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The association between sulfate-reducing bacteria and
gut-related diseases: a review

HUANG Guoxin"*, WANG Jingyi*', ZHENG Yilin?, LI Qingnan?, SU Jiyan®,
HSIAO W. L. Wendy '*

1 State Key Laboratory of Quality Research in Chinese Medicine, Macau University of Science and Technology,
Macao Special Administrative Region, 999078, China

2 Department of Pharmacy, Shantou Central Hospital, Shantou 515000, Guangdong, China

3 Foshan Women and Children Hospital, Southern Medical University, Foshan 528000, Guangdong, China

4 Zhuhai MUST Science and Technology Research Institute, Zhuhai 519000, Guangdong, China

Abstract: Sulfate-reducing bacteria (SRB), key members of the gut microbiota, produce hydrogen
sulfate (H,S) during growth and metabolism. Studies have demonstrated that the overgrowth of SRB is
associated with inflammatory bowel disease (IBD), irritable bowel syndrome (IBS), celiac disease
(CLD), and colorectal cancer (CRC). However, there is no relevant research review to systematically
address the role of SRB in intestinal diseases, pathogenesis, and intestinal microenvironment. Therefore,
the characteristics of SRB in intestinal diseases and its pathogenic mechanism deserve to be further
summarized and explored. This review collected the literature on SRB-related intestinal diseases
published in the past decade and conducted a detailed analysis and summary. The research progress and
other aspects were discussed in detail to increase the attention of researchers in this field to SRB.
Moreover, we pointed out several areas that need in-depth research for understanding the role of SRB in
intestinal diseases. We hope that this review will serve as a valuable reference for the treatment and
prevention of SRB-associated diseases in the foreseen future.

Keywords: gut microbiota; sulfate-reducing bacteria; intestinal diseases; hydrogen sulfate

MR 38 N 5 A B D R IRy, &
LAEE . BR SN, SRR mEE
. NEHHiBEMAEY B E2R 0.2 kg,
25 NR G0 S A — 3, (HHEL LA SR A
NMFE R 130 A5, i s ki g 5
5 F B A0AE | 7B e RE R BIA EAE
TR T« w18 = A 00 &, RhHE A
FRHAEERm, Tk, MEZHEEARY
H i &, a8 TR B 4 R 45 /) S HL A BT e A
LA, AR ERY, KNG E
WSS 5 2 Mo 1Yk Ak A 4 2 DDk
R, FeAlE MBS, Wl %) EE G Ak (irritable
bowel syndrome, IBS). %% & (Crohn’s disease,

CD). Wik 4 & (ulcerative colitis, UC)FIZ,
B W9 (colorectal cancer, CRC)P,

Bt iR £5 18 J5L 1 (sulfate-reducing bacteria,
SRB)J&— M A JFAZ A Y, ettt bl
ZIHE Z —, Tl AT HARE NG,
oK . KIRUTRRY . It RS, I
ALK . BERFME S SRB HA Bl 4 & Fi
H ALK BER, [RIES, SRB J&ME—{fK i To L
IR R RE R Y, ENTEA SR
ERIVE R, AT DI B R k45 Sy W 1 1 2 v L
ZW, AR M) FEE R A S A K
ZA PR RE R UEAh, SRB AR AR R L
i A B TR £k 55 A R H - 52 (AR 1T 454K i 3 Y
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AU, PR DML A B R Bl
H AR A Bl 2 4 %5 € 1) SRB 24A 200 F(404ii T
60 &, FEAIE I AN A N a e
(Desulfovibrio) . Wi#i il J& (Desulfomicrobium)
Wi B% FF B 8 (Desulfobacter) Fl i i M i J&
(Desulfobulbus) ; [7) i) 8 40 35 i 5% 1 IR 16 )&
(Desulfotomaculum) . 15 RBLA R & (Archaeoglobus)
FB 57 9K 1 & (Thermodesulfovibrio) %™, &
FE T 18 F M iE H ) SRB 3= B FE I At 9 B J A
IR e . FEIE R AR BLRMETS, EHAEm
ENH SRB i e — & W F B, ™ A4
A HoS DAMERFE 5 1E % 198 BT R E), 1S
Fl— S AL ZL(NO) R AT A A= B 1 19 28 B 22 1Y
SEAG B TG ST+, RAZMAER
YER, HUAN H,S Fll NO B KA 2 S B L Flk
I S kSO B I K 5 I IR RG9S
GG %R . % RO 45 B e S e
PN T, 2 E A A i AR AR AR I B v R R
SRB!"'"1 $IR SRB 5 [ i #e 1 & Ak & e H
BEYIRECFR . SR, HET SRB IR [M HAZR
¥ & J& (Fusobacteria) F1 Hy '] 18 g /T 1 &
(Helicobacteria) 55 8 I 18 BU% A — 15 2 2 1%
HE AL .

