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B = LEE25HK: TESMEBRR (SAP) 5)3f & Wil G 5t B Th B B i, 28 2 1 9 & 30T I3 /% 7 vl 2%
fif SAP, AH AR 25 5 W 18 S e FE DI Re A S M NI RE . BRI, AR5 IR I3 7 % SAP K R
i 3 928 it i ) e 19 4 FH BB

ik 4 SD K ERBEVLAT B T AR . SAPARIA] (BEAIA]) | SAP I+ I& L35 AR T 4l (GRIT4l),
SAP R FH 5% A= G IR 4 R IR AS 0 A7 P ks 2, BT A RUE S TIE S MY, RTEAR4Y
BV 25 T SF R BUE BRER RO . i EAR G 6. 12 h b3t s, MBAhM%@mm¢mﬁ%l¥
TNF-o . H15 K 1L-4 . 1L VE 43 g S I U7 i 1) 48 b5 A2 1k 5 HE 3% €846 I g8 Ji B /08 Ml 26 200 o 3722 Ak
qRT-PCR % Western blot £ /)N iz 211 21 5 W 20 A M1 BUAR 2570 INOS M M2 BUFR R Arve-1 1R 35 o B KRR
/N W AT 4 S PR A e R R 40 . 3 IOV A L A R R N+ T LY A A B, LA TG AR B AY R BN
6 20 i Ry 25 X R, T qRT-PCR M2 Western blot & I 4% 2H 4 i NF-xB . iNOS. TNF-o. IL-4. Arg-1.
TIPE2 Fl1 PPAR-vy il 263K .

R KRR T, SHRFARAE, RIAHSETHAARGTNF-a. L4, MIEREF. N8I7EGEKT-
HAERETE (384 P<0.05), {HIBY72H TNF-o . IML3E 4 B . I 07 6 T v A st 8 R B (IR A 10 &, il
TL-4 T 5 B 7K B R FACRIZH (35 P<0.05) 5 AR ZH 553697 AR 5 IR 55 /08 i 20 40359 H 30 B S 1 g 2
07, AIEIT AR BUG TR /N TR, HOBAS )G, RERUZH A R N, TRYT A aA, A
BRI 59697 B RR S /N L BV BT 4 22 S A Gt 5 L (3 P<0.05) 5 iNOS 2R [15 mRNA () %587
LAY /N By 21 200 v 3835 B S T ﬁf@ﬁ@mm%ﬁﬂ¢%ﬁ%ﬁ(waﬁ,meEEmMA
M FARBAA/NGAHLUS ) (12h) BB, MifEETAm RN (6h) SEH (12h) HWEFE,
HAERER TEAIA () P<0.05) . MAMSEE B0 A i IH 7R 4k b 1S 09 R BRI 1 0 200 Jf 1Y) NEF-
kB, iNOS, TNF-a # 15 mRNA F£iEAKCFB I T (3 P<0.05), 1 Arg-1., 1L-4. TIPE2, PPAR-vy £ [
K mRNA F KT B AL (3 P>0.05) 5 BRIE I07E ff 7 dh B, R BN B READ AR 1Y Arg-1. 114,
TIPE2 J PPAR-vy & 1 &t mRNA Rk /K- B T (34 P<0.05), 1 NF-kB. iNOS, TNF-a £ 1 &% mRNA
FIRTCH B ARfE (¥ P>0.05) 5 55 FA 00 A Ak AR PR 4k Ak B bE AR, A IR TR 9+ 3% IR A Y A B R BN
W20 i 19 NF-kB . iNOS & TNF-o 2 11 J2 mRNA 263K K -0 @ F R, 1 Arg-1. 1L-4, TIPE2 % PPAR-y
1 M mRNA Rk 3 e (34 P<0.05) .
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Effect of Huoxueqingjie decoction on intestinal immune barrier

function in rats with severe acute pancreatitis and the mechanism

LIANG Chao', WANG Yang', LIU Xinbo', LI Shanbao'”

(1. Department of Hepatobiliary and Pancreatic Surgery, Yueyang Hospital of Integrated Traditional Chinese and Western Medicine,

