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Environmental chemicals exposure and host intestinal microecology:
Research progress and prospective

GAO Yanxia' WEI Ziyang' ZHANG Henglin ZHANG Tao ™

(School of Environmental Science and Engineering, Guangdong Provincial Key Laboratory of Environmental Pollution Control

and Remediation Technology, Sun Yat-Sen University, Guangzhou, 510275, China)

Abstract A growing studies have confirmed that the gut microbiota was closely related to the host
health. Exogenous factors such as diet and environmental exposure can significantly alter the
composition and structure of host intestinal flora, break the homeostasis of intestinal flora, affect the
metabolism of host and threaten host health. Whether the intestinal microecology of human beings
and animals is affected when they are exposed to various polluted environments and whether the
intestinal microecology is an important factor of health risks caused by environmental chemical
exposure are the frontier scientific issues in the field of chemical exposure. The current review
summarized the research progress on the associations between three major environmental chemicals
and host intestinal microecology, including legacy persistent organic pollutants (POPs), heavy metals
and emerging pollutants (emerging POPs, endocrine disrupting chemicals, micro-/nanoplastics and

antibiotics). Then we discussed the changes of intestinal flora in response to environmental chemical
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exposure and the adversely effects on host health. It can provide new sight and evidence on the health
risks and related mechanisms of environmental chemicals exposure among human and animals.
Keywords Human exposure, legacy persistent organic contaminants, heavy metals, emerging

contaminants, intestinal microecology.
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Table 1 POPs-driven changes in gut microbiome composition in host

54 (e pili F PRI/ 73 WHFZ L BEMERLN EZ BTN
Contaminants  Host Dose Exposure time/modes Changes Effects References
1 Alicyclobacillus
3%+ . y ’ . A
PAHs i ° §5&+ 21 d/ 3% Flavobacterium?; TG IR TR [28]
Acinetobacter, Cupriavidus|
PAHs A — T REX Actinobacteria?; Bacillus| JLE 2 XU [30]
PAHs  RIGHIES 70 mg-kg™ 3 AL T Pseudomonas aeruginosa? — [32]
Bacteroides,
PAHs /MR 50 mgkg™! 28 /M it B Desulfovibrionaceae?; V3 4 78 [37]
Lactobacillus, Akkermansia
PCBs /MR 50 pgkg™ 6w/ IRHEH Helicobacter?; Allobaculum) NERE. wlIMLAE . JE 7T [41]
PCBs HiE 73 ngg! 85 d/MEFr Pseudomonas?t; Aminobacter) 7piER e [44]
pCBs MR Gmgke’ R wURIwoltgy Dbl AP g et o
Mycoplasma,
PBDEs ¥tHffi 50ngL” 7 dFRFEIK Ruminiclostridium, AT ST . AL [52]
Fusobacterium|
PBDEs /ML 02mgkg’  FIR21 /TR 824-11; Ruminococcaceae, A gt [56]

Rikenellaceae)
Dorea, Lactococcus?; JERERR TS | AT

PBDE /MR 0.2 mgkg! 14 w/ IR H
* " mee " Turicibacter, Anaerotruncus| BEA

[57]

T -0 |-, Note: -increase; |-decrease

1.1 Z#I7%2(PAHs)

PAHSs f2 0 JiT 1) U AEAS 58 2 MR Joe ol PR A o 72 PO Y, 2 BAEE v 38 i A7 A (9 15 G ), SR rh & A
Kit PAHs ZEY) 2, 1 an 25 831 [a] 5, HATC A SCERIE 1 200 o i B s kL Sl
T R T X H B B vl 2 RSB AN, G045 DNA 545 . O NEREYE . G Re il . A= 5 RE 1 B R AN I E
i A4 25 R b 22 A, TN B A A A DT S G T R X T VA AR PN B W B — RS,
2016 4 Jin &= Kk 3 5 RE U5 2\ w] (Husky Energy ) (9 55 5T J5 9 5 G 35440 A, T v X 38k B F e 4 R fa
( Hiodon alosoides) . [ W i ( Sander vitreus) . 4t #2 i ( Esox lucius) #1543k 21 5 i1 ( Moxostoma
macrolepidotum) WLIA " PAHs & & 5 44 17 38 1A= 90 vb 9 40 B4 =F B2 T2 A 2 B0 A O ¢ &R 2 T 7
2010 4 25 PG RF TR K M2 i it I S5 7, b B £ (Paralichthys lethostigma) 88 A8 Hh ik 4L &
WA A P Alcanivorax sp.=F FE b 2538 N7, 48 G H0KE (TPs ) 23 [ PR Hh RS PAHs FIEE 4| 5515 444,
HCT RE I8 A 5 e - S S ) B 8 A W DA B b AR AR R R RRE TE. BEE TPs MR G I, +
il U E. crypticus A7 1% R VBRI AT B N [ FR BE B T %, [RIEE TPs 2 &% (il 4% B iz 18 9 5 BUw A
KA K AR, LA BEE PAHs 525 75 G [ALAH DG OC FR B HIE 58, P98 A DA AR 2 RS
Hr PAHS 75 34 1] B8 2028 5 i B RN PR 58 AH 5C 19 S AR A= WD eI, AN s T TR (Actinobacteria) % 5 RS
HE o> F i PAHS S IE ARG, ZEAAT B8 AR /e & 2 305 R B E A OC . B AR TEDRAREA T 9 A4 i 1
WA RIS FRRZR (ARR) P 52 (T8 Ry i BREE 31,

