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Abstract

Serum total bile acid was mainly used for the diagnosis of liver diseases in the past. In recent years,
studies have found that the serum total bile acid levels of patients with many diseases such as
hypertension, diabetes, coronary heart disease, cerebrovascular diseases and other diseases have
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changed. Some studies have shown that bile acids participate in glycolipid metabolism and in-
flammatory responses in the acute phase of stroke through a variety of mechanisms. Based on the
latest literature, the authors reviewed the possible neuroprotective mechanisms and clinical
prognosis of bile acids in patients with acute ischemic stroke, which could provide reference for
this field.
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1. 518

B S E W ACRE L ORI I R NBOZEE Ty, 2R AR BUR R S — (L, ™
SN N IRBEAR ARG TR, 0] 50 B3 TS O LA A TR Uil e s I R DA 2 2
AT ISR W TR Z WU RO TR, mfihe . BEPRE . FeboCo0id < 0 I3 558 S8 3 Y AL 7 A
BB KT HR B T N T AN o A i PRAR B8 0E S B B AN RIAL AR 2 S5 M A i & o A0 v
SERIE KA S SO S NS 2 AN T o I I PRI S A DIURE iR R RE XM A r R A e 2 R
PHERL, BeEBE R . BRI SRR KRR, ARFEATIRA KB,

2. BEHEREYAE TR

REYT R A FF 20 A 20 WA O RE Y o B 2 B AT . NZRRET R B ER A 15 F, EZHIHIR. RO
FHRR . Bifal HER . /DB IHER K R RE B IR . AE T BRA% £5 K 40 il B RH VT BR AN 46 A FHV TR, 42k
Ak A4 | S W N5 [N o N T X R/ I o s 2 R BN s B [ N = v R 1= 1
A BRI RIAR B DL R LA 2% B 8 4 O B IR G AL A CE A A3 A BRI IR R
Wi BRI, 2T NARKHEIT BRIV B . 6B AN M 3 4% STEE L JE Y M b, ARG IR 3
I F S A RE YT BR A R 1 T A I R A B (1] B R0 P AR T A I SRR AP S . Rdeix
P J7 T I ARAFAEZE 5[2] [3]. Glicksman SR FE R I, RRIRA T, B AFE IR IH BRI FE AR TR /R
K, LGN 22 5, TE 8 R EE NS AT N 2 [R] FR) 25 BRI SR AR R AR Pt T8 e i 22 53¢ [4] [5] [6] [7]-
T 4 N\ b I3 S E YRR A T IR EE A 3.6 pmol/L [1], IEH A S % TEH A 0~10 umol/L [8]. FE —
TN ZE 5 TRAT AT L3R S IE TR A B s (B (3.62 £ 1.86) umol/L, i X4 ~(3.13 + 2.80)
umol/L [9] AHVT PR S il o P JFF 4 i 4 B BB bs o MR RERE . FFAE Ak A T D et B0 S5 5 F L3 iR
THERBE 2 HBLAE Ak . Chiang JY FF 7038 BIAR Y B2 A 18 8 F2 O IR 2 . A SR AN SRR 73 ih
(AR, AR RS S 0 AR, e OS2 A JE BE X 5244 (farnesoid X receptor,
FXR)AI G & (18 5% 5% 14 (guanine-binding protein coupled receptor, GPCR){& 5 K15 I Mg J5 « %1 20 B A1
Re AR SRR . IR B A RS S EURA AT . U5 TRWiAT. O s A B
PRI miflESE. 8RN AR ER A RE R R . dIE A RAE T SO0, IV RREOE
FXR 1 GPCR 155 AT LR FFAE . &M E VG52 200 . B . RV ERAT A IR & 77 2
B NSV IEHERE RS FRIw 196 T 254)[10]
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3. Bt SREFHSRER