Shanghai University of Traditional Chinese Medicine, Shanghai 200437, China; 2. Department of General Surgery, Shanghai General
Hospital, School of Medicine, Shanghai Jiaotong University, 200080 Shanghai, China)

Abstract

Background and Aims: Severe acute pancreatitis (SAP) is always associated with intestinal immune
barrier dysfunction. The authors previously found that Huoxueqingjie (HXQJD) decoction can alleviate
SAP damage, but whether this action is involved in the intestinal immune barrier function is unclear.
Therefore, this study was conducted to investigate the effect of HXQJD decoction on the intestinal
immune barrier function in rats with SAP, and the mechanism.

Methods: The SD rats were randomly divided into sham operation group, SAP model group (SAP
group), and SAP model plus HXQJD decoction treatment group (treatment group). The SAP model was
established by retrograde biliopancreatic duct infusion of 5% sodium taurocholate (NaT). After the
operation, HXQJD decoction was administrated by gavage in the treatment group, and the sham
operation group and model group were treated with normal saline in the same fashion. Rats were
sacrificed at 6 and 12 h after the operation. The serum pro-inflammatory factor TNF- a, anti-
inflammatory factor IL-4, as well as blood amylase and lipase levels were detected by ELISA assay. The
pathological changes in the pancreas and small intestine were observed by HE staining. The expressions
of M1 macrophage phenotype marker iNOS and M2 macrophage phenotype marker Arg-1 in small
intestine tissue were determined by qRT-PCR and Western blot. Rat intestinal macrophages were treated
with NaT, HXQJD decoction, or NaT plus HXQJD decoction, respectively, using the untreated rat
intestinal macrophages as blank control. The expressions of NF-«xB, iNOS, TNF-a, Arg-1, IL-4, TIPE2,
and PPAR-y were examined by qRT-PCR and Western blot, respectively.

Results: In invivo study, the levels of TNF-a, IL-4, and serum amylase and lipase were increased in
different degrees after operation in model group and treatment group compared with sham operation
group (partial P<0.05), but the increasing amplitudes of TNF-a, and serum amylase and lipase were
lower while increasing amplitude of IL-4 was greater in treatment group than those in model group (all
P<0.05); evident pathological injuries were seen in the pancreas and small bowel in both model group
and treatment group, but the degrees of injuries were milder in treatment group than those in model
group, the injuries were worsened in model group while were alleviated in treatment group with the
prolongation of time, and the pathological scores for pancreatic and intestinal tissues were significantly
different between model group and treatment group (all P<0.05); the protein and mRNA expression
levels of iNOS in the small intestinal tissue were significantly increased in model group while were
significantly decreased in treatment group (all P<0.05), and the protein and mRNA expression levels of
Arg-1 were significantly increased in late stage in model group while were significantly increased in
both early and late stages in treatment group with greater increasing amplitudes than those in model
group (all P<0.05). In invitro study, the protein and mRNA expression levels of NF-kB, iNOS, and TNF-a
were significantly increased (all P<0.05) while Arg-1, IL-4, TIPE2, and PPAR-y showed no significant
changes (all P>0.05) in the rat intestinal macrophages after NaT treatment alone; the protein and mRNA
expression levels of Arg-1, IL-4, TIPE2, and PPAR-y were significantly increased (all P<0.05) while
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NF-«B, iNOS, and TNF-a showed no significant changes (all P<0.05) in the rat intestinal macrophages
after HXQJD decoction treatment alone; the protein and mRNA expression levels of NF-xB, iNOS, and
TNF-a were significantly decreased while Arg-1, IL-4, TIPE2, and PPAR-y were significantly increased

in rat intestinal macrophages after NaT plus HXQJD decoction treatment compared with those after NaT

Conclusion: HXQJD decoction offers a protective effect on the intestinal immune barrier function in
SAP rats, and its action mechanism may be associated with it regulating the transformation of intestinal
macrophages from M1 type to M2 type, promoting the expression of anti-inflammatory factors and

inhibiting the release of pro-inflammatory factors, thereby alleviating the systemic inflammatory