MATEARZ PAHs 11, 3 [a] E£ (BaP) 1y H v — P 4 o, X0 M 2 A A 40 180 5 i R sk — 25
T S ) P R XU 75 21 T R A B 5 . R R ) — T 5 ke BRAR 15 % ( Clarias gariepinus)
B %) Pseudomonas aeruginosa ¥ 5 5 FALPA i 55 B 19 BaP ¥R A OC, F B BaP 2 X 38 H 4 il
A S 3 A B R L AR RS R 0 R H AR 2 R ERTEURE R BaP MR &SRB mET S
S S W S A G I U2 ) R 3, 0 2 i BT P M e R S 0 09 fi 3 A A S R O i — 20 7 AR
i SN s BRI 22 81, DeBofisky 455 W 5% 6 W1, 78 8 Wk BE 4514 F (1000 pg-mg™ £4)), BaP fg b Z F# 1K
A DR T Z 01 L Ol BR i U 2H BEE 28 7E — o R B L R ANR ARt Ak A s 1) 1 X 28 52 v X T /N BT
&, YR 50 mg-kg ' (MR H) BaP Ji, HoiE MIFEMEF A 55 4. muciniphila = £ N, 12758 ] 6 1o [ A
Ji7 38 B RS TR L R 43 WA T R 1 7 X8 i i 1 B B T RE, (R 2 % B[R] 1Y) ZE K i 1B ) FLR T
(Lactobacillus) . Mucispirillum. A. muciniphila %547 i 8 Ff 32 B BT [, 5 b [R]85 980 AH O
) Allobaculum PR INE Desulfovibrionaceae ¥4 Fr - TF, H I 85018 3= [ i Fh i 266 5 58 A E
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1) K AR,
1.2 Z&EHIE(PCBs)

PCBs /& —2SHLAI i) POPs FlI P 203 T34 (EDCs), B EL7E 20 8 w25, 5 B A5 7E— ik
RE B 0 7 AR ZL A L PR PCBs V5 42 T 5| & 1) S35 f B S W — B2 H AT AF 9 3 4. PCBs X A=
YA SRR BRAE 18 22 05 1, Ansom e | B EEE O A RORE . FUR AR EE I DL IR | 1T DR PR A
i o 1 P9 25 80,

PCBs & —F £ N8I &1, 5 TAENG W 40 h AL, A SCHIF 78 i 52 B 2 28 00 & 5 501
JHE, DA G UE B AR ik il PCBs 22 88 2 )47 76 25 UIBE R B 5 2 A4, B T sl A= 0 AL 4H i A8 1k 5 22 Rl it
PRI AH 5, o R N JRE OB PR 2. FAA7E 2013 4F, Choi %519 5 i He 4838 81 5 A8 8/ U PCBs %4 5%
Jei B R )52 W 0 5% & 30, PCBs 2 8 B A1/ N BV 38 B RE =F 12, 1132 sl /N BRUUZE 0 =8 & R 2 A A T 42
=, B SMUE T PCBs X i A S, B % S5 56 2% B /N SR BE 8 242 3l Asi/D PCBs 2 775
AT M2 RS AR RR B . I, K SCRIRAH 4K 4RGE T PCB77. PCB126 %54 [ 22 5% Fir 5 | 6 A4 B 8 1ol A= 0
FEERIRE R S A AT A — 8 R 0SS LR R B AR, Re AR A e e B, S 80 BB B U E Pk
Ja L NERE L R AR I « AR TR P B D PR 2 R S A5, R, Chi 4% 38 & 3, PCBs 5 = g Ik & [ i
YEH, /NS F/B A TE— 25380, 75 16500 105 B AE R 3 ik — 2B 340, 3X T 35 M A ]
RETH 255 52 %) PCBs % #% (1 XU ),

PCBs %+ #8175 5 A T8 A W A8 AR BR 55 AR 0 IR RE kAR SG A1, 5 HE A et B8 A 6. 1 56 SCRikIE
52 PCB126 &85, 75 BEA 1t AT 0 s 50 i 2 0, JLReae 7 AL S A A i 2 R AN I IR, ik — 2P
T ML N T8 AR AE 1 7 A R AT R BUNRE M 2R TR, 45 Cyplal SERFR3E L WA iE RAE
PRic R (IFN) . A4 R 12(1L-12) S8 i) gy bl B PCB 126 % 78 0l 15 — i f2 B 3K 1 i
e PR AR, B0 T A T RN 4 B A . B A BT e T A — 4 EE I RE A T
FEA AR TR (BAS) F AL AR BARTT IR, LA SEALIAIES AN A P AL AN e AR sl A2 471, Cheng
SEWF I &I, /N IR PCBs IR AW, K UKL 55/ N i I 25 vh 24 0 R 28 3 B S5k g
TR Z BIAELE IE A OCOC R, B PCBs R ik i - -l R iz 308 40 A1 19 3 ) 4 P o028 i 2 IR 1R 19 430
FFaE S, AL, PCBs 5 & 18t A5 1 & B Bt 15 1 38 G028 W 0 2L B R 45 A L G, AH SCHIF 9T R BB A
B PCBs 1% 5% 23 5 304 AT /N BUIR1 i 12 i 266 15 5 e+ 0 b a0 874 , 1717 76 2 47/ B 22 8 PCB's
25 18I0 R 38 98 i R g T Tl A 90 D R 1 i 1,

1.3 ZIREKKEF(PBDEs)

PBDEs 1 5 — 28 1R QBRI )iz B F P4 HL L 97400, . ML A% . L™ RS R o e, (R
PBDEs /& L ) EDCs, BB M~ & HR BRI R 1R S  15 AC 6L . il A4E K 55, b4, PBDEs
HA—E AR Wk F 3k 5 22 SR EUE 20U . PBDEs & —ZR & BRIEMA LIS 8, F
TE 2009 AF I A [ R85 0 R0 28 1 208 DU TR R Tk | VSIS | oS TRUBER Bk A -E R Bk 5 A (U fat
IREENEY).