BRIt A, ORI, SO RIS, 53 R KR S 2 AT T
BT

3.1. PEBHERSSImE

76 2008 4, “E SR HALT R AT 6ES 5 MR, JF B 50 i sm R AEE — 2 XA
[11]. JEUTATAIIEPRAR FIESE, IAHERS S T s iR L AR A, B s, Sy BN, Jith
WE[L2], SAHEEUCHIEAER FXR ARSI, RN 2 118 B4k b8 SR (118-hydroxysteroid
dehydrogenase, 115-HSD) 1 N YR PEHIHIFR, RIRES S 1 A 1 i I e 56 XL A58 1) R AE At Jig o AdAT T
HIF 5 W S ML S - BR A T (R A2 T v DA 118-HSD 18 F J9 32, AR M AR A, 230 A I & T i
B ETER K25 T JE LR P AR B ., PR T SR IE 8 I [13] kK AETE (e ifi 975 A
MK LA B SEE MES LR hia BB R 118-HSD [ ] IEPERIHIF, 45 T K ERAMNE
PERR Y BR O] S SR T 5o [R]85 21 v 100 6 I 2 MLy e AR B v, T EL S L R s
FLifn J a7 AR B 7N e, $R AR ER AT BRI I 0] 118-HSD S5 i i i A2 [2] o Tt S5 A
B 5 UE BH s 0L 9 BB A7 AR 3R A3 14 118-HSD R, s o5 £ P I 37 e R e B 3 vy, 3R AET 1R
ARG AN 118-HSD ARG YE, 25 7 & iR 1) 3 2 R % A5 14] . Tominaga 347 1 2h #5256
TIE IR R 2 R 3 3 R 55 1 TP v L K BRI/ e 7 1 SR B KK ifiL & [ 15]  Schiedermaier 45 A k4T T — I
@GR IIE . X EFIN AR T, a7 T REMEUIRER 4 J& J5 &7 5K R K P H0aT B 2 R B
[16] Fiti T AR 25 FAIF 70 435 SR 2 BH o 0 10055799 63 1) L35 s REY TR /K AE % f 3 v, oL S i R A 5%,
o O 0 I B 3 B2 T LB IR R E[17]

3.2. iS58 LR

BRI TE o SR LY B B R K ST SR 3 T e, L A RE TR TR e L A A PR S PR R
[18]. Chong &5 A JUAAA ML IV R VA 88 Baf A1 A2 et oCoJd RO A SZ FHEIN A 3R [19] 78 22 5t R 22 o ML AL R
Li &8 NAESERA R O B g AT PR B b R B AR, e O S8 1 29 I L 37 S I R 7K
TR B, ML SRR 5 R I A7 A A S S v BT AR G, T IR PR R
TR 55 6 Lo (R A AE BO™ SRR E A WM PRI R R [

3.3. BB SRR

P — 07 2 B R £ AT RRE T 3R B I A BE Y R T BT K I B R 1 FH [20] - LB
WRIRE FARIGTT 2 BOBE RGBS IR S8 A 56[21] - Chong %5 NIl i BRI i G R LRI 32 445
(Trans-membrane G protein-coupled receptor-5, TGR5)/)™ il B #8 SLA0UE B, B #EACYR 1 E ME4 ) TGRS 1]
I A IkBo BERRA . p65 Zifr. NF-xB IS5 G 5 b S, Jdb 4 5 SORE ISR D7 20 28 v 40 1)
R, T SO AT AN A 0 W i 2 R S BRI [22] [23]0 FLARBE AT [24] R, TGRS ol fig 2
BT A R AN T A0 NF-xB BERRAL S M5 5 #e T, TR —IRAE TGRS /M ARHIEL. Fik, TGR5
A I A 4 B SRE AR T 223 b B R IR, SRS R A, DG R R AR, EYT R AT DU I
I TGRS IA R 2R, o IR & = HPn) B 1.

