fiE #, peah, NEUE IS VE S LPS W S 80 D X i
AB TR, IiE Sl msk g " AD 5 5 5
HAA R EF A IR KB, LPS MK Wi i 5
CERAFE S E A P, PR LPS A1 22 [ M

AR 715 AD ifm BB VIO miElfE s A
P EBEMERANTE . PRNEENSE, W
Jis N P A R LPS 22 i AR Fe N HE S i 50/
BT HEZE. W b RN E i B 52 5
TEBFRE. i B B LR ORI B A 52 i Y s SR AR
WL 7 1A RO AN AL 22 ) N IR 24 DA
FARY TG FAE RS T R IEE BEER . piE s
e £ ) P 2 T e ) AL ) 2 e B T 1 4
hn, sl E b D RERERG, &N WA
2 FEUGE E B 2 A AE FAW s, &
2R E A MBI EIEIR BRI, R
PNE N o R A 60% 11 B TR B oS RER A,
BAE AP HAE R AR AR ZE A HE 2 1) = B IR
FEH, WS AR R R AR AR 4 B, A T
W, JIE RS AR B A] UE TR PR R G T (e
BERGEE S E N 5 RIS, 73% (1) AD B3 F5d rh 45
TR AT P B A SRR TR A R AR R I
fE AD B35 KA E b, 2 DEAKFRER
IR RE T Ve R RE B A SR DL R SE R A B
AB MIRAE M. iR T EUY LPS %5 736 1 B AR OC 43
+ B W A R A T S B A Rk 2 W - i
Bl Cross-seeding 1F F {2 iF AD fixi b AB 7= A fp) 5 %2
FHRHEE

i T T K P B B A A A Y ok BT
MR B B REAE N R P AR VTS S R, i
FERT KRB =3« 8 MR ) el A B R SRR U B
DL R st B PR I B0 R . 20 B0 T AR L R kA,
51 F e g BEI AR RSB R B E AL
PR 3 B ph i AR B A BUR AL R e AR
P AR AL AR S AL RS 77 5 JLA B BEI o TE 3242
BERR KA G PITE AR R B DL R R = A, R
13 173 18 A 5 9k B2 2H 21 (gut-associated lymphoid tissues,
GALTs) 1) & & LA L iz 18 R 1 H 2 J 7 1R i A4 A
W IRAR I E . R, ApIEMAESTRA L,
T 5 AR TR 2 TR RS 1Y) O RS, 2%
HEEUR 2R BEA RN P 2 50 B
TR KE A B, AR TR, Ak g
TEBERE, WESS4UHT i (Bacteroides fragilis) 1715
RN R R A R Py —— b AN R R
A, MR SR P HASowE, ik
AW WITKEE (Salmonella). H 73 K H &
(Shigella). W41 THRFT I (Helicobacter pylori) F15K B
J& (Vibrio) $5) %ot ' %5 % 1% () 4 Fp FL AT 8 M s iy B2,
AT EOW A, w6 2E W W AE Y I B (Lactobacillus
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plantarum). W52 & (Akkermansia muciniphila). K
W45 (E. coli) Nissle F1 5% ) LSUS AT (Bifidobacterium
infantis) V] S8 IR E R E O R RIL, B0 iE 5
W, Zfiimig 20 Y. Rk, N T e mEfRR R,
1738 Ha 955 5 G0 Db ZBUAE o AR B )T 52 1 A0 B0 B
(1) 55 71 2 AV ERFE D B P AT o i i T A 2580 0
IRITIAED - T B S e L, 5 K Wi )% R4
PO 7= AR JORE S B LA 98 0 SN B3 4 R R+
TP AT 24 e 84 o o g i A 7 A 04 4
925 S LR B S5 A, AR I T SE S B 22 38 T 451 4
ML, WIRpIERE . Rk, 4ERF5E8 0 1E b s
ARG 7K T 1) 368 375 P A2 38 f i 1 T A 2R LR -
s R BN E AB R ER R AT RS .