PBDEs "] 1 sl ) 2 HE 1, PR g 3 Tl A M A AR i B v ] B s e ). Chen 5505 5%
& W AT B £ 5 R T ISR A GV B Y LR KRR A (DE-71) 7 d, Il W 2 pebE 3% R R
iz i v — Bk E 1Y B R TH 2% (Mycoplasma., Ruminiclostridium ., Fusobacterium 55 ), [A) i 638 BE &A1 .
WP, AN 24 | {55 5 SRR R IO E P 1 e e A R D 52 31— R B2 B S5 Scoville S5
W2 2 I /N BRUG 23 A 1 20 R 2K A2 B 20RO EE R R s R, A4 S8t 6 B PBDEs 5 A&
SR A i AT (o 2R AR S 2 H e AR e s Ak, FLRENS S BRI ST | A BE N D R LA T e AR
WA ZEELEY. Li 25059 W IE 52 1 iR BDE47 Fil BDE9O {ii it 14 CS7BL/6 /N Bz i 41 8 22 A vk 2L, (H =
SME R 456 [ i A1 e 1Y Akkermansia muciniphila A1 Allobaculum spp B0 H14 — & W HE i 55—
F 9% tHIE 55 BDE47 76 52 1 iz 38 fof A= 9 0[] s 25 7 — 5 72 B 1 06 A5 /0N BRCF A o A9 R 5 B T
Cyp7al 1) LV, WIS 35 208 A P IR T 2 4300 o 34 e, it 4h, Wang 55057 36 ke B8, 5 N sl 7.
W% i% BDE47 & THL B A W RE, S8 8 A2 FETE > | 4B A FC AR 1E, BAE R ARIRE
ZH v BDEAT it &gt — s A E . JF IR RS B A8 R A0 4614%5. H AT, PBDEs X izl {2k 4 25 1) 5 i 4138 458
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b ELAH AR A 22 3 2 75 2 DR A i 1A 9 7 A Pr 5 A ) AN B i, 3 T B 0 — 25 A i 5 0k
57~ PBDEs. 7B iU ¥ S fdt FESON, = i AH AR .

2 HARBXGEBAESHE N (Effects of heavy metal on intestinal microecology)

4 A B & U, T8 FARIREE ThoME LA A, o R R Rl R E = AL K B Y, RIS RR
KA, JETE o A ) e A B B A R AR T | R (R RURS:, B L AR AL ORI LAY AR S ).
RIS R EA 2P AR, G B e YR AL BURMER . LN . DNA $ifs ., £ K
REGNE . B G s RGBS, (H 2 H BRI Zom L] v R B RIS 13 2).

F 2 EGERAGEWS NG F I E MY A AL

Table 2 Heavy metal-driven changes in gut microbiome composition in host

s ey F g/ 775 [T, N .
wa wE omm it G AR B30k
Contaminants ~ Host Dose timeljmo des Changes Effects References

Lachnospiraceae, Bacteroides,
A — YRR IR R IX Roseburiat; — [62]
Prevotella 9]
Alistipes, Odoribactert
cd /MR 100 mg-L"! 8 w/kIK Mollicutes, Ruminococcaceae, — [65]
Akkermansia |

BEL,

WG S5pugL? 7 ARG Proteobacterial; Firmicutes | 2R TR, FEARAAT [68]
/N 100 mg-L™! 10 w/ikuk Desulfovibrio, Prevotella, Roseburiat JFE [73]
Pb Bacteroidetes, Fusobacteria,
i £ 1 mg-L™* 42 d/FRFHK Plesiomonas?; Actinobacteria; Ji T S AR [106]
Akkermansia |
" ok Bacteroides, Butyricimonas, Dorea, 12 it A
/NBL 100 mg-L 10 w/ifok i JH B 4% [73]
Lactobacillus?t
KB 50 mgL” 21 Aok Bacterozdetes,. Ep's'llonbacteraeotaT; W [107]
Firmicutes|,
As Acinetobacter, Sediminibacterium,
BEE A 100 pg L™ 20 d/FRAEHIK Methylotenera?; Bdellovibrio, — [108]
Pseudomonas|
_ o Proteobacteria, Enterobacteriaceae?;
Medsl 40 mg-L! 28 d/+ 43 ’ ’ _
me Acidobacteria, Chloroflexi| [10]
Frmicutes?; Bacteroidetes,
Proteobacteria); Lactobacillaceae,
KB 0.4 B 24 W/ Bacteroidaceae, Streptococcaceae, W [95]
pg-mL Sutterellaceae|;
Desulfovibrionaceae, Helicobacteraceae,
Hg Peptococcaceae, Rhodospirillaceaet
ANEL 160 mg L 3 Aok Oscillospira, Pesu{fovzbrloT; S24-7, TS . A [110]
Acinetobacter|
% 250mgL 90 d/fuk Proteobacteria, Tenericutes(; PR Tt [111]
Spirochaetes |
BEhfi 10 ng'mL™ 14 dFFFHK Aeromonas, Cetobacterium) Wesh3Z 4 [112]

T 14805 |-FA. Note: 1-increase; |-decrease

2.1 ff(Cd)

Cd & —Fh & WA B E RIS YY), AR AER A B RES, T Tl ™ s,
UL 4 B2 . SRERTEURE A, R LA ™ 4 i R i T O, RO R 22 10 1 B AR S e SR T
T T2 PR ol 2Pk B R AR 25 | i 18 TR AR A0S RN 18 A A5 25 6L, DT AT BB X AR = AR R
2. ILAh, Cd 225 B0 5 | L 15 32 R 18 B A B AN 4540 0 e 8 ELS S AP 20 (35 2), 46 A,/
FRUIS 760 S g loe] i Ion oK A Bl B T £ 100 | i 100700 S AR AT R g [ A MR A

52 3R B ICd 2 58 0 A [F] 499 b S 55 30 400 o 1 TR R P 52 M AN (], LG A 32 U R B R R AR
FH. MR /N RS M 22 8 TR A 10 mg L' 1Y Cd RIAT S 35 508 /N Bl 3 T A 2L R R 2544, o JEE B TRT ]
Firmicutes, ZZJE [ | ] proteobacteria =F & RFAIK, J- (i 15 2 A1 5 1% H UFF B4 1] Bacteroides =F BE3E i, [A]
Ao B O H S5 A gt R A g A O 56 PR %) 83k, 35 S PR R E . [RIRE M, /N Cd 5 IR IR B Bk
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G B TR I RS MR AT S b Cd AR B i, N Cd & 88 X0 /IN BUBCAE P s e Axt LB T RE Y
P07, e 2R R R T LB Cd AR ANSE ) B 0  TE TR R 22 AR, 0 I e s S 0 i
IR W 2, A BB AT B8 R L AT A= B2 A0, st Ah, Cd 2 58 A0 38 2ok 755 T JRE S e 72 i 1 e e
THRERBIR A A 77, P HUE 32 N B R ILAE A AE S

22 4 (Pb)

Pb S — Fh LAY 1) v M G S T e ), B R R TR BE AR IR A P, W AT RE S| A e R
Pb 7E45 FIH 2 5t v 2 W, NFISh i s 0, oK B 0 i RISE R A AL )
AER R 2 2 T Po IR, 51 B iE AR (3R 2).