1184 v E SRS RS
treatment alone (all P<0.05).
response.
Key words Pancreatitis, Acute Necrotizing; Huoxueqingjie Decoction; Macrophages; Intestines; Rats

CLC number: R657.5

O 2 PE IR % (severe acute pancreatitis
SAP) Al IR b UL SO AE o A IR R R Y —
AR, 5248 E U AR 0 b 4 B RAE RV LR
fEAR G, JRH e KAt SAP B E ST K I
18 B D) RE B AT, i/ i B 6 D A MI/M2 D AR
25 1 B0 S e R Rk AR B AL HL S A
FRRAMTF

M1 B W 200 3% A6 S5 T 4 004 i 968 SR A8 T
(tumor necrosis factor o, TNF-a ), I35 F1E K n
W15 A B — A4k A & BB (inducible nitric
oxide synthase, iNOS), T iNOS & K I 77 75 5 #%
T kB (nuclear factor kB, NF-kB) =75, NF-«B
AIJE T INOS (9 KGR, PR AE K IL-4 = 5 Y
SAP 4 i S I kAR, i M2 A W A TS AR S 43 0
TIL-4, AR M Y W 200 i 5 15 1) 48 R 2 0
R = A K F R 1 (arginase-1, Arg-1), i
HRZHEL W, FH7E - HMALA (nitic
oxide, NO) K IL-12 (9 HE 1 T Ke, A IGKE 205 1Y
Arg-1 B 1L-4 1E Ry M2 S AL B9 EHE Y, R s ok Ak 4
fity %% 56 ) ¥ 76 3% & v (peroxisome proliferater
activated receptor y, PPAR-vy) /& M2 E I 20 jd 1% 1k
o B ) B S Y IR IR AR T 1 S
1 8 43 F 2 (tumor necrosis factor- « -induced protein
8 like 2, TIPE2) J& T TNFAIP8 5 R i 51 , & KR
B P8 TN ARAT V f 28 B0 1 o) R 45 TR 5 AR R
AHE b, TIPE2 i 3235 Wl 4% NF-«B 5 5 i& 42, W
P M1 W 20 Y 20 A o 78 T bk B4R i rp Al g
AT T 40 B 52 4 B Toll B A2 AR Y% 1k, BH k™ %
i VB B AR R R, R T R A R A R Y AR A
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A FE AR I S AT AT T e B I R
A G fifk SAP B JEAE RN, H I X i 18 it B 4 S 2
AE #Y 52 W AN, O B A B A e B TR A
.

ASBIE 5 ) A i E TR kAL S R B SAP R
o v 24 555 L3 S 3 O R R R i B i 3 %
SE RN O, OF AR AL, B — 2P RIS
L 765 iFk 2 %8 Ji 15 0 240 i 5 A 1) A T BIL )

1 MRERE

1.1

111 ZRmie Hh A Em KRG E
PRI T BE B LV AR o SPF ) B SD R B
200~230 g, H b BE 2 O A B JE B P BE 4
GERS Y S bR EE, s Bk SPF 4, 3
B, fEE 26 C . HIE 45%~55% . 12 h G A 12 h
B AR, R bR o UL R R OK A
S g AR P R R A B AT A B 40 B 2R AR
SCIGAE PRI MEE . YYLAC-2021-118 ., SCIG Zetm, 87
T, BETFE (WA LS ), FAREL.
EHEE (WA LB ARESEARETTHHERA
Al ), TR TS E L B 2 KA e B
VG 25 45 4 = B S AR e SRR 1