AR, FEXT SRB 5 i 18 %5 o AH S 1)
FFRLEIR D ARIE . [FIEF, XTF SRB 5[EH
1 B W BOwR AL A9, 45l SRB %18 &
IER G, LIS SRB AR =91 () 1& PE
FANA TR — P RARN . L, ARZRIAR XTI
A SRB 5 iz 18 5 s AH S S L BUR AL I #4715
Yzl DRGSR A ST R TAE# %F SRB (1)
KiE. BeAh, ARLZEAR WX SRB JFZE ] BE I 5T
7 BT RV, DAIRAR X i 18 2 s e HE K g ok
Firp SRBAEHIBINIR, AR STt 5 $2 fit— &
AR IEFIS 7~ , o~ SRB A S 718 Bk iR YT
P

1 HEMEN SRB 4 5 £ B HAE

SRB 1 Jy Ji 16 T AF O B E A B, TEZ
M syl i N2 R E A, H b A K i e 2
BN EEARA . RIE PR % R LRSS
SRB fIF 5 1 L1 24928 65%!'4. W58 SR 7E /)N
Bl 1RSI, FL T N IF R A I 3] SRB RAFAE
HAE 28 JEIHA AT LAAGIN 3 K ik SRB A5
TENARIATE N, G0 T8 AR X = B B A
SRR A T K AR R, RS R BB AR i
PIZ T R AR X = 1 3w T AR — it
Xf 23-53 BAgRET . HAESEF VRS,
TR ZEMRE RS 2] SRB B EFH ; MR IE
PAEFE Y SRB TEF & b A7 7E ] Wi A 22 5
RS 548N, S, TR AR FANL
', SRB WA Fh2E WA A o stk w
J& LA T A ERE AUNAALE, BT
1 D) 32010 T T A s o7, ST IA S AT
REA T H B A E A E R pH {EXS SRB HYE
VRl AL N N0 A T NV - £
FtL XS SRB A A (KA B EEE IR, QA REA
23 i BEANEVE Desulfovibrio piger WA K, TiiE
B8 A 825 2 2 5 — 28 SRB——iR [RFEJH
#l (Bilophila wadsworthia) {38552,

SRB il W Lk ELEEAG IR . F4ER . &
J S5 A LA ot BB R A, T e B A Y Rl A
YR X SE W AT K IR AR AR
R HEAT R LR BUE KR BT BE . e iy
SRB LAAWLYIREM - AR Sl FEERE
Ji 2 (short-chain fatty acids, SCFAs)F1% J&MR 55
ERIRY), #afbid )5l HoS, [FIF3RIGZ
A Al R RS R R RE AR S B B A K BT Y
BB Y oo AR v AR T IR A R AR 34 i
(adenosine-5'-phosphosulfate reductase, APR)AHI
S Ak BV B B2 £ i )5 1 (dissimilatory  sulfate
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reductase, DSR)Z 5 ; Hih DSR 7] LUk
TR LI A ALY, S A I [ i A 1) O B
RAYCIB apr JER BT 4R A% APR AT LK IR
G R £h 10 )5 B PR R B E WA R R, 4 HLS
A AR 32 AR (K] 1) dsrdB 5 H 4 iy
DSR A LA Ak 7 it iR 6 1 L 5% % 2 it Ak 1)
b, AL o F1p AL, Hih dsrd R E
GBI, T dsrB NI ; apr F1 dsrAB 2
WAER] 7 )2 SRB MIfRSFEEF S, BB T
SRB ric 5 H e m s,

2 SRB 5 7k WA < R A
FHAE

2.1 SRB 5&JEMA%%(inflammatory bowel
disease, IBD)

HAENE NI S — I8 P A P 1 M 1 AR i
PERI, I PREFALEE 72 2 B (Crohn’s disease,
CD) M5t 971 25 i 9% (ulcerative colitis, UC), H:
I RFFAE 18 90E . AP . W9 . Frsk
PEREYS | R R K E A AT, B AT IBD
PR IR BLE AN . — e, il .
. 5. AEE. RINEEZ N HNEREY
IBD WykA KB EBAMG, IFR, MEHIE
HREABESE H 381k, RERMMRER, HiE
PRE A A H  Z2 fE )2 IBD R A KSR —1
i 7S it