KM EAETE S Po S5 &R MR, B85 A A7 18 R L 8 . 35 28 4k, Bacteroides . Roseburia
SRR T W E N, Prevotella 9 - FEREAR, HAE B VML VERAR B AAAE2E 53, R B 2
A 25 L AN, P 2 B AN U g 8 T AR W 2E R s 5 R A Z2 A, T LA R b S e A ) 2H
AR EBE, Pb R TV 2 USRS, B A6 IRV IR A AR, AR B0 S S A i A5 07
Xia %509 IF5E R /N B 888 T 0.1 mg- L' % Pb 15 J&, 5 M A 208 B RE b SR BE B 1 32 B A1, 142
FrE T T B b T, e 2808 h BT JB/KF L, Pb 228251 Parabacteroides 14N, Dehalobacterium
F-FEREAR. R4 2% 23 A7 & 9 Po 288 i — 0 5 LR I IEARIAE Ak, 2/ RECERR A . — R
R Re A, TP A R B A QAR S i BE PR ek 4 . AR MR 36 5 £8 5585 T 10 ug-L™" 1 30 pg L™
Pb 11 7d, JI 1B T RE w2 AR R A s, HLEERE TR ] R R R R, AR R T AR B R AR, [F]
Pb 2% 7 | EC IXE T £ TR v 55 W e e AT IR DG L DR IR AR, 0 B IR A . BRI M A% 1R
PR A5 LR W) 2 o B AR AR, SR W P AT 5 | S 30 D 1 Iy T TR Dk A 285 < R A Rt 2L 7).

BRI, £54 B BESS 2R AT I . A FLFT . Faecalibacterium prausnitzii SRR 2 AN 254200
TR TR VR IR B S50 AT e Aok 18 M 1 R OR AR A4 P Pb ORI DY P 5% 5 S 14 i T 43
P e HAH G BEPEAE HITO %1 R, FH 45 A2 TR B as A= T0 I8 5 1 308 TR Ok el 3 o 4 s M 0 T B 7 i (i A
i — A 5E.

2.3 T(As)

As i VR R A TE XA AE, T2 /0 A AE KR L33 rh . A A As 58 2R 28 DR AP As 155
K FIE WS AR, As BN NRBURY), As Teig 5T . W . 95 e 45 . A o S5 A st |
O I A9 B 1 T A T DA R0 ) i B i 46 A X (854,

PUAR As 2858 2 2R i B AW As 15 G2 B KR i 26 1Y, DRI J T TR R B ) 52 B S ), As 5k
5 B8 A8 1 38 B RE A AN 4544 (3% 2). Dheer S5 BF 58 2 B, MM/ DN ERAC I 22 88 T As 25115 £ 45
J A O 2 2 B RN 2 A R R, I /N BR R A ™ A 5 ) AR R K A s/ BR AT IR i 10 mg-L!
As FE5E 4 J8, /IS B 38 (A W A R A R [T 2 g | g 8 Tl A ) A Tl e R A i s, SRR
AN IR B A WSIWRAE | S R R AR R A P AR AR, AT, i
RER 2R As 51 TEHER, 7R IR IR 51 B WRER W 0 5T, As 88 S BUF IS I
H As FUREIEIN, INTE As ZRE2 0 AT B IIRERYHLT). As 288 A5 E S A 18 B E Y O, Ak
I B AR As 15 G B 7K IR BB W S5, F i A TR I 2 32 2152 . Brabec A1 Hoen %5~ fiff 5% & #1,
As FERE BN T AR T8 B R, I 30 o AR DGV 23 A e LR W T As 1 Tk B2 5 M T TR B A ARURFL OGS
Dong 557 o U AL SR AETE As 285 X LB AT As 2287 L2 8 B RE RN, As B2 XL 3 28 i i v
TG TTFE RS, HS5U0KT As & & 5 IEA G, [RIE, — IR 58 & B0 8 i B TR 1E Bz
As &g 77 A Y EEMEAE I BA SR, TR s P4 RAL PR /N R FEME D As ik BE Ul /b, AH B b 2%
B As WREERG AN, BN As 5 RO BETEVE T, 3R W1 08 R W A B IR SE ma AILAR I As B HEE A AE )
=720
2.4 Jk(Hg)

Hg s&—F AN &8 5 A S5 38, )iz i AR 25 5 P el &8 a i, R T
RIWI 7% % , Hg 78S He LG 24 Flw. & DL EORIE XA AE, Hg M Hg B4 &9 (30K L &
MR AE) R RT 22 B e B4 sl (R AR AR & R A, T A Hg 78 SCERR 5 1 B2 Bk 22 fih Hg %845 7T G
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i Hg HE AR, MEHLA N AN, VR B 4532 214545

Hg ML W% A ik BT Hg 78 M3k Ak 22906 24 v A4 J 2R, 2B Wy BE T fiff Hg HY LAk, o ml
Hg KW ALY, Hip, C75/hEL R AR AREARF PR 8158 T Hg M Hg 19165 W) 55 5 XF
J 8 TR RO A B (R 2) . PR R He B EE S/ NRAERK LT, SEmER, 7% L&/NE%
T TR R A 2L, - n = /)N R 0 T, e R ST, Heg A4 (Cu) BR A 22 8% T /N FRU b i
PARE AT 2 TRTPP = B 8, 3500 TR 5 B S RN, O/ R 38 I U E AR R G, A TR Y AR A L
Al He B HEME, 390 He 7615 B4R 09 2 88 He i3 EVE . W & B 8 2 H 3% He i
arE Z—, WAL Hg aB 51/l KB SR SR (P. promelas) B U A VI RETS S5 A A0 02, JF5 1
TE ph 238 BT A P 0 B 728 Ak, T T A 3 o R S A D RS R R T IR T, 5 R PR B,
A1, He F1 Hg 946G 90 00 & 1t 5 i 18 8RS G A AR DG . 5L 01 R 0 300 4 i D) ), AR A= M 2
B[], i 8 R 288 {68 v 5 Hig RN HH 35 Hig 1R BE AT T A [R]85 — T B 5 & 3000 TG Ji 18 TR o A 19 /)N
SR T B 3k He B ER 5 /DU Bl R S 2 2 He B R R (ER, AR Wi 1) ot 568 37 053 vl 0
% Hg A1 Hg AL &3 tEVE L, Anah 720 4 o oo Rt e i fif FH L Hg 288 5 A 19 K UM 28 TR 3 1Y) A%
VRS, FE38 5 H 56 He 0970 AR 8800 | 22 1 S5 A5 90 16 1 1o AN JE FLAT 18 ( Lactobacillus brevis)
W He M W 3 He 35 5 09 B AR FH BCHRE DG B S0 A0 0 SORT 9 RE S I, Ak i 1B A Ao om,
2.5 HAbHEE)E