3.4. BB SRIBKIBREREL

Charach & NI\ A IEH 05 DA S0 AT LLIE L 73306 KB RE FRZE N i T8 A TS 22 A FXO BB T e e Hh 44
JIT DR AE A S sk sl FEREAL R AL [25] . Pols <5 NBh e it e th R W, TGRS {55l T NF-«xB
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P49 R 00 1) 5 4 L P 98 RSS2, R DA SR~ TG4 20 Bk 46 A5 s A 7 P VT 22 98 i DX 31 PO s 7
F[26]0 [ P 58 AR AR N BRI 6 R I e R 30 F R A B A5 5 110 S8 VT e AR AE IR R 43 WA R ) RR B A
NI 51 et 14 100 37 [ P 7K~ 25975 B Bl ks A A1 3 78 PR 3k J2 [27] - Gyling PRI I 72 3% BH 7 o
I B ) FEAE AR IR 2 B S I A T 3B e o X IR ZE [28] . Ding S5 ORI ST UE SEAR T FR 1S 1 5078 T DA
AN F ZRAREAEA FXR, il PR EE 7a-F2 4L EF (cholesterol 7a-hydroxylase, Cyp7AL)FR ik Kl HI T
B R, MIIE 78R EE E BERERR /AN B0 E 3R TE B [29] 23 MEZKF B I IR - B S el A
1 B ks FEREAL [ VE FH [26] 0 INT-777 2 TGRS 105 —Fh -4 BUAHVT R . Pols Z5H INT-777 4351
A TGRS KIA M)/ ERRAH A TGRS bR/ EVRAIAE, UERH T TGRS FIHUE BIR IS 2N Ik ok Af
TEALHITE R, HE7R T INT-777 #0% TGRS G815 S cAMP =4, M #0H] NF-xB 86 53w vE, b
R TNF-ai, 1L-6+ IL-1a AT IL-18 2500774 [26]. 4 FHANIEIE Y TGRS @i FH IR 4 X 7 A4k
I3 5 AR B AR A R PR = A, SIS BRI FERE A B R A . R JE[30]. ARV @it 5 2 i A% 52 A
AR R S R IS S R B AR, 7E SN ISR AR AL I & AR R R b i 3 B AR [31] o MRV RR v id
WOE TGRS A B 20 M A e s R R 1, 40 S Bk FEREAL[10]. Bode %5 A MM FTIESE 1 AE it 5
JIEL TR 368 3 I [T T A Y e 207 55 S K SR AR B TR T (R i B AR [32] . 2R, Qin B 70 K IR it IR R
it SR R AN A AR R 22 15 K A R D Re B g AL E 195 T i [33] . IRV BRIV 73 — AN B2 4K FXR, X3k
FEREAL 1) R A1 4+ [34] [35] [36] -

35, EitEESMAiERE

Yuan S 5T A N It B 4K 25 P55 I 2k 1 L o] 2 50 K P A P ot I P 4 R 2 £ e R A 2 B T e
O 5] - v e S 5 BsF 990 AN B P37 T TR 2% [37] 0 5 00 22 PRI T 9 65 SR S N e s vy JER 0 e T DA PR HH 5t
i 3 AN A B RGN I SR RBE T R A R . N G H v = R AT T H I = BRI RS B N H B S
3 AR oM AR T 1 R AE R . N B IS 1 7K T 1 R i 2R 1 R B R s ek B IS 3
AN S o i 1L A 1) AR AR [38] o A S5 NIy e i = R4 3 /N 5 B F TS ROR 22, st
m, HARE IR ZE[39]. Yuan A I3 A A o JE ] e (16 2% 5 i A o DL 3] ) v e o 1 2 o 1)
BEE fa R 2R [40]. A 5 ARG BRAE 9 N\ A o BE [ e ) = B2 25 6, smmn g MR AR o At PR F 5t iF SR
2000 06 1A S R R A S 8 P i T MG S 8 i R AR, MRV BRAR S35 m e 2 4k R Vs i 1T i
R [41]o 2R NTE O I B3 I3 S IH YT IR 5 I 20 A ) i e afi A 251 vl sk LR K
SPRAEAR[12], ZEHRIES S5 (5 AR SE NI S ARAE I 70X — A [11]. AR 0T AR B S ARV RR 1 T A
AT I R AU S % A HR L, R B I A R R P A A B T i e 4 AR O R 3 ARG, R I T
T PR R -E, T 48 A T2 92975 2 0T PR W I 8 A [42] « [ Mt A B 9045 1 4 22 2212 Wk T R R8O i
MR B LR R I LG W 0, L3 SR B AR 1 3 R AR [43] 0 AR TR I, AT BR A 2
BYIEAIRIC R BB R, Wl fENES 2Tl FXR. TGRS S-S HIME Sk, s A FEN &
RE B AU [44] o e JEA TR 2 FH 40 i Py Joit D R FH L) B 22 Cyp7 AL B4 FH G AR B, o PR P O o e 1 = 2
B, TR A L R SR B AR I R BB R KT T T R ] Cyp7AL IR R
FTEE, A I IR R R R o G I R ) R A [45] o BRI 386 M R R e R (R 3 A R
B SO R PT ARG 535 252 i 25 1 I [ B [46] [47] .