2P,
ATP A

PP,
Sulfate & i

W& 1 Bk, SRB 5 IBD W& 4E K RATFAE
BB 2 . Loubinoux 25 7E — I AU 35 fit 3k
JEF5 . IBD A HA T Ak 5 J A o pE s v &
W, 24% )l FE G IR L 68%1 IBD & K& 34%
B AtV Ak 1 R A AR A 0 €0 v 24 A )
SRB WAF7E, FLALHE Desulfovibrio piger.
D. desulfuricans 1 D. fairfieldensis, B D. piger
(& AR IBD AR I 25 i T A I A 18 B
R MR AR A, 0T CD B K
FACH A TR 25 SR R, CD B4
H S TR Eiasr s, R E CD
DR 0 R A B ASERS B 11-107 /N,
T A AE-FCAR M M 2R, Desulfovibrio |
Escherichia F1 Shigella W35 /NRARAE B &
JREEEIEARSG s TR A S R RS A 2/ B
AYAA AR ZH 2 e BT 85 RN B 7, ISR E /N B
JiE N UL B a0, SImIK CD &
B GERA—2, T Desulfovibrio 1FJ&4)
B 2 SR I A HLS 19 R E AR 2 —,

Rowan %I 1967-2008 4[] 113 % 15 SRB
FHOCHYSCHR, X SRB PR . ffb =G . R
B M J2 20 B S HE 5 5t 9 P 45 W 4% AR DG VE HE AT
T oM, WERH T SRB & UC KA —1E
BB R R, ZH NS5 W UC kA
ENKI 2 PR UC MEMTERN D. desulfuricans
Ml D. vulgaris, HAEWBEFRIZNFE R E

Sat

1 SiemEgshget
Figure 1

The process of dissimilatory sulfate reduction

APR . DSR
- —_— Sulfide
/\ o \/
2e AMP
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Table 1 The distribution and pathogenesis of SRB in gut related diseases
Disease  The associated SRB Data resource Pathogenesis References
IBD_CD Desulfovibrio sp. 1I-107" mice model The overgrowth of SRB induced [29]
dysbiosis of GM composition; immune
dysfunction; abnormal sulfur
metabolism
D. piger, D. desulfuricans, Clinical data analysis - [11]
D. fairfieldensis
IBD UC D. desulfuricans, D. vulgaris Clinical data analysis - [30]
Desulfovibrio spp. Clinical data analysis - [31]
Bilophila wadsworthia, II-107" mice model The overgrowth of SRB induced [32]
D. indonesiensis TNBS-induced colitis mice dysbiosis of GM composition; immune
model dysfunction; high concentration of H,S
Desulfovibrio, Clinical data analysis High concentration of H,S [33]
Desulfomicrobium
IBS Desulfovibrio spp. Clinical data analysis - [34-36]
Desulfovibrio spp. Patients fecal transplanted rat GM composition alteration destruction [37]
of the intestinal mucosa
CLD Desulfovibrio spp. Clinical data analysis - [38-39]
Desulfovibrionaceae Clinical data analysis - [40]
CRC D. vietnamensis, Clinical data analysis - [41]
D. longreachensis,
B. wadsworthia
D. desulfuricans Clinical retrospective analysis — [42]
Desulfovibrio spp., Apc™™* mice model GM composition alteration; destruction [43-45]

D. piger

Desulfovibrio spp.
induced CRC rat

Desulfovibrio spp.

1,2-dimethylhydrazine

of the intestinal mucosa
GM composition alteration; destruction [46]

of the intestinal mucosa

AOM/DSS induced CRC mice GM composition alteration; abnormal  [47]

DNA methylation

[F: IBD: RAEPEMNG: CD: s RN; UC: Bimtesinsa: 1BS: M5 MsiG1E; CLD: FLBETE; CRC: Z5HM;
TNBS: 2,4,6- —H{EEARMEAR ; AOM: A LMBA M LE; DSS: MR ,; GM: BEREHE; — AEM

Note: IBD: Inflammatory bowel disease; CD: Crohn’s disease; UC: Ulcerative colitis; IBS: Irritable bowel syndrome; CLD:
Celiac disease; CRC: Colorectal cancer; TNBS: 2,4,6-trinitro-benzenesulfonic acid; AOM: Azoxymethane; DSS: Dextran

sodium sulfate; GM: Gut microbiota; —: Not applicable.

