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Abstract

Gallstone is a common and frequently occurring disease in general surgery. Although most pa-
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tients with gallstone have no obvious clinical symptoms at the early stage, a considerable number
of patients still have obvious symptoms and even complications of different degrees. At present,
whether it is asymptomatic gallstone detected early or accompanied by symptoms, the main-
stream treatment is surgical treatment. In recent years, with the in-depth study of the formation
mechanism of gallbladder cholesterol stones, the relationship between human microbiota and
cholesterol stone formation has gradually become a hot spot in the study of gallstone. This paper
aims to discuss the mechanism of microbiota and gallstone occurrence from the perspective of
different human colonies by referring to relevant literature.
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1. B

JH A %E (Gallstone) 2 ol AbRE—FhH Wk 2 &0, $ERiE[1], HAREBEKAERL 10%, HF
TR EIE 15%, E&E T RERAIRMME, Flande bk mZa a8 mid 12% (2], Hd 70%L0 EiY
MRS A B R A . BRI RREST CEARRE, FHIE RN MREE LRSS A
R A2t — . ZHMRE A EF LR ZER, (2 — BE—RBIIRER, J58mAER
WRE MM, HRBIARREIFRE, BEMARERZTARGIT([3]. BT SEE AW R &R
BUEL, AT 200 0 T PA AR 27 f 4l

EAMEA 60 AR A, HAZEH Maki [4)7EH 5 B8 UIESER T B I G 5 7E R 38 P R0 p-761 B T
TR (B-glucuronidase, f-GD), H H EZ I f-GD TERH A 2 45 A 1R ML R B EAE . Bl 5 50, B
i 252 5 UL 240 ] S % S 7 R 9 AR 7240 PLA-2. KRG At B AR gl I 5538 vl 51k B AN BR T2 12
2 A A i e ARy “ IHBEAR B RE s A A% 7, A B T H EIRE S H G 3R 45 TR 5] [6] [7].

A O T R BE LS 5 T AE R AR SRR Fi e T A B s 72 5 7 20, AmA e th4) 70% [8]
Je A W AR TR AEAR Gea B R 5 07 sUh JEANREOR I, B DABRAE IO Fe S5 e AEAE T AR BRPE . SR T At 42 LA
K, AEEAR R PR T E AL AR R IE UK R, Rl 2 55 ZAREE DT PR L 16S rRNA =il &7 AR |
Fr BRI 45 AR B AR AL B8 43 A E 34k, IR 3 55 7 1R 48 B 2% R AR LRI OB e o 1B BB Ol
ARSI E 3 L[] P 5 A PR 4 B 2 R AR LRI E — 2R3 .
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P2 LR IEH AR D A ar 43 28 2 50~200 RS, HS5 2 MEammo<[0] [10]. IEVTRZED
B AEAL) 5 TS B2 E A T A R LA AR B A, T PR A W 5 38 W A I B (A R A7 AE AR B
Ab[11]. E P Shen [12]55318 3% T4 72 L R A S A 7 B AR (WMS) X R HEAT md@ sl iy, e 1 13 Fhr
MIREYT AN, SR NEAMR R 8 Mg N O e Rat. Rk, s fcE it n] BBk a2 1)
VAT AR ECE A E YRR i, S5 RE SRR [ B A Y R A R

WA, SRR T 1 A= P e o S0 T 04 S 8 R, 76— s PR b T S JE RSO 31 1R 3R e o[ 12],
MAB RN A 28 — P el LA IR S HE S R m B E R 3R, 76— @ FEE 1 nT 2 5 0 [ B v A AT H ol f2
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[13], BEMFMEEATEE . MUC2 Ktk F 2 EE K (LB 1 [14], 22 50 MBS A A PR K
FEE A Z M W FUR A YR AT A S 4 MCU2 1 FUT2 [5ERI3R5E , JEH & MCU2 3£ 1A,
T AR R (AR 2R, (R A L A 1 I 45 A ) BA i BT R 13 [15]

PR S A= e v T DL o 2 5 J1E D 1 25 4 A A ) AN TR A sk S L AR B, A SR R J1E 28 [
S R — AN BIE T

3. REEREE

ZIRTACE N, H A A A G T RHTE AR AR R JIE B 45 A DG PE It FE 08 B R ARk 20 2% ]
BEAE A R (R TE R JE B EAEE, SR Bl A BRI P BRI R R, IAE AT CEB WA RS, BE7E
BEN I AEE N AE e E B HA R R E RIS . % TIRIERMCE I RIE B BT e, (HRA%E
IR IHIE AE A T e 2 Mt —FR B4 Oddi FEZ9 LR Fadi 47 S HIE . 8RR AT HENFFRE, FERERRYT 2
WhSE T RHIE16] [17]. LAHTHIRE T O 24 ARG IR e 5 A0 S5 40 1) R AR R R DK, JF 3R B4 B mT Re A R 3l
0 2 I [ P 225 T 1 ) % R 5[ 18] [19]