1.1.2 Sy KANEANE WOERZ: LiF
rh s 24 R 2E B I B BH e o B 45 A 2 B R = B
FERSAPIZS 12, HFAj9g. KE 15, B
12¢g, MmfH6g. %12, {12, HE9 ¢,
WRAFE9 g, WAL Y FALA 1 gml, K ZTHH
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MEEAEY g SN (Sigma, EHEH), H
A B ER K E K 5% W o 2% S L F s ) SE
AL DMEM 85 9% 38 (SH30022.01B, Hyclone,
FE ), PBS (GNM20012, FHigE®, WwHE), B
fitf (BaK, THE), HFHEHENP (C0222,
=~ K, THE), B4 imiE (FBS) (26010074,
Gibco, FE[E ), TRIzol (15596018, Invitrogen, &
E), 519 (b4 T AR ARAR, dE),
Prime Script'™ RT Reagent Kit (RR047A, TakaRa, H
A), SYBR® Premix Ex Taq™ (RR820A, TakaRa, H
A, CCK-8 ik #l & (Co037, # K, HHE),
RIPA #f## (PO013C, H=K, E), BCAHEH
e B E R & (P0012S, AR, FE), 2x
SDS-PAGE & [ E#EZE shif (POO1SB, H =K,
[¥ ), SDS-PAGE # i fic i il 7 & (POO12A, ¥ =
K, HHE), ECLAEMIKA & (POOISFS, =K,
iE ), iYL A Marker (LC5615, Thermo Fisher,
%), GAPDH (ah9485, Abcam, #i[E), PPARy
ik (ab178860, Abcam, [ ), IL-4 (12227S,
CST, E[®), TIPE2 (53842S, CST, M), Argl
(93668T, CST, [ ). NF-xB (8242T, CST, 3%
) , iNOS (80517-1-RR, Proteintech, 3£ ) .
TNFa#ifk (17590-1-AP, Proteintech, 5[ )., K
I % E B B (CSB-ELOO1689RA, & & Wy, th
), KEULAEPiEE (CSB-E13784r, fEEAY),
E), IL-4 (CSB-E04635r, AWM, wEH) &
TNFa (CSB-E11987r, /A4, W E) A ELISA
K&, M8 PCRAY (BIO-RAD, ZE[H), LA
JtaE & (BIO-RAD, 3E), ZIaemgin{L (BIO-
RAD, E[E), #HL (BIO-RAD, FEHE), HIKIX
(BIO-RAD, [ ), fh2# & EE R BE 70 R4
(BIO-RAD, ZE[H),

1.2 LWHE

1.21 SAPHEER Z 3 A iham (1) BEEH &, BT
ARBRATEEE 12h, 25K4h, 2% 5 ZH
(30 mgrkg) T 56 BRI o ] Ak i 2 il ok R A 38
17 LA 1 mL/kg 19 501 2 457 22 50 S i A 5% 1 4 sk iH 1R
B, B4 0.06 mL/min, 7B A] 5 min £ 37 SAP
RERIE- 210 (2) By o 4 . AR T AR AL BRI S T R AR
SIRA LG CHE, WIS AR K 02 mL & H
BT A HIE MG RS, 820 mLkg, 6 h i
H 1. dEWRITH MR IT A 0 BAE 6 h ) 12 h,
FH 2% 1% U be 22 80018 0 9 E SRR IR, FFIE 40 &
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Bl ik S A R IR AR FE S Y, B K i # 30 min
Ji B (3500 r/min, 5 min), W LEHRHAE
T =80 CUKAE R A2 T 5 S AR il o (3) 4 g
S 4 I NI AN 7 S D R (R
o W I A dl) . AR ER AN (4 6 IH R A
Y1), A JIE R AN+ T ALY AR (AR IR R B+ 34
AR AbER, LI AN A R RN B A
NS AN R, LR 24 ho 6 LT A 1 BURL %
fi% T DMSO,  Jf FH 4t M 8 9 5o 08 3 R 4% o0 M 2k
Y, WAESAR SRR DWW . AT aH (2
A AH O S5 SR A R R A R 3R I A0 R ) S 5
BRI

1.2.2 CCK-8 %% KB /NpE W40 i 40 i 1% 5
Jo, MR, AR, RS TE 96 FLAR
FEFP LRI A0 BV, BEFL 20 5 x 10341 100 L 4
MEw, 3 R, B F37 CHRFEMPERE,
20 2 S G RE R 29 W LR SR 6 ho A [R] ¥k
JE s B 1 A i R ik 8 0 LT R (2R A
40 pom JC P 1 U8 A8 A 8 ), G A IE R A v B ik
S R AR AH 5 SCHR S 1 B B L (1~128 pumol/L AH
R BERBEE) 151 I MLV A T AR A0 T 00 5 0 14
B (1~64 o/mL AH G JE ML E ), 37 C 5 F- 4 h 1%
F:24 h, HALINA 10 pL CCK-8, 335 1.5h, J5ill
FE 450 nm WG