TR EEEPY, AoMAHE, S4FiEa
PEHR) UC BE M, 2PEm UC &
M SRB & E T, RS T UC B
TRTT TG M il R AR R A B 8 o R H R
B, UC B&IRITET SRB I EE R E ST
RITIE AR A MiGIT e UC A mEN
SRB A% SR AM L LG it 2 7P,

TEHEAHAF T B840, A O B SE 30 Uk Y = IR IR 25
FE 1-107 /NRBIE IR RIB AR E AR, o
I 175 7 4G R R 5 — B S
Desulfovibrio indonesiensis 12k H 4 & 1)
SRB 73l Bt 2/ iE e, &I/ B iE
WA PREE R R e T AR, TR B R R E
f9 SRB X 7 18 45 ¥4 5 0 50N BH R 5 3% 5 [ IS
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WZZR|, D. indonesiensis 7] UL 2N = iy &
RIERR ST /N B R I B — 0 fdt B
BIRE S UC R 738 0 T 4 A 25 46 437t
N, UC B3 SdHeE 2 h K0 SRB,
{H UC & SRB A XS =F & 2 & TR s
Hy R A T A T G I R < A L R 2o
93:7, TMAfE UC BEH, X—HFIZh 99:1; %
IR IAC ™ P 0 4 BT U S s, UC B 25
Y HoS WREEHE &y, T SRB AR LRtk
H,S 76 S8 & FHA B RERPY,

2.2 SRB 5/ 54 & 1k (irritable bowel
syndrome, IBS)

W 5 5 G AE S — R e DL 1% iz 18 1) e 2k 7]
P, H AL R TR R i R T BB . IBS 7
IR ERl A4k 3 R, BURRYS R IBS. f&
F IBS FEA 8 1BSESY ) FUHSET IBS 1Y
I FE R, SRR X o6 A BE ST & B 1BS
B A TE SRR R I E T Y K
st g, 1BS BEMENAEKY
JEAREEE ) 2 %, T TR A VR AL AT LA b
J T8 SR AR IR 1BS ASEIR, X AT RES
ENFER W FE ARG, HFEESEE
REJE IBS KR — A EEEKPY, Jri iy —1mi
HRIE KB TE T 1BS H W 1) HLS Fbfathl
JEH WEIS 2 R H,S J2& IBS S 3 A1,
A HoS AT LIME S —FP 5 1Y 1BS IR At
IR I FEFRY . Chassard 28542t B, 5
fat A, 1BS B #F WA iE N SRB /KB i
m TaRR RS, M H % SRB BYEM, FEA
A =E BE ARG s g — D RER, 5B
WAL, AL IBS #1738 N SRB Ay &
EH A 10-100 £i55% (EAERE TS B 1BS ZE 0
HEP IR A AT BE S50 IBS Y ELARZ M AT B AR
MER R & AP0, JiAh, —TET IBS BE M
fit AR S 2 R AT 5 R B, IBS A

HAE ARSI K R TE 9 SRB 75 i %
T fd e A IR I A A 1 R R
2.3 SRB 5Z.BEiS(celiac disease, CLD)

FLEEYE J&—Fh i WL 18 v B B G vk g i
PN, B TR (gluten) B4 A T B I8
g g kAl . AT CLD I Kl BA 3G
7B, QBB o A BRI W A . CLD
R 2% A A T RS AT i T A LT B AR IR
W 18 I Rz 240 0 o 1 44 5 % i 1 DR S R A
AR H ET— 24 E A SRB 45 CLD
(1) 32F JRAFAE — 22 A &% o Collado 45 R %t
JEUANE 2% 38 B 1 DU 28 1 R TR A 1 B 1) 1 #4E
5 CLD % % (O 26 [@ RfELE AL , 45 1 /R fU35 SRB
N Z N IHIEFERFRIRIE CLD BF M3
BERINE, Bt CLD ##E s H -+ —IelmipiE
RS IOT ST B R . CLD B KA i
PR SRB Y-F B FIE # > i — it
¥ CLD BEMZEZH A 5 45% (poly-autoimmunity)
CLD & Wil WL 2= S Mt s, SRB
H5ZH A B %% CLD B KR I FEIE AL,
It HIAh SRB AJ LIAE N KW 2 H B & iy
CLD & 1 — W 7E A8 1,
2.4 SRB 545 E Bz (colorectal cancer,
CRC)