bR T LR A RBEEIRIN, #(Cr) | Cu, ff (Mn) S5 PRE Th A 0L B 4 & 15 4o ¥, s LR 22 5
TiX e 4 Jm i ey h, BT RE 5 R AL % 18 R i AR A A 202 . Richardson S5 & 91K B &M 2
& T = K (> 80 mg-kg™'-d ™) %% . &l (Co) AR (NI SFHE A @ 5 d, #RET M BT w1134 B,
o6 I T ol TECDE R 1 1 B 1S TR R S PR B ] R R, RIS ] b S24-7 Rk R
FE AR, Z2IE B 11 TR AT T8 (Enterobacteriaceae) 3 FEHE N, /N B2 88 T Cr(VI) R U8 B# A7 18 A
FEZAEME, [0S RE G T ) FNDURT 18 1] 2 B2 R F%, Roseburia 55 7 8155 i [ R 1 - B2 K F%, Verrucomicrobia
A FREREIN, 0 /N BRI T A KA /0N BR 25 B 9 00 2 AR, S — TR /N BR A R B 5 RO, )N
2t Mn 288 13 JAUG, /N BUZ 8 UE W) 2 HEE AR, 1B Mn 288 755 19 /)N BRI 38 TR )R 7 4 /) 1) 72
A ELAG 00 22 SV, /D BROR DA BT T AR BB D A = R, T AR AR )N B P R B R R R Y
B[RRI, MEPE /N B Mn R EEREAL TR REG T A F R, (R /N BRI B E BRI, SR, AR Ay
J& Mn 55 5% 5 [ E 1) 7 108 TR A0 228t e R 5 IR N ER I EE M. AN, BR TZER R AN ERSE LS T
W, FEK A S A AR SCH T . M 55 T Cr. Cd fil Cu WELRIEA Y, AN E LR FEA Y
AR A AR 2R, H AR R T BN 7 AR AR A N K I R 2 2R G5 A IR, TR B 4 S A R T B A
J BT AE I RE S, AR TR T JERE T TR AT TR 102 3= 852 52 1) o A, B 0 7 R ™ 2B TR VA 23
TS 1 R T I, TR0 T R T 100,

g5 I, B4R R RS T A AL I 8 TR TR A B el S 9 4 iR R LR A TR R LA
T -1 4w TR R 1) B AH AR R R I, A AR AR G R AT R R 4w T AR AL AR i B4 3 A BIL T 22
—. Rk, WF5E 4 Jm A B X A AL 18 TR A A e s BT L

3 B3yt B A BRI (Effects of other emerging pollutants on intestinal microecology)

BTG YL — 2T B . X PREE B A A A © B UE S5 B 7R 16 5 A A 2% 5 i SRR, R T b o8
LI, W5 PR 2 BT SR AP R ) BRBUE R, AR RBE A I oA 3 R 9
BRE T, PR AR A B R RUBS AN 25 ZZ A0 - 1 SR T S, PR )2 R T TS e ) B TR
K, AR AMEAT LTS 4e8) POPs, MU H04 . LA 3R NG/ A BB, A SR 22 e 21k 5 4 (PFASs)
S — i BT ) B K A BILTS G W) POPs. 5 AR A H 7R 2 A BILE | 22k TP R 15 P 4DL B R 3 T 2
Je R — A 24, ORI Z B I R BT RS — FP ISR A N 230 T 4040 (EDCs) . XU A S 2R =
FE TCS 5 =5 R YL TCC 5544 J8 T EDCs {llik. W58 1) 32 G TE ELW UL BT 15 B W) K Z RE S R
EARAS, IR s A IF L B K E R S R SR (36 3).
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R 3 OHTS Y R ER IR 1 R G Y AR A

Table 3 Emerging contaminants-driven changes in gut microbiome composition in host