1.2.83 a3 %% % PCR il JH] TRIzol i 57 M 15 37
(R BEL I 40 i B BCRL RNA AR 35 TaKaRa 336 4%
SR SR E UL, B SRR VAR, B
cDNA . S 5t 5 #0479 6 it PCR Y7318, b 5%
24 50 °C 2 min, 95 °C 2 min, 95 C 155, 60 C
60 s, 40 MIE¥R, 72 CHEAH 7 min, HJGMHEE4 C
GERR N o AR NF-kB . iNOS. TNF-«. Arg-1.
IL-4, TIPE2. PPAR-+v Fll GAPDH 3 ik ) 3 ik /K °F
H GAPDH# HITENZ . 51WF 8104 1,

1.2.4 Western blot M E FHERAXEMK T, H&
HAS K, RBCKRE MR P B EA R, RIE
BCA & 1 2 3200 & g il 32 A e W15, 0 BT 4
BURE & 09 38 1 R . B 20 wg 2 H #EFT 109% SDS-
PAGE HLIK , %5, 5% g4 4337 CHM 1 h)E,
A —#47iNOS (1:1000) ., TNF-a (1:1 000) .
NF-kB (1:2000). Arg-1 (1:1000), IL-4 (1:1000).
TIPE2 (1:1000). PPAR-y (1:1000) # GAPDH
(1:2000), 4 CHERHSK. WHIKE, =Ht
(Fioe/Bl 1:5000), 37 CHEFE 2 h, VEME3 WG,
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A ECLH], HLES 2.

1.2.5 ELISA %% # BAIR & 45, XK
B P I 9 oy Bt L IR B . TL-4 R TNF-o AKF 24T
M5E .

1.2.6 AR REFIE BURMEL/NBEER, Y1
0.5 em x 0.4 cm x 0.3 em K/NH LU, 10% ¥ 48 R
R 2, A BKHLE RIAEK, RSB
W, @i, 4 pmbl R, HEQ @, BAEIER 414
B 95 AR Y, . K BB Schmidt 95 BT 43 bR AES % 4% 21
JERR AT B R4, DBRAR K M . IRFE . R AE 40
Jf 32 0 45 5 I g e g5 R BEAT IV E 4R 5 AN A
2, Lh1. 2. 3. 4, 54847 hRic . LA Chiu %k 2
PEAO Ny SR X i BB . A R R AR AR A Rk
iE 5 BEHEAT O R AT Ay, WAELE . KM H
RAE . WRBE . W SE AT ISy, /N B I AR
R4 0~5%7, BB/NMaULEE 10 I EF, IF
53 SR R 70N 1 286 R s BT 4311

x1 s519F%
Table 1 Primer sequences
EA7S 751

GAPDH E[ : CAG CAA GGA TAC TGA GAG CAA GAG

JZ21f] : GTT ATG GGG TCT GGG ATG GA
NF-xB E[] : GCC GAC GTA CTG CTT TGC A

S :GCC AGC CAC CAC GAT GTT
iNOS 1EJi: CAG CAT CCA CGC CAA GAA

JZ I} : CAG GTG TTC CCC AGG TAG GTA G
TIPE2 E[f] : AGA CAC ATC CAA AGC AAG

JZ I} : AGC TCG TCT AGC ACC TCG CT
TNF-a 1ETA] :CAG ACC CTC ACA CTC AGA TCA TC

J2I] : AGC CTT GTC CCT TGA AGA GAA C
Argl 1E[5]: AAG AAA AGG CCC ATT CAC CT

JZ[f]: CAC CTC CTC TGG TGT CTT CC
L4 iE: GGT CTC AGC CCC CAC CTT GC

JZ11]: CCG TGG TGT TCC TTG TTG CCG T
PPAR-y iE: GCG AGG GCG ATC TTG ACA

S : ATG CGG ATG GCC ACC TCT TT

1.3 SritELE

BT A B Ge 1t o B 2448 SPSS B (A
22.0) FEAT, B ARIE B R 22 4 Fon T8 E 1
SD o, SEM, #0445 & 1L &4 A iRk, M4l
R /50, 4l 2 H KRR PR, P<0.05
PN ZE R A G4 L.