45 H e — 2 DL g 1B AR
T Z2 Tl i mP EL % 9 S BB ST A T AL o
I 10 Aok mgit vkl g R, FRIE CRC W A%
RGAEEIN, i H LR AR E N AT
FEREE Won HA AR A RS0 TR
CRC Wl ARAEIR I A B &, B TR Ok fe i
MRYT IRl EET, S48 E BIET T B 2 L
TR e R A CRC kR, SR1MTE CRC 1Y
FORHLEIRFFE B Tt (eI N A4, 7l
RS HI I U R CRC R HR B E IR S
LEHE, CRIEZRITR . I EF 3 &
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7 B 75 2 e 55 SUFT 1 (enterotoxigenic  Bacteroides
fragilis)% ¥ 5 CRC 1Y &4 % e B B AP,
ARSI N SRB )& — 2R H H g ik
CRC #FRMBMAEY . Yachida %% 15 dFRE &
VEF AR L, TN LI 5] CRC B3 BOZEMAEA
SRB = 1™ I I — 5L 1 A 151
) [T A A U 2R BH , MR D, desulfuricans
FRI KSR A R T CRC F Ji ) — 381
1E B & M 4s E s (Ape™™ )/ NRImIE N, R
A= BV SRB Y i S fat B/ B 45 (R Bl
#H Apc"" NGB BRI B, 71BN SRB
Y BE LR B A B B g [l

SCEG RS Y TR BN CR S, W
BN SRB MIAHEXT=F B S 8% HoS ALY dsrA
PR G B T 14 2 15 th B =2 ik /D 2 i 2R 9,

—WET 1,2- A S CRC K R IE
MRt BoR, SIEW KEAMLL,

CRC KWW Desulfovibrio BIAIXT =¥ g 2
=1, 7 AOM/DSS % CRC /MR IE
K 2| Desulfovibrio FIXF 39 B 3% #5

M R 25 48 RAT IR 4 24 5, TR
fiX Desulfovibrio FHX+-FE 1 [FI 2% CRC Wi
JEU S Ah—efff 5k, SRB ik CRC i@
() 32 5 & SRB 4RI 2474 HaS AT AR IR
DNA 451 Sl S5 SR (5 Sl i . Tt
BN T IR SA AT IR G W b e B R RE

FFREVS AL B B L el T RDEM

< A¢e[33,60-62
AR 2l 1,

3 SRB # BRI B % 2R

3.1 SRB @EE KM FHELEFHEFRITE

Wi AR TR AR R A — 5 HU B DR B5 78 T
ERE S B-E, X T AERR S AR
HE RN, WTAHER. KR RRERIA L
YISFHR R, W B R, R

TESOWR I A AR, E TR 1 1 T A 5 1Y)
FasE, ThEEE BRI SER . SRB 5 Li
RN SR, BE A I 1E N K 8
P S M YR I OB RS E , PRIERL
TRfdRE . 13E 2R SRB 5 H e 1 X i 8 9 &S
FFA B A5 4 O R, TRl TE N e TR R
HAKBIET , SRB AKCEEALHE: 2 AR
Tl PR A B e A S B R Ik B s

FEME 7 FBE B B 8/ T SRB B 2 35 1
Tt K, 4 SRB i A KA TE—E R
JE b A A0 A F e e P B A I A R RO A
Ko —Jm, hT M2 SRB AR FE &
LR TR Z —, [FI SRB KR ") HoS
SR AS A T IR AR, TE—E R b
U0 R 5 W0 Jip 3 D) R e D A TR A T ) A A
PR AR R, 76 SRB 3 BEAE K
EPIREE T, 5 SCFAs A pASEIA R, 5%
AT W 8 . & AR W (Faecalibacterium
prausnitzii), 1 BRI (Clostridium butyricum)
Butyricicoccus pullicaecorum F1  Eubacterium
rectale %5 D I FET = 13 35 (g 25 BAARTOO 7O e db,
P AEGE R AERTELGER pH
55, 18 EREE B — AR R 55 TR 2 b