154 (e Filk TR )/ )73 WHFZ L BB E =P U
Contaminants Host Dose Exposure time/modes Changes Effects References
PFOA JNER 30 mg-kg™ 14 d/01 RS Doreat; Lactobacillus, BT IR [120]
Bifidobacterium
PFOS /N 3mgkg! 7 Wi Turicibacter?; Bacteroides| — WRBURWEICZEAL  [124]
PFAS - s Fusobacteria, Verrucomicrobiat; Rt TN 771
BETh s 300 pg-L! 21 d/FRFEIK ’ ’ i
OBS ’ He Verrucomicrobia, Proteobacteria Z i [129]
o Roseburia, Faecalibacterium?; — RAEEER R | JHAR
BES 100 pgL! 28 d/FRFEIK ’ ’ -
PFBS e Cetobacterium| RgEEL [19]
2 REFEFIEIRL  Prevotellat; Desulfovibrionaceae, WMril#iti. JEB
NG 4 mgkg! i ’ ’ ;
NEOs b e w/ I IR E Lactobacillus| WL (141]
_ o Bifidobacterium?; RIERGENL,
KRB 300mgkg' 28 d/HIRIEH .
NEOs . mee EH Lachnospiraceae, F/B| Hlgh Rk E [144]
- 4 Proteobacteriatl; Verrucomicrobia Krer4ete., Wbt
VARYSS . ! 24 w/! 1 = ’ ’ &b 557, 4
BPA P& 30 ng'ke Wi Akkermansia | YRz [150]
Z I Z WA Desulfovibrio, Lactococcus 75 ER TRz i b3
N 50 mgkg” : - ; ’ ’
BPA b meke HTRl/RoK Allobaculum?; Sutterella) Sy IR [153]
U ) I S e
EDCs  BPS  FELAIRAR 100 pg-L 16 d/57%iK — o [158]
BPs  BEL R 45 uM-L! 10 d/F#5H7K Rhemhezmeﬁa,‘PseudomonasT; ME R B R [159]
Chitinimonas |
Lachnospiraceae, a3 n o
e AR L S
TCS A — B Erysipelotrichaceae, " ﬁ/ A%L 5 [163]
. PR
Rhodospirillaceaet
TCS KE 50 mg-kg'! 3w/l RS Bacteroidetes?; Vernfcomlcrobla, EIRE, BSMNSE  [167)
Akkermansia|
_ Proteobacteria?; Bifidobacterium, FRIBZETAL (ks
/N ‘L 3w/t
ee s 80 mg Witk Akkermansia| M= A [169]
R L K ] . SRR . %
MPs Bt 1000 pgL " 14 dEFIK Firmicutes?; Baclef’ozdetes, %Lfm(ﬁn E/lj][l R [173]
MPs Proteobacteria) SE
JHRE BTA G EEEL
VANYSS 7! 5 //v/- 7 Lo ~ . T\
MPs (N5 1000 pg-L witkIK Firmicutes, a-Proteobacteria) it [177]
\ . Enterobacteri ; e
Pk % A 500 mg-d” 5 d/FR ;”?“””w“T GEEREETL  [185]
uminococcaceae),
A\ " - S Enterobacteriaceaet; HEIMZE I 9 5y [187 —
% PUER /MR 200 pg-d” [tated) ’ i,
HUER . He Lachnospiraceae, Barnesiella)| P InE S 188]
. y Lactobacillales?t; E. faecalis, E. W g TR A [189 —
HUER N — ok Nroy
) coli| IR RAE 190]

TE: 13805 |- Note: 1-increase; |-decrease

3.1 HTFFAMEA LIS B POPs

PFASs J&—Ff 8t A8 137 A A A HLTS G, DB 10 35 0 /K i ah P . e M L T
PRUPE R R TG R R HORG MR SO0, TR 8L AL - BR2 R 2 s HEEATRE ZEH]
i S 22 AU R )z L H AT AR RAURURLY) . DU AR I 1) &2 PRASs 7Y HE I, AHOG
WS EUESE PFASs HAA AR & i A= 9 & RO fag e, H— Bt AR N BA B = 1 XELL
SEA AR AR T,

PFASs M4l 25 14 AN [R] 9 53y 2 S Fh 28, 4 R R (PFCAs) | 42 Ui iR (PFSAs) | i R iR
(FTCAs) . R MR (FTSAs) & I8 2 B (FTOHs ) 25119, fy F HAE A= Wy A ;N 1R 3 07 X % BRAL R 1 1
A, AN[E B PEASs 13 PEVE LS A1 78 /N A IR A TA] . 4 9 2F iR (perfluorooctanoic acid, PFOA)
T8 5, AW IEAE S 2R RE AR B 2 WO B PFOA, ¥k 2 3K 3] — 5 /K V- J5 {8 23 %k JH I 240
i 35 ™ A 45 - BUH 0 B IE I« I A 2 AR OL J AE R, - il i £ S R AR S G I
FHAE VLR TH 2%, Wang 50158 £ 20 PFOA 2 88 78118 ' Dehalobacterium FIHUFT
W (Bacteroides) F- £ i 3% T [ ARG MEZR G5 b A& b, i 18 vh 548 52 JHF 453 £ A G 1 2L B2 T R0 LB A
i ( Bifidobacterium ) 55 3 A5 T B B0 BRZH /D, 4 AR T B2 O BRI 23 34 i 18 a5 1, S 3R
i | JHA A5 OB DR S5 02005 Jb A A G SCHR 3% W g 1 sl A 4 28 25 6L T 30UV 38 e Wl g MR i, 7 A=
R AN 1) 44t T 0 i T M 7 ) ) T TG , e R 1T R DK R G BRI IE, R BOSAE | AL ORR I e 25 0
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() B2, S P RS AT (FMT) Y397 0] LA — 8 B 1 3sf A 5 b o A 5 A Qg i S 8L

T PRS00 1IE B 4 % I il 152 ( perfluorooctane sulfonate, PFOS) 5 78 A= W 44 - IIE A1 il B F I 5
ML JiR 5 22 /K- T o PR AT 8 R ph 28 3 M AH G U B2 88 T PFOS [FIFE S5 A3 AR 1k, AH G SE 5
WEB/NER AR & PFOS Ja SR AH G A9 B B2 16 1] (Firmicutes) . Bacteroidetes, ZZJE [ | ] ( Proteobacteria) £l
WE A ] (Cyanobacteria) - J& 7 A48 — & W84k, #F— 0TI IE R R FE AR . 2R . B2 R) |
FF ot e i g s 1 A Ao 2, A i o RO R & A 5L, 2 300 I 18 B R D RE 32 80 . OB T e L JHFEIE
JI A AR 1290 A s AR A /N BUE W S 30t & B, A PFOS i 2 (i FL it A A v e d 3 F e 2el,

H1 T PFOS Fil PFOA W25, p-4 90 T- i iR 4k (OBS) /E R B AR W 7 32 i Az, 7P BRAk 2= PR RE 7 1T
¥ PFOS A Fr 35, {ELE A= W0 28 ARE AT I 5 20T 22 JC LU~ 29, 2020 4R — R WF 52K W1, 300 pg L™
OBS Z& % J& , BE 50l A 5 FFIEAC 5T 4 AH 5 14 706 Fh i i AR = B2 & A e 28 A8 Ak, DRI 40 iz i
B Iy BE 1Y [ i 2> S 300 T I A2 #5020 Ak, 4 30T L4 R (perfluorobutanesulfonate, PFBS) th & H B
B —28 PFOS 204, A% T PFOS 1M 5 B tE R/ MEASBA — & B9, M m A s sede, g
BEPERON ©UESE 5 15 32 38 58 8 R AR DG, Chen S50 W58 & B, 5 88 T PFBS 19 8 2075 8¢ ( Oryzias
melastigma) [ 1B UAE YIRE RS R R HE A R IAAALE Y, H IS 18 RIE A: £7 76 TG PFBS MIREE, (RN 11
TUE R WAFZE W] i 1 2550, 3R] PEFBS i 2 1918 U WIS A 5 FOPR G T, Bk Lk B4 A iy
JL# PFASs 4, i 7 i 5% PFASs A Bt A& 2L, Bl in: =98 A4 R (TEMS) 285 2 S BUN R E I A= 9
ZREVER R, I i — 2 51 S I IE A& AE 2 1 K i o A R4 45121, SR, Chen 5581 #F 5% A& B, 4 2E AT B
ZEMEFLAT H (Lactobacillus rhamnosus ) BEWSAN ] PFBS %% 7% 5 | S Al B 25 £o fH [ e AH 2240 AH R A 2 5L
3.2 NI (EDCs)