4. BB S AP RIS
4.1 WEHR
A F R R Z LR T SRR RO ROR, SRR e RV RR A 5 2 I8 7EHE
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HIWE 35 [48] . HTTER XS R X 2 R GG 5% SR HE M & A . JHyTER v Ll #X FXR A1 TGR5
GO EHEER T K. HeAh, AW REGE R K5 W TE A R R 52 A4 B A FH BRI H e 4 [49]
bV PR DN g S I e o 2 A R ) s IR BRI R, 5 R LTS A E Y BR v e K I B ORI EH . IF
] R I I b g AR X R i A 2 A A 2R [507] o S BH S5 N BRI 5 E B Ao R A0 AN g I i 3 A R R 7K S
SEIEADC, ARV ERIN E A BT B A ZE AN H I 2 02 Wi [51] . /NI BRI FOAE S A3 S R R L [R]R
FEIR . BE C LR 11X =AM = bR B A B A S S 2 WOl IS e, T DA A O i I
I Ja SR T PR AL IR R KR [52] . (H AR A — &840 703K B R BRZK P 5 I BE A8 T AH O [53] . — T % K
B SF ITL 2 R AR AR i ik g T AR SRR, S 3 R D R AR TR AR A B 9 T2 [54] . R BRK 5 2k sk
IR 26 H B3 3 N H BT R AR DG, (H 5 Hh XA 7™ B R B B R 1) R A R TG J 38 A DR 1 [55] 4
TR PR Mt SEU T R A — P P R PR R E IR, l e o R 4 0 2 P S R A SR T A e T i 2 — R B
PER SRR RGU5, RAE A RUNIRYT, Hrh & e g i B RO N AR TR . A
U ST UE S 1 2=tk R SRR ] A9 K SR H L 40 i 453 4 9 et A 2 Th BB [56] - IRV BR B At & fRAP R
P, W] AAEIR YT 7 S HR B (TE IR R AN S50 sh s A o), RE BR S AL T R IR ARE 7 1R Lb e 2 1 g 25 28,
PLI AR B8 HAG 1208 L B B A8 77, AT SR AL 1 7 5T 47 O 25 BRIE BE (5710 3% Tt [ ik (1) 13 52 BA B B 5
AN, SRR B AEH ER A HH R HE M 5 A A 20 U 2 (A7 AE R . 1 T 8 2 B A VR 2k A
Fa, RIEAIRHRM 2N — N EEN G ER, FF H AT Re 28 R a7 fa [ R 2R [58] . A-fil i AUIH R
AT I AR T AR SE N, D AR T, kR S I RE A I O R A 2R T RE R [59] . AN
SEJHBR AT Re i@t AKT I8 B80S SR jskds 5 G 4511560 2R i A IR & — Fhile IR L %2 211, Tl RE
B Fi6 77 A AN At o] 5855 200 R0 T A G PR U RIS P B2 47 [54] o Yl i 32 £ 2 Fili 1T s 24 i i S EL PR
I AR E R R, R0k, ST HImR e, A S HER nT 8 H i Pk AR R SRR
B FVEIT, I Hon] Re 5 HoAth 5 40 B T 4n M A8 TR OC B SV R34 R [56]. BT I AL CLAAIERH, A
it ML R T 22 2 J A4 L R R A AN B M 28 9 0E /DN BRI B B0 - A [61] - Wt 7L 3R BHAE MR pR 48
fR /N RS e, A SEUIE R VA ST S AR B R BI[62] A+t S NE R (1 BT I T AT S AL Pl BEARIIE B AE
B R VR R A A I EAR H BTE B A T B SCRE A Al B0 SRR V8 97 4 1 o 453 4
I PR 5 SR B e, H 2 AR A FE N 1% FE[63] o B 26 e fes N HH e /KT A i i SR R R S R/KF A
2 LI A o 0 L 3 A P DR B i [64] 0 TR A — Tt 5o g 2K v v i AR IE 20 SRR [l i . g s 1 BA
BIBEVIHE AN, BARKUS AR RR i EUH R A A AR & 5 rp UK 2 (R AR SR G . fRR % T 8
FIETEIR R 2 G, (RIE BRHERM 28 R — N EE R fa R R 2R, H T Re & 2 v i — AN fa S K 5
[58].