SR i 38 P 5 1) R Ak ] 7 M 1 AH O 92 i o
R | U e — R b AT RE AL T R4S
A~ A A R R ARG ) BB O

32 SRB BEE*HXAEXES K
(lipopolysaccharides, LPS)

SRB J& T 2 [GIAYER, HAmIME B A
NE S Z B s Z hE . LPS &—Fh N
TR, MYIET )G, LPS M0 SMEEREL,
518 EH MR AZ RS G, EE S
ML SR e E AT EE, 2R S EE0nE
B RAESRE . Wei 55X SRB 43 B 4lifk i LPS
AT AR AT, A5 R BN, AR 9w R
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(Desulfovibrionaceae)r” 4= 1) LPS J HAR ik 5
% ¥F 18 Bl (Enterobacteriaceae) A F L. H R it 4%
4y, T L Y5 AT 308 5 B A 200 B SRR 9 A 20 A R )
B, ULHIRIEF SRB Y LPS [FIFEHA B #W
PR IEMET Weglarz 2544 M D. desulfuricans
KW (Escherichia coli)F1VP QR (Salmonella
minnesota)F 43 A3 E| ) LPS ALFE A AR i Hp
s, BIK B D. desulfuricans i LPS 55
2R A BOR D T . LPS T LU
Fe RN G MR TETY Toll-like 5214 4 456, &
B SE R R AT I B SRR E A, R
51 T AR 98 AHE R T B, i R
R, LPS #47 AY I35 #MA (complements)fE 51
BN B R, IT I S N B A B R A K
B b S R A0 U0 R A
JEAEEVF 2N, LPS Wl iR 2 X
T TF AR RS A I IR o SR N L B 2L
CD MMLiFM s & B, LPS 55 CD KA L
TEAH G 5 T HAE = il 25 2R i 2 (trinitrobenzene
sulfonic acid, TNBS)if5 T FrEME I 4 /)N BB
Rt BRI o LPS 4568 F AR 5
fn, UEBT T LPS {5 53 #E 7  1E S AE Hh 1% 1
ERU, 53—l R st R, 51 R
HH, LPS KFAE CD Jig Arf 3 m ;b
BRI BRI, LPS AT LA EL I KF
Fi 2-6 1, I A TSNy a4 LPS 4 g )
Wi & A R R I — A e AR RR T
3.3 SRB it 7=4) H,S f§ A8 F KR F&
B IEE T dE

SRB i i F B B IR £ i St i A4 A P R B
H,S A= it f v B i e &, IR HAE by B SR
KETH MR, M58 o, s b i
H ) HoS /N BB IE A 0.2—1.0 mmol/L,
FENEIAIE N A 3-4 mmol/LU™; 7E1E ¥ A: Bk
FET, HoS AIUA BRMEGEE 2 iRk, IF

TR ER 2 ERIE, RIEHIH 5 NF-xB KAE(F
53 A G A A AL DR RN 40 TR B ek
WAMFRGE B, KR HoS vl LITHi b
LA LR A B S5 T SRR, FEAR
AT KA, P PTR BTG PED S,
FHCBE Y HoS RARTENG 1 N 23 X% i 18 1 1
A PR R 3 ™ E AR IR, R A Oy
SRB #H(— R 1 B A A W B F
5EINH, SRB 3 BE A KAk A o 7 AR B A Ak
Yyl LLs2 0 i b R 240 MORS W 53— 18] i — i o
PEFERG A, KSR R A, TR
i b B R IE A B R ) g, RBEURAER
FOREIEERE F AN R ER, 78 UC
B BIPRA T R B 83% I F8 5 45 M b WA A AT
RIS, T CD B 56%K [l AR A Al
25% ) G5 AR A FETE A T SR L () PR 4, (B 7 fit
JAREXF HE 2 1) g 1 2 2 e U)o e TR 4 T 2 28 1 3
SIS AN TR LA g 2 i £ ke A
FIWFSR R, 7E HaoS MRS S AL 81 (NaHS) Y
YERITR, KESS I 40 i 2 0 1 1 W W A 25 9
BEMS, FE INOS S IL-6 %5 4 A A
M2k B, R S80S W A A A 0E {5 5 1
FIES s B —IRiE R, 45 AN iR Lok ik
IHRER B AR 2B IR I8 b R o i ) e S PO
o BB DT R R 2 T RR A GE B (g Ty
WHAEEMEN. —Hm, TR LAENG
T8 | Rz 2 Y R 1 ke B e RO i b e 4t i
BYIEH S8 i —Jr i, T R AT LUE i 8 9
T 95 Z2 Ge R ST i 18 RH DG 4 0 5 98 ik 3 it
F PR, DEmRIERG IE R A i AR BT R Y 58
LT BRIAFFE R, HoS 3 i i B3 CoA
JIii B (acyl-CoA dehydrogenase) {6 1, {5
DilR B-*E Ak TCI Ak SL b AT, eI ] /N BLh
AL T BRERAE AL, TRYIAE R HE R A Xt
345 i E AFEAR DT IR 5 &3, il
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B R b 8 S T A0 i A = AR ) HLS AUAREE
T RRER RSk, E IR A b R 20 B
ELEAS, Hulin %5 19 RS 78 25 Fe b R
H,S RESNHI T RRER A Ak, FEmixt g b R 40
AR EAE ALY, HeAh, AR IEY] HS B]
DLiE p38-MAPK Fl NF-kB {5538 #%, #Eiiim
T G RE AV AE (1 JE AR B2