4. IpEMEME

Wu 27E 2013 4E 3 ORI 168 rRNA WA I BES: 77 5% 3600, BAVE. N REAHETOTGE, 45
S AR A TS i B ZE LA S, ML O B B4 U T B RS R 120]. MR, Ye St
EEMFFHAR 6 AIMBLEABEOE. B, B T IRmn R REY, EEES T
BEARLLPE 5, BB R e — AR UGEAR[ 1], BB FSCR, fERBEss R it o, P % b
PEVEAE, R 25 BRI [21], B IO BEE K, (002 HOBORMUED, AT . V1]
FR . IR

4.1. BE;ER{R 5

MRV RRAR S AR FE A« JE A S /e A0 N & A RS S BT IR, &y Wt N i Ja it —
AR I A IR AR R, B PR AT B AR IR o 70 I3k 2 v 43 ol A [ 465 i PR 26 A 7= A PR RE 2K
fift B (bile salt hydrolase, BSH)F 7o-fiif2HES 5. 2% 95% ISP IH YT BR 7E iy ie P Bt 28 W AT [l 8 N 4 7
ORI, S &R [22] -

DRI, i ik A i BT A B AR R IR R B, A R g A IR BR AR R, e =
HEL BRI AT I 55 I A R AR AR MRS [23 o T IR R ST et A0 1 Vi e 3 i TE T A E W (R 1, A

SANATE AR, JUHRAEAE T2 TR IE [F A DA 3 B e G D REAE U TR P EE AR [24].

4.2. $EJBEE X & (Farnesoid X Receptor, FXR)H G E B {BELRE ;B4 1
(G Protein-Coupled Bile Acid Receptor, Gpbarl/TGR5){E 5B

EJRlE X AR, XFRIRTRRZAE, JB TR — R, REAEBTER R E . HEE 7a-
¥24L 1 (Cholesterol 7a-hydroxylase, CYP7A1) 2 HIHNHI BR G B i o 1tk B A e — SCBEG, T I B ) RIA
KPZZRARTW . H—, CYPTAl RIEFZH MRS RO S s J—, R K
JE AIEOE FXR IBAMHIIRA R G [ 25] [26]. £ T/ BRAR A G 56 1, CONV-R /N BRUW 18 B B o] A
Ailal g FXR TR 75 B, AR B IR &, 4T CONV-R /MNRFTAERLEH S,
FLARRAIH RN AT - - SRUIH R /K~ 3438 &1, CYPTPAL kG R[26],
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i PR QG 2R [27] Vassileva [28]5 A B, A TURIRIR T TGRS SR/ SR RES Iy L JE [ W 45 4 (0
JEH. Lavoie [29]5¢0F SR BIH/KIENREL 5 TGRS 45 & Ja Pl GE HGE A B IR — SR E il A Bk, &
ATP SUBPEANIEE T, TR JE-1- 13 U A A A Wi 70 R B Sema 2 Thig, (ks e k.

4.3. BBTER/K fREE

BERIL, ANEMIEA L) 120 D EIEK 591 EHRAFAERRTT BOK AR BHEVE[23]. B e, R IR i T
Rl & RRRTT IR ARG, AEFFRRVTIRAUZAEIE; LUK, RHVFRRK AR B TR R R TA 2 A SR OV A T AR K
FREgE . SRR EICER, IR EANN A PH (B, A7 BT 20 5 SRR PP 5 I I 300 40 1 10 7
PE[30]. T BB, EIR[3 115 NI A A BTl A= i 250 I R RESE M fE R 1R 8 b i 1k
I P BUR IR 5 el b 38 R [ Wi v A A e 4 47 . Waang [3 1155 0F 0 A B R 45 47 =6 1) i
TE B RE TR R R, IR IR K AR B VR 0, (LR IR K AR A 5 IR R R R S R TE W R A
Kitks TR BSH-T3 AU T AT &, T0FLAT B = B 53 BB IR B IR G . 2R
ERBTFCAE R A I, AR R K AR Al T R I I 2 R PR S BT RE IR PR B AP A RS L 24 4 [ B2 i 2t AE
WIRE A A T, AR SRR A R /K A MRS PN, ELRURTR & T REAN ], dHL e VE 2 L)) 75 ik — 2D