4.2. HlHl

4.2.1. BB E&ET AT MR ZE s

Mertens & Nk HL7TE FXR Al TGRS SZ A& RHEGE v T EUS A 440 fo = KK+ 19 (fibroblast growth
factor19, FGF19) M1k = MLBE Z= FE Ik 1 (glucagon-like peptide 1, GLP-1) IR, W5 #REENS o] HAR IR 2R 45
RIEES . MM TR =R, A =M a8 nT ge G B TR a KaufesE5. A, 7EiE
WARIEOT, ¥k GLP-1 [lAlHa& 44 v RETE KN 5] S 55 2 2 RN [49]. Guo &8 NiEAT T IR A
WA, ROEITRAMGEL 454 FXR i cyp7al Mk, i FE S AT L 30 BE T AR A4 42 A B
YEFFAR IR AR S [65]. MY ERIEIETT FXR A1 TGRS ™4 # B A1 IG5 AC T, J80E AKT 3842 DL o [
B PSR, TR 0L 5 2 A AT R AR P T AT [10]. AT BRI TGRS ] LIRS I 4 0E, 24
S % I B AR URT 00 6 38 Sk P 1) 4 B 9% RE A0 g i 25 2 H e 4 i P02 170 5 BB Bk 6 A 1. [66]
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4.2.2. BETESIET AT RAE R B R ARRA TR ZE P e