3.4 SRB Ri§i7=4 H,S & DNA 15 %
“MAEA T

ARk, BFRFRI] HoS . NO i CO ¥ Afk
o A ARG B A RS S5 5 o
H,S 1EZH 2 g4k B 24 8 30—100 pmol/L, X1
WFFE S, MR N HoS W B ik g B2 X 4 i
FE B 1 AN R R 47, R 5 oA il
JHT-H DNA WREIR; RAMSEERET, 24 DNA
642 2 2 i, FF Comet assay #:00 fii AL )
W RE Sy 250 pmol/L i 23§30 2 2 1) DNA #1451 ;
PR R, H,S 7T R T 80k 4 A F e Bk
SEE M A DRI R 0 R AP, A,
TR, HoS 7R AR T BB 5 DNA
PAp S0, WK Ca9-22 o 5 4k 41 M 7E 2
5 ng/mL H,S M55 4557 24 h J5 23 i WK
DNA HA B, Bl W0 X R 4 e e 2 T B R AL
[l B3 p21 PRl IkAh, L 50 ng/mL H,S
ACER A AR T2 24 h F 48 h Jm, RILASE
EHEINAHRLE T S ARG TR caspase 3.
caspase 9 ,CHK2 ,Bcl-2 #l SIRT3 A %E /K FL7,
HAAFTREE SRR, HoS W 1 pmol/L B R
A BEIR DNA WU LS F A/ ),

Coutinho Z8¥%; D. indonesiensis 5 N5 b 7
AT 3R, KB D. indonesiensis 2=5| &
HCT8 AUE Rz aifgm i T, 1 H Y4 KA
TEAER) D. indonesiensis 755 b K 408 T B9 4/E
FHWE 5 i [RIE, SRIET UC 7 AR SRB
W25 bR T, (ER IR T e R A

) SRB W JC WA 2 Ay 4 i T B 42 & A= P 4
FT- B4 M kAT BES SRB =419 H.S A K.
Sakuma %5 ] GYY4137 (—Fh & 18 B 19 H,S it
#)EZE HoS X Caco-2 4IIAI R, &I H,S
Al Ui Caco-2 40 FH#AF 7E S-G2/M 131155
i 98 T AR FEDY) . Baskar SR BL, H,S
SECA M IR AE G1 W, IFES ps3 g1k
21 i 9 1020,

4 REHRZE

Jo 3 R S i AR P i 1 TR A S
3 AR T AR ) AR R B LA LY
YER . BUA R REDFR S R F, 5 010
ERE ., HMAS ARG . NAWRGE K
TH AL R 4055 1E # AR PR )R8 1Y & 4% 5 LU 16 o R
JH O E AR AT 4, TE S
o 1 2 95 19 22 P i U0 1 i 2 B T Tl e 2
fZEEL, JtHE IBD, IBS. CLD #1 CRC &
A R B AR Al v S LA T g i Al S B
K

SRB Ay 2k i 18 TR A A 2 R 51 2 —
T 254 1 18 TIOR3 04 - Ay 2o 78 v A JHEAS AT Bl il
PIVERT, (HAEAS [ iz 2 5 v 24 1) SRB 1
ARG . DR E ], SRB ZiE N —
FBTEMBUR R, fEME R A EE
YERT . B, %FF SRB (14 B A F &% HoAd
KA = AT IR A RIS, AT LA AL
CRC TE N 1) Z i i 18 295 1) & 26 % TR ML R
BTG YT PR A B SO R4 UE B