1.3 BER-INERE-HEIREFFFADMNIBR
fiE & B2

B RGAE AD KIS RE R 2 O )1
F s N 208 R SRR A& AD Km0
o [RIEF, A N 98 B R 92 18 15 Ty e 52 4%
FeTINFIDIRE N BT, R S 2k A e 2
AD BER R RRE B Rk, AEBE AR R K
IR Fe& 1) A1 FE LG 22 0 12 1 98 RE B S A WA hy
AD [fEEFER B,

—J71H, RIERFIE R K EME, HEE
FHEAER o /N B 5T 20 B AR 2 R i 928 1) 5 B 248 e,
oo B0 5 3500 G 28 0 S B2 AD g B v B
A FAE . AT IER /N, TG/ B
JRAMM 4 7 B R BT, DR i T A A B %
JiE S R AR vp B LA, AL 2 — T REA
i T TR A 38 T T A R g R A R Y G S &
i, WHFCREH, FERME, JEIR 5% 40 M 2 ) 3 v
M EHFEWEREES, BRI REERIIHM
RS2 A0 ] e e 4L, i = TNF-JNK A3 ) #f
ZIBAT MRS, (EEt AD K RE, T A E e 41 i i
T03 A S 2 D) AT 93 A A 8 98 R S L R A 28 AR AT 1R R
A s FCHLH AT B8 2 Bt B g m 19 n A ] G 4 B i
IBBNRE ST, A8 TS T AR A IR S T v ) K
Frmg sl B, R, S0 E R 0 B @ BBB kA
0175 i 98 RE BN, AR T 5] A A0 R 9 O,
PL “$2717 8977 00 K= A sz m, 155 2 i3
AD K J P ARV (14 B 9 E [ N AT B 3E i o
M RS AT 5 BBB @& M3, e it
00 ) A FE A B S — T, e T R
[T R RS B, WiEw it A HACH )
E s I bR 20 R ) T e AR SRR 2 PR R R

S, AT DA I i 3 T A DK S ) AT L ok
AT . FIFE, WTYE T 408 (regulatory T cells,
Tregs) W 7] DL i1 I 18 & #EARH 055 5 77 . i
BRI ] 5 5 B A 2, JF o H A Bk A
WAL B Rk, P T R 3L 2 i T LA G
W GURANE SIE RS, 3 S BRI ] S £ 2
REEL .

2 EHEATERERKNEADMMRIAR

2.1 EIXERERESSHMNIBAREFFRE

BIFFUAE S, rh 45 9 52 0 U1 0 65 3)11 R A2 K I
AB AE R TEBR T BE ™. Fr, %
M b E P E A E ., B, 4 51
rh SR I 6 I8 3 W3 G T E VRS AB40 i &
(1) AD /N B JFEBE B T3 B 9800 FNAUAT B 1T =F FE (1)
BN, BRI/ REER TR Y 16 A
(1) H 3 M 20 ] 23 PR AIK APP/PST /N R AR TE B
F1. BCBER 1] $00FF 1 J& M 3 AT I 8 (Faecali-
bacterium) £ 1%, @ FEEEEEE T, R,
Abraham % "R I, w0 A) BE 238 A 1
MEE B 4 M = T APP/PSL /N R TE N AT B S
(Eubacterium). % K H J& (Roseburia) FIHR 1 J& (Clo-
stridium) W) A0 %F = Z . Butyrivibrio proteoclasticus -
Marvinbryantia formatexigens 1 Roseburia spp. %5 ]
PR 6 A 7 T R S G N, A0 M T A 1 e
SSHOAT AR F R B . 52 AR, ARECT
2 AD N, 183141 AD /NI P AB &&=
2 E BT & k> H 5 29 IRFUFF 8 (Lactobacillus
Johnsonii) TR FEARDR ¢ % 2 HCAZ B RE ) 45 31 B 2
3, 35 Z AN (Bacteroides thetaiotaomicron)
AR, Ak, AR AR IE ) AD /NR AR
FEFAT R, HRonig sl ] LI 18 7T g iE R
LS AD Il AR 7K1 B A 2)FE A RE T« B 4P,
12 Ji A 5550 B 1 B 15 92 B0 7E 32 5 AD /N BRUIGES AB
A s ge 21 R, iR & 7 FE LRP-1 2R
2k Y, % FEORAR SR B AL T AT ReE < Blig
BT Rl i gD A BV VE R A B, AT G
Hfid Cross-seeding 175 T G AR 1= A F R .