REYBR A 32 BARAE T 0 AL rp () SR [ B R . AR SRR R X M & RGP B U RAER, W
I B o A LT A AT A2 58 A R PR s o A4l S80I R 7 Hh KA A 22 0 ) A [R) S s Y e 2 £
P17 BSEG EoR 1 AR T SEUIE R R 2 BT R = EAGTRAE A 1) A S AN S 1L 2) Jk
DN TR AR RE BE 7 3) VRLD /N IR 5 2 B A% R LV B A% A R AR N TR AR R 222 2R G5 ORE B AT P 7 AL 2
515 7 (o B A% 4 A A R 1 - 1) 0 ARG B R P (L 4 BRORG B 4 - 1) ) R GA [61] . BV R A2 i 32 A
FXR KN IETERENMI[13]. Ry EREIS FXR B0 Ca Wi, AR RAE[67]. MBI IRZIK G B E Ak
JH/252 4% 1 (G protein-coupled bile acid receptor, GPBAR) 1/TGRS5 TJ & #1425 28 it F1 /I e 5 40 it 1)
T B EHTIR ST #E R [62] o NHVTER AT LA TGRS W2 i s 5 il g IR AR ) 2AE o AP A JE 1R T i sy
GPBAR 1] LA i L8 P 52 B e T i, 1 — 1 Pt PKA [R5 PE[68] - IE 7 BRITE TGRS 51 BRCAL/Sirtl
5 R D KNG B K HZE S L 5E BE R, BGE RR 2 D RE[69] . AHYVT RIS TGRS AIiE L 1| IkBo
IR p65 Zifii. NF-xB 4G FIEMESEH] NF-«B /S AAE[70]. sl EUNH R 1k At 2 {4
AT AR 7 72 B SRR P Bl B4 1 R 8 /5 1 ~F- It R - i (caspase) BUid /= 1, S B T4 st o [54]. 7£
B A5 R A LA, TGRS JE i Pellino3 1| caspase-8/4% F R 45 & 5 J 45 MIIRE 52 /8 PYRIN £5 #4325
I 3 (Nucleotide-binding oligomerization domain-like receptor pyrin domain-containing protein 3, NLRP3) M iy
Yok A i 2 ok BEL 2 ) A 28 9 RE VR B 493 [ 7 1]« TGRS 5 INT-777 FRI3E 7 K B0k o9 JE S s H 1f i ik
CAMP/PKCe/ALDH2 {5 538 B ok 55 A SR # £42 Je R T2[72] . IHYTFRIC BEid i TGR5-cCAMP-PKA il
il NLRP3 4O /IMAELE, IR PSR VEFI[66]. 1ERMEGRIMIEAR T, M2 TeH NLRP3 4% /IMAT
FIKBNFRZE JOAE . FLIPH T NLRP3 AT LAJEAR SAE A AS5E I B o R R 4 e 32 ML/ P VE 52473 [ 73]« %17
NLRP3 /15 9 i s S 7] REA BT 1) 2 Tt s i 2y Be SR AX ANVE 7 A6 VR 7 SR [74].

PR TR AR AT AE AR P T NRRAN A BT 4 b 3608, RA AR MBI T HR/EM . Bl
WEFEARI, RE IR AT LIS I 52 AR B2 sl m) e 0 FH 3 R [75] o A+ it SEURE R 0 & P ek 22 ER AP AL o 38
T I 0 ) 2R AR B AN S5 1Y caspase B T A A T A S 1 [54] . AR SIE R T DA S (R A A A
AT P R A N RO AR 5 5 P B AR R T2 [76] o AREESR AT T A BT R SLEOH SR R AR Ik, AR SAUIE R T
A AN 1) 255 A Tk S 2% A5 5 B N BT SO SR R - caspase-12,  HL A RGO B R AR SRR [27]
caspase-6 F1 caspase-8 & FH 15 S I FL B 7 X #4828 GE i 48 JU A7 AN P AR I A & A2 I Gt 23 [ 771
TMH caspase-6 B caspase-8 M1 FfIVGA YT /) BN BEZEAR R R A ksl #h2 D RE SR MK AL A — €
/b, ARG A TGN, 3200 KNG 2 22 K-t 1 B AE 0, caspase-6 A1 caspase-8 #1117
B SIRNA I T SR ML PERI J5 14 IR R0 0SS 281 200 Mt A0 6 [ 78] . ATl 4AUIR R 5 GPBARL/TGRS
4G FEUNR AP AN A cAMP ACERISE N, FSPIRIREY), RN RARE[62]

5 [RE

FE PR i S A R e B B, RT LA AR 5 20 3 AR AR AR A o 8 REAT Rt I IR A
WINPT, S s R RRE T e . RIS AR FRARA AR TT . /MBS 4H A B o 4t p A
A DL 52 R B R e T O, RS R AT TR o IR FRIE FXR BEh S A EE . Bt
MR 5 RUEAC G e A T IR UAE L 2 BB PO, JEY TR IR 5 70 1 iy H TR A AT & i 5t i i
L AV ES K A BSE A AR M T T SR, R P AR AR EL 2 A0 7K ST SR B AR M A 4 v A PR 3% v ML P S AR BT 7
o BT RAGIUE . FEIRPT . L ShKORRERE A S e s 5 I I P A A BB I SR G, T AEAT
FE PR AR AR 5 75 T (K 25 It 7

BB BR AL 2 R 2%, REIH IR 0 2 M e FE I A6 o (s BEAE B2 R AR L A SRS, A
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