H AT SRB Y EOwR HLHI 58 K 2 RAETE
HARE =9 HyS. BLEIEM H,S AT LA R iz
IEFE AR, S35 8 bR 40 i 5
Z MR BEERTEROR R, 16105 5 1 R AE
FEEA A5 S s, DA S i L R 4 i
MU SCFAs MYBE I N TTF5 3 b Kz 4 B ity o
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2 BRI RGE Bon, HoS 7E7E 10 M &
GLRIAEGE . PE R GifERE R L AA EEE X,
LA — 7 R 0 B PR o A 0 36 i T 4 I T i
PGS I b Kz 240 I R e A Ak 45 1 8 A BRI BE B4
FHERI00 . Tl 32 [ B B HLS il
SARMTE L B Ry e iR ER R ER i e 1 1
I, #4245 % HoS el o S F 7
—EMMR AR . BATIAR, EEWREMN HS
X e ERA A, il SRB A K M m ik
FE HoS 19 BRARRT 5| i 18 TR A pe el Ay, 1T
SHUGIE N EREE A, (F R IE R AN 22
T EOR AT, REE X S WIER 2
MG AEE B Z 2 ™ E T4, tAh, H.S 1E
R AR AR A T, R A R R
SNHLAE B A8 AE N 1) Z PP 2R T R

HHE A HE, SRB SE2Br X H L .
FLER B Rl SCFAs Az Al B 14 A8 4 25 HLAT W g iy
HVER; [z, B e p AL BR v 1 AR Kt e — 2
FEJE B2l SRB 4K, FLREC A KE
A U S50 2% i T A RE R A i T 2 A )
PAAEF £ 26T SRB i L BB 58 22 85 v Fe 44
T HACHZ =) HyS X p v fE 5 1k
PR R AR b, 28T SRB AR AKX
TR TE PR I s, DA i T8 R
GhH & R AR IR 1A T A N e ke A 5 AR
Yk AR AR, R, SR SRR T AR % A
WA N 5 SRBAFFESE 4 5 HAE X RN A=
KAsfk, XTS5 M8 0 A 5% 0 bR i Pk T
A A —E R E X, WAl SRB &
75 R P 1 3R 97 R AL B 244 B . LS, SRB
ST 5 A 1R AT B A LA AR AT B — R 1
Sk B Sh A7 a5 LIRS i b R B SR E 5 R
JiEAH G380 B, L ZR 0T b B 2 A R PR R AR A
SO, T 2 Y SR

5, EFXE SRB ECRHLEE, FKATA HEE

LR A A M EIE S 4E ., HFHIGITS SRB
AHOC N 18 P 1 7 S 3 i — 7 B4R 4J , 4 IBD
IBS fil CRC %, G MAYT I & R EAUTE iz H
PUR . BURAI RS AT TR, A U e
MERE | HbZERAN . BRACIERS | FRAZR A SR ak
WERe S5 . TR, Ml G A WEIE kg
TR 59097 T4 TR R S B B, AR
PIBEIE B, RIS (RS HE B0 o R RS
2 — 2R 97 W 3 T 2 2 A 1 B R T e Y
Peo WA FIRUSEFF TR . ZLEREE . ZEWOR AT
MR A, AT LVA BORIT BV BNG T Fid g A
P10 — T2 A4 HT (Meta-analysis) th i
N, 3 E LR D Y R T DA A
il SRB 4= K gE My 2% 1BD e el k4t
i HHEA A TCER, 3R T rh R e
BV A5 A TI6Y7 SRB 51 i 1 1B 25 A AH ¢
1A o fE 5 SRB AT S /N R R 58 T 2 30,
AR TRy R 2 20 K BB &
HA R AR NS 58TF Rb3 A Rd 25, Al LI
MhIzIEN SRB ALK, #EmisE#id CRC
PEREAG/E A, ke & Bk SRB 51K K
BRI T B —F AT eI %, 7o,
A WFFE dL 3R H B AL 40T A28 kA4 R IR i i
BB R Y — Oy T HLS $ B
EBR RS, T3 — 7 Tt e A BT 6 YT 1
#%, BiE A Ak sl OR A i 38 2 R AR IR YT
IBD “EAHCHAE BRI ) — 158 . iR OCAT
FEMCRF I — L T SRB I H,S BURHLER
7% i LM KA bk
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