BRI, TE8 2 H 45 0 18 313 2 (R o B[R] BjS
3y, Yyv]feidid B8 g E WA R L 9D A R R
PEVE B B 7K TR B3 I AP AR SR . SR,
T A 7 /b, AD il AR W 1E i #f Az 3))
Z AR AR LG R 77 R B kg i — B R A AN
Bl
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TR, S BB I TE R - - S R A S BT R U BROAE JOAE S R R F 7k R 603

2.2 EahETAEER T SHIADIE R &R

SRS G B RAR & TSR A AT LA i
R B AR 251 B g m L 7w
R, AFEsiLmsSgmANNEE . BE
HEC I8 B AT DAY 5 128 i 5 T % FE R R ) Rk, R
FEAG /N R 45 7 8 TL-1B. TNF-a. LA E ST la
(hypoxia inducible factor-1 alpha, Hifla) 2 HAthfig 4
Y MR 7K, BRIRIRYS R AEZ, s K in s
B 4k g, X SEa Mgt i 4 LA AR /e 1,
30 min/d ¥ 3% Pk I8 i 52 4 U /B B R
ReglIIB/y %53k [A] {28 125 AT 1 Bk 1) 72 A 1 i g i i
BRI BE A7, Wk /I RS M o B 1 R T g s B
A, 4 J& o 2550 B 608 30 v 42 = g il R %k
HERARBKE, SEHERREI G, RS
LPS & 4, jhabh, BpfdR sk i 2k iz 3h
o {7 3k i T Uk B2 40 i b 4 2% BT 1 TL-6 A IL-10 [
Lk, W L 4R R o 4873 W GLP-1, #%
PUAIE L B,

BRI, W TE b B AU B T B T
PR S5t SR i 110 RV 3 A 09, 5 4 P P
T ) ZU 0K B[] 1132 3015 A () 2 32 1 1A ARG JE 9
e LK BE 5 (A O B, R, ]
V5 AN il g P W R A R, X
SE R T R i 3 5 T 4 N 5 3 am v  H #AR
PP ARG IR IS 4 5 RRE RN A < BT i
FEIZ B n] Re 8 7 RIEEAIE F IS, HIF5H4E
PRBE TS 1 B Bpil bR B AR R 3 n T TLRs
I T (R0 P A B R B, T 5 i T R
W, FREDRMEEE, WRiEsh 7 miE b
B SE A2, i A Th AR R AR T RIZAR L, AR
A 2 R B RS FRRAE % SR, AR A ] e fa 2
123 J5 I a AR B B A A G R 9355 3 R A A A
Ak, GRARAS IR PO,

ERLtE, b2 B 138 2 mT DACK R i 48 0 e B
O3 B A, FRARFLIRIE M, SRR 18 B b
Thae Rt 6 R AR AR -

23 EHBEIATHEEH-ZR-HELEENE
ADRKTER R

g gl P R IE A - g - A IRRS
AT PN B M JORE OB, 203 AD SR EE Y 1
J, 12 B I8 R N  E A R R &R
(kynurenine, Kyn) 8 i i Fl A1 & 118 58 FiE BV o
WAL R, AD /NI F A7 E Kyn-Quin &2 1 B
BOE S, B 60% (1) Kyn 22 BBB HEAJKEE, /N