3.2.1 CHHEBEA HUH (NEOs)

BB A HOR) T g AR TR, BV E AR S A ML A 2 . A DLSEA 25 5 IR s A I R i
AR, R Tz 09 R BRI T AR U R KR AR H R 32 240 455 it Bk (imidacloprid) |
g H1 Pk (acetamiprid) | WE 1 W% ( thiamethoxam) . W€ HL Bk ( thiacloprid) . W& H % ( clothianidin) . WE H ik
(acetamiprid) . 4 BE Ht & (nitenpyram) | WK HU % ( dinotefuran) . 580 WE HL I % ( flonicamid) K¢ i He 8 5
(nithiazine) 5515~ 34, Z A58 R W, BT AH A SR AEA7E W S A IR RO PR A= W) 2 1, R 88 T IR A 245 mT
AT o8 e A R I BB BE ) R R L ST O N 40 1 2 A B M A 24 1 T B sl R Bz (2
TR DA ) SE R, 23 AN Y R BET 5 A AR SN R,

AR, T 98 O T B MR R 2L 3 4 i kD0 R a8 o T PR S R A LA TR W e s o 3R
PR R E. B B —I0OC TN R A B 58 R WY, B B2 1) 5 B 10 et e mT S O eV 5 A 8 T RE
ZREE T [, [ i 3 el A PR R L5 A4, 035 R oo 2 QR (A kkermansia) F- B BT 55 LA X Desulfovibrionaceae
FZLAT R = B A B ATRU, 453003 o B, ol B 1 b %) R e 4V 1 TRTAF VS R, 3 BRI vl = L SR
TR 1A 2 A 7K ST R PR~ 100, SABL A A 5 K/ BR 2 8 T 1ok H e | s W T g T el ok, S e 2 R R AR
EIZETEL, Be PRV TheE, SRR, B R R TR R 2, AR B B R IE S R R R
TIZER TR R AR R 22 5, T RR U BHAR R BR 9 AE 0 T, - 22 B 5 R B2, 5
L R R 0 B ME RO AT REAFAEAS IR O AE FHALEE. Yang 25U X 5 42 2 85 5 1/ R s BE R T T A
Y, TP /I RO e bk 11 IR 25 2 B 1 P AL AL 355 IR R KRR, 2R ER 1Y B ARTE 1A L v AR TR T S PEi
T B i 2890, Firmicutes/ Bacteroidetes FUAE (F/B) FEA, 13X Fh AR 25 B IR 2F — A5 3 i AE R o R i, AR K
MO E T B A e R, NIRRT ) o 2 R B BBURR . D3 A, g b B IR R IR T AR A H]
T E R, X5 4E45 1 08 TR AR A E A F AR T, TR A L kG B 1 T e A AL A R YAk 2
vt IR 837 4 BB 0 T B8, IRl 7 KR Bl e 245375 5 B AL 475 . Omaru 5504 I 5 0 AN ] ¥k B 1) 22 88 405 SR Al T b
7o, SR OTU 225K G OL T, 1 v B Ao B e (R B F/B B B 080/, IO TR 2 W & T s, 30
GE RG RGN HI Y R B, R T I JC BRI 546, AW 1, ZF0H iR d 5 5]
i % i 2 B Y R AR BRI, 5 PR I ™ A RS A T, 3 A 7RI A AR AN R
322 MHAEMALSY (BPs)

XU A PR 12 B 3 A 7 SRR i 3K R S50, DL AT WU A(BPA) | XU S(BPS) |
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X} F(BPF) KXWy AF(BPAF) 53U} B (BPB) %, HiRif 48 i, XU A6 &9 vl e 2R 58 S A= i b )
ek, HEA QM. e AR5 S g ag ke,

IR % 5% BPA, AE% 5 SUHE BV 18 0RRE 0 2 AR RE AR, I 288 187 177 3= B 14 LA K B e 42 [ TR 1
WL, EVE T R TSR TNF-a, IL-15. IL-18 F1 IL-6 25 58 5 AL K 1 19 3k, 1 il Bt ik o g <2
P10 BPA BB A% AR B A, Sl A ST R B 05 I S R 1 S E AR 1 AR Ak, REAS S B
TH PR R R AL AR AL, X R ARG LR 5 45 R & AR A FEPUVE FH I A 0 K7 T R, A B 1 AR RE
(9 % . B 1R B 42 2 R A, BB 7 11 22 5% T BPs [RIRE AT BEXF T4 72 A2 A8 BB ma 052 1550 7 Bl 7 0
#& T BPs Al g2/ A B ARRN, an ABEBAFIWFSE 48, 7= 1l 2 28 T BPA W g2 14 i JL 2 f8 WP I 5
4 JRUBS: U530 2 /N B2 8 T BPA B 2 M LA 45 o, RS BI5E A V5 v i 22 SR B AR, 1045 I il a5 1
B0 HLARAE 5y BRI, AESEARS AR v 2 e B0 ) TR 45 A ) AR AR S B S — T T, e
FAR A v BUEE AT B 19 EL B A B in v, mT BEAE — AR R RESE TR R & AR UL, Sl Ak A R
ol BRZSM LA 1T . RUBCRT P 45 i A2 T8, 3070 T DAAIRI B RE 2R 4, JF HL Oishi S5 BB 58 iR 4 Hh 3D
254 B 2N BPA (W25 (F HEM, 53X U6 B T 25 48 B RENS S 1L 1 T8 57 B D) B, /0 R XA A R A W L.