23

5.
4.4. S =Hp

A= AN ERE R 2 —, DZERUAKTF M T AR, HFERIWTHEEA
REIRAS o ] PA S [ 32 S5 A 0 L [ e 25 S8 1L S = R K P s T e g Ao I R 3, SR =
f&nl e 2 SR E RS A TR, Chen [33]5F3ET 1 40 Ry, {8 #oamaR )7 AR 5 Bif C57BL/6)
ANER S TRV A5 FH A ) A e R PR R PR A AKR/T /MR, 45 SRR ILECH TR R 1) C57BL/6T /MR TMAO 7K
PRERM S R, EPUBCA AKR/A /MR BIECH TR IIIRTREL TMAO J&, AKR/T /NRARZS A KA
RN 70%, FAEBERTIE ABCGS/8 JE[RI LA K SRBI Rk i, i3 -4 At S5t Jos 00 Js £ B e T e ot B 4
MR ABCGS/8 % JH[H it g g5, [yt A ik 2 b g in . ABCGS/8 7E T4 BRI /INET TS 11 il S —
RhZ 5 HE R iz, HEREKPS AR d b B E R 2 > B IEA G, SRBI 2545 A T 5 H &
L7 H 0 v 2 S e i UL A A R I ] 2 3 SR, 2 B ME— 324k SRBI Y, PTLA4 SRBI Kk [
VA AT B IE ] e 4 4 T R [34] [35] [36] [37]

5. BMNRTRERHEER

BB B — PP 22 KB WERTE . RIVES). R T E NEIAEY) . P E AR, Bl
W B R | TREAT B 1 AT B A Bh T B B 45 A 1T [ 38] [39] [40].

Fatemi %5 N R I HAZ/E BT THEAT 6 DNA 5 SPERR 450 PR 2 58 2 [RIAFAE ORI RS i
(41%)RE YT A T TR B B 1 FR 6 6 (p = 0.029) 4835 = T HAth 5 g JE #(38] . Silva [41]15 ATEXS 46 4 i
AR AR 18 A A IHEE LS A B35 323 AR BE AN IE T A ST e IR A, RIRAR 3RS A
NRFELH L 2 B AFAE M | TR AT T DNA Z [BIfA7E B AL ¢ R (p = 0.009; OR = 14.72; 95% CI=1.97
% 108.90). 16S rRNA JE[K /7 51| 5 vy [ ST 18 B 7 SUARAE > 99%. X segh Bk — 0304 1w [ THEAT B
5 NFEIRF LS R A DGR B UL o

— R AN A TR AT B A R R AT S O, TS LT T RE S 5 R IR G A T i 42]. 1
— BTN I, AT IR AT T S G 5 e JIE B 25 0 T i S FE R AROE B B AR B, AR A . IHAE A
JHRRR A FIE A . LR EHUBR B BOR R 4 RIS, W Agiin &-1. A4IN%-6 Ml
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IR R BE IR F(TNF)-a, "EA115 5IETE SR M GSD KIRIRHLHI[43]. 5 —FhHLEIml BE e 8 T IHFE )
A | WA B I R R AR I o = A S SR [ i S S S AT 5 A T %[44 ] Stathopoulos [45]%5 A
MARFEIZ BT RERZR , A HA T T IBAT B vT B > e IR RIZ B DhRe, RIS EHVTHIRYE . HEBRBE ) T F%,
B0 A NS A A B 72

SR, FE ) — T 7803 44 521 A Il 2 b 25 SR S 7,y I DR AT 8 BH PR 4 P IE B 5 0
A AR A | TR AT B PR LA 1.53 485 (p = 0.012) [46]. — W1 1 B A5 B PG BF \REORT 58 Bon[47], Hal TiZ
JEFF R TE SR U e SR A IR E LR E KR,

6. /&5

JEFE 4540 VR D9l AR HE LB RN T R LR AU B O N N O e — 3B, [RI
FE—EREE LR IRy QAR A A NI R o A SO NARAN T A= e v B A BE R i T R R 450 I E )
RN SRR, WEMIREE AN “CBRIBMSE T, fEIHBERER S AR KR IA
FAHLRENMEM. RMEERZRRIIED TR AL, SRR 5%,
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