JBE 5T A AR 7 A2 HAT P 2 BV X ERR R (quinolinic
acid, Quin), T AD fixi #5312 i 119 5 W5 41 M AR i Kyn
P2 4E Quin [R18E F7 2 /NI TR ALY 20 45 Y. Kyn 5
— IR BAR 7 W) R K E WK 2 (kynurenic acid, Kyna)
J& GPR35 [ 44 ', Kyna-GPR35 #H B E Fl AL
R AL AR M ) A TE AT #,  IE w] 4 LPS 5] A2
FARZ A R 5k L 355 ) SRR S N, AR M
H 4R %47 T 48 il (invariant nature killer T, iNKT) 4
IR 7 R I8 [FIB, Kyna AT DL % 52 41 il
(K] 77 75 44 52 4& (aryl hydrocarbon receptor, AhR), 1
BEGR e A2 7 8 JH A gt ia s AT DU i S
LR w3 I S8 A A0 i A 164 B P B0 2 A -y il RO
¥ lal (peroxisome proliferator-activated receptor y
coactivator lal, PGC-lal) & &, PAINR R AR
2 % #% I (kynurenine amino transferase, KAT) #&
BRIk, {2ik Kyn-Kyna #46 , Wi 4T Kyn-
Quin 4%, 4] Kyn 1) 2. Kk, i@zl
VAT Kyn (ARG BR 2GS AD ik 20E SOV . 4
B IG5 (short chain fatty acids, SCFAs) /& i I
wEEMRWET Yz —. Ho, CRRZE/NRFEYEH
BCAFNGERE AR BFRAS, AT SR AR 2
eh N I 5 2 A W DY RE T 6 75 1A o TG TR /)N B BB
(1) i T8 T B 2 AR PR3 e 2 BN IR 5T 4 IR B BB
R PR 2 2R G A g R N A2 A T AR
2021 4E, Colombo % " K I, £ 7N i@k #H] /)
B2 J5it 4 B T AT PR AR LR AR IR A ki o, in el
AD B Ap . TIRIENHE B £ LB
I FIEA PRI 1 AD NRGIE TR B
TR = P B 2 A ™Y SB B AT RO Y i T AR
Wf, oG SCFAs K-F. BEFURIL, 6 M A Liife
B3 A R RN RBIE N TR/ LR Y
AT AT, BV ERIZ 5 R Fe T b SR
T W% SCFAs ¥ B ETHm ™. g, fHis
25 Pt IE 3K & T T K B S0 H £ R K B
%, TREEZEZWLT; i fEissh kR iEE N 2
BRLLBIREAG, T ERELEI T . kel 0L, AFE
35k 52 8)) 77 % SCFAs 1315 A AN [A) 2% 2
PE AR R 71 SRR BEIE S s i) fe . e
THFER WG I, RIS AMEIE T S SRR
FeARr e sy, T B KF MR R AR 2 Bt s
XA RE A B 2 ) 32 B0 BE AT DA A i S 20T S
R, e HEN R BT AB ARG R, XA
Wi /N L A M K B AR SR R . SR, FH T A O
FREEARIE, FREE L, H NS AT
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FORRNIIBAERIR TS Bhah, WEsafEizghicn] i/ NRIgE g s IgA /K- FFH R, TGF-B. IL-6.
PEREAE 46 e M1 RS /NBG R A0 M [l 40 6 PE M2 BU/NEE TNF-a. IL-4 AT IL- 10 FE Rk B, 1L-2 FEH 3%
JRANAR I AL, J> ML BN B4R b, 2 JA TR, B 41 CDAT T 4 i &=/ is 3 5l
360G 3 % R S v T EEI N IgA 7KV T i o] 38 508 3/ R4 S s T
Hx, @ahn] osid sem eyl )l SO B R, BRSO i e S A IR B HE RO A B R
R . S2Ed/ NRAE, BT RKhEmEE XU ER R, SeEwE g U,

Mt @ > misaprmzi |e
A
L o ® —
MBS LPS. BEMEIEM I E QS a‘ **B}*é’é%éﬁ%ﬁ&}ﬁ ]
N
® /
LPS. HIEMEIEMTE \L

[%ﬁ%ﬁ%ﬂ}—a{%ﬁﬁ@ﬁﬁ]ﬂﬁgmw Sh R S |Apmﬁ¢ﬁﬂ@|

Kyn = Kyna. SCFAs% B RS~

ORI IEFER FE Al B NINES ;@ LPS K H A 38 AU 0 2 6, Ak 22 SN R AR 5 K M A 98 S 5
® Kyn. SCFAsZE I8 GG 45 S A 1R R A S RIIE R A G i 8 AOAE S R s @ LPS B ESE R FE AR (1 DL S At 1
VA 05 1 R 18k 98 1 S MR TR e i i B A B IR 7 ZE AR 2

Bl “BBER--RH REREN SHERFILSLADRE

J:/szqgm o e \

. EEMZIRE
® .

. eyl NS N
PO BRI pEwe f
! ppmma » | o ¢ =

00" e e . A\ el ol ."Q\'&* ) .'. Q
- \ -
‘waw N S N i

v P ’

R = PARMZ R

\ ke

%\\!ﬂlﬁ

SCFAs

‘ ‘./55%... .

elole ...,....‘2‘. ...:\. SIS

Kyn

HAbARH=

LPS & HAhpy s

o HIEMEERREERA

o RIEHT

N R

® PGC-la & HAMLAKT
® ‘eEmp

“amer =8l

OigzhiEd WA EEHS, SOEEEEER RO SHRETABRM(— & ). @iazhiEd M B HHEL . 5
EREREIRE . PRI SETT A, AR SGE SN SO RN (— & =) [ 3 3 B 0 45 41 S B S S S L (=), i
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