ULk, Z 52T BPS 25 /N AT & K 2 o LT Al A v b 2 AR & 2 2L, O T R i e 1
0 - it B4 155 5 S i 0 A R R O AT UST);  BRE D £ B2 5% T BPS 25 [ A S &, SRR &
B R AT DL 4 B R AL, 45 R T Sl Ko AR Ak 14 XUB 1SS, Catron 51 [R]HFPEAR T 2 A XU 244k
B YR T BE 5 0 i 2 55 RS, 7E32 K 5 10 d ir R 3L 1Y & & # 14 i BPAF>BPB>BPF=BPA>BPS, J#J
XA A PR R AR .

3.2.3 =&/ =& RPE(TCS/TCC)

AR AR T AU S LR B RS R, e — AR TS R R B ATEE A
SRR 5 LR B A b B BER I 2] TCS 5 TCC #% B U, g fF 45 i HAE A i . R . 3L
T LA B AR S5 7 A — 2 (AR B KA1 12,

ADRRGE ST TCS A TCC XA AR LA B30k, LR 2P IR 5 . A% 38, LA Sl LI B 7L A%
o, LFE G o B AL B R A g dE BT AR RO FL A R S A TCS MEd A,
S TCS MWt BEFLHTE UG, BA S E R 2, (A a1 B EBIR RN Lachnospiraceae) |
F5 R BRI Bl (Erysipelotrichaceae) 5 1WA FF ( Rhodospirillaceae) 1) =F FE 15 @51, W] G 51 & B BEAT A=
PR 28 B R AR 14 22, 19 2R ke T A W IR A 477 1 JRUS: o4 Hy T B2 40y JLAA PN F2E 0 R i e PR
I, A3 F A B TCS. TCC #5165 5 i e R, S8R W B #E LI, Xl ge 5 EY
BEDUA: RPUMESEDR (B4 M, A NS BRI AN BB S I h, S f i TCS BBREILT BFES5Y
R Rebt, O TR AR, (P45 1 B — Bt IRl , R . SR SRR S5 15 2 TR 1) Sk
1M, A K RELE 48, A a2 88 T TCS, X718 B A 00 8 YR Lg%, S 80K BUBLAR f5 HH 8 v 1L
B LI BB SRR R R IR 2 5K i i LR I, I B A7 8 i B Rk — 2D, [ 25 AR R 45 i
I B0 % R, 4 v 5 T e oa B XU 10, [RIARE Y, TCC SR iR 2 S BB LAY BT I35 473, 2230 g S8 Ak 17 i
TR ZERLOT, I UGB A 9 A A, N 25 1 4 REDY.

3.3 T/AN ¥k (MPs/NPs)

B4R SR 1 2 R A BB AE JLAOK L2k 2Z 18] (RO L) ORI AR FE 1 um DUR (4088 ) 1) 5 8}
A P Bl AORE, SRR RN A R B SO B R 2 8 & SRR IE S . B, 2RI L IR K L i H A
B e BT KR A RS Yo, LS S OB A % A 5t e R At TS ey, DA T X A A 7 A R
AR N AGE 1 A B R B IR AR AR T AN R, T RE T EOHLAAR SR R S e N B 5, I i — 2
T % TR/ N SR %) AU BB R o £ e 0,

UL AR (AT GY 2 B, /4l YR ) 2 58 2 5 | RS /K A A i sl vl 2L 3 i M A 1 2 A BRE 5 £ 22 R T
Bhrb, BOUFT R TRV TS R ] = B R, VR RE T ) 5 R S, B KT A 29 FhEY)
BT BEAL, WANAKIRT IL-1a, IL-18 F IFN B3R F 38K I, 15785 T 48 A & 20725 Hifl
—SORF G [RIREAS T T IR 1T AR T B T TR RE B T T=F B i 28 4k, DL e o 2R M0 T B AT S i 3 A i
P07 ARG R, 43 B BE S f AT B . B LM . BV . RA LR TR I LI A TRV R A A Ay 2
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o IR, L8 St 7 i T 0 0 R AT IO B = A R ), T3 5 ) = S ORE R AR AT G, i AUk
BLA3 AR AR TC O™ =170 X5 TIN5, 0240 S0k IR & B /D 1 7 8 R 43, I 5 | iR 2 fiE v JR
BED 158 TE 1T B R B, /IR AR T 58 5 B 19 &8 7K1 1 8 s 24 T o W deb (71, 5k e 2 1 25 BUI
JERE BT Z5 6L . M B i 405 LA BAR 22 L0 7. O — I o e th A A/ SRS N T /)N BRU 1 4 BR T
( Staphylococcus) B = B 117 A T 8 80 4T 18 ( Parabacteroides) B £ %, 7~ 885 09 TLR4, AP-1 I
IRF5 ik, VUKW 5 458 5 - 48 W 1 9 5 S

T LR RS, TN SRk E 2ok W PR, AR 2 P B A T e S ] 2R 5, 49 n 4B 8 — IR TR g
i DO R A, I 77 A SRR BEIE, 1 AR IR L SR RO . A BTG AR 3R A R I8 A R,
FALURY, /AN kLS TCS Hefm) 278, 2348 TCS 7EM7 18 H iy 4341, IR HAR 8, S BUH R & A6 W 3o
# AREREL, I A ) R 2R BT
34 PiER

- FPUERM)IZ M, Iz A TS PR oy B RIS 58 4, K53 A BT AR 2838 o PRI Bk
FEAEHE S BIAEE , AR A PR IAIE A BT PR I B e AR 22, Winr i A Ui AR . HEROK L Aol 3D
V5 7K K S R B s LR e, RSl T RE B Sl K R R T AR B i e A o, X AR Bl
Yyt A2 A

ZIFFEUESE, BrAE 2R 5 R A HCE YRR 228 Tl DAFEAR K — BE B (0] J5 R 2L /7 7F . Hagan S5 BF 5%
R, F R 2R L 0ty a2 R e Tl N AR f G AR 2 BORIRE X T B R AR Ak, HLAE A IR R
#5119 180 d J5 iX Fh 25 AT RAFAE, 32 WX B A W 4l b s i) LA K IPE . R oA R A Je 51
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