© WA )3 of [ FF I F A EPTA

2 # A

2.1 Zh¥ L6 &K H TNF-o F0 IL-4. I 7 i7E #3 B & M

RE A Bk F b8

HRFARA R, BAHAARG6. 12 h ) TNF-
Fak M (¥ P<0.05), MiRIT4lE6. 12h i
TNF-o &35 2 B 0 AR 40 8] s (] B () B TR 7 4l (3
P<0.05) , HIG97 41 H TNF-« 3% 3k 1 B Bl 5 fa) 4E K
B R (P<0.05) (E1A) . SEF R4l i,
BERZ R J5 6 h 19 14 Rk &8 m A & (P>
0.05), MIIAITH ARG 6 h iy 1L-4 Fik 8 55 T1®
TARY GHRIE (¥ P<0.05), HFEE AT EK
IRIT A 14 Rk K BT (P<0.05) (K 1B) .
E AF [ 55 T] BE (4 105 V€ B B 2 B 7 Wl K-, IR T
41 B S AIC T R [RD B D B RS R 4 (3% P<0.05)
(K1c-D) .
22 RAERBREBEAAHELBIURKBELER

HE o 25 L oR - R F R 4119 AR 41 41 6 K
Jif S LR R R IR AE L T TR I HE A R
RAEESIER, THERM . WM LR,
B 25 o4 il bR Ko B A 0L i i
ToFu i KA Mr, KW RAEAMMETE . 5F R4
B, BAHSIRITHARIG 6. 12 h MR LA
RO, BRI AR K . IRFE, NS R EEL, m
ST N 1 Wil A R S e R e R oL Ll g Al
N 2 2 RT U R 2 ) R AN MR SRR . N R
SN AN XN N T (| DS 1 A= 2R
A2 o A2 R /N B o B A B T]
FEA N 2 800 T, IR T AL R 5 /N B 1 s B Bl AR
B R[] A T 2 s (1 2) o LR S /N
HAMKMEIT D ZFHARITFEE L (¥ <
0.05) (%2),
2.3 HAEKXKB/NFALRS MI/M2 E 1§ 20+ X 4R

EHEEEINOS. Arg-1 FIFRiX

Western blot &2 qRT-PCR 25 S 7~ , S5EFARH
e, BERIZH 12 h 20 A9 INOS A 3 B 3 m (P<
0.05), TMiiAY7 41K iNOS 33k i B i A T 41 [7] st 1)
BEARIR I 4l (3 P<0.05) . S5 F R4,
BIAIZH 6 h 1 Arg-1 R B TR (P<0.05), 1M
12 h 1 Arg-1 3B & B B (P<0.05), JRIr 4l
Arg-1 Fik i B 0 & TR F R4 S5 ERIZ 6 h 9% iA
T (#P<0.05), HBEEGITHEIER Are-1 FiKK
SRR B TFE (P<0.05) (F13).
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E1 &AIMED TNF-a. L4, MiETHEREREKTELE 1) SEFRUALE, P<0.05; 2) 5FR46nbi, P<

0.05; 3) SGRERIZH A ] HLEL,  P<0.05
Figure 1 Comparison of the serum levels TNF-a, IL-4, amylase and lipase among groups 1) P<0.05 vs. sham operation

group; 2) P<0.05 vs. the 6-h value in the same group; 3) P<0.05 vs. the value of the same time point in model group

I JRITA
BFARLL 12h 6h 12h

JE e 4

B2 HHEKRKRIZEALRFREFHLE (HEX200)
Figure 2 The histopathological changes of the pancreatic and intestinal tissues (HEx200)

x2 BHERBMFEAAREFTDIEE (x+5)

Table 2 Comparison of pathological score of pancreas and intestine issue among three groups (¥ + s)

T 1.56+0.32 10.24+1.57" 14.72+1.39"-% 12.85+1.69"-% 9.26+1.31"29
/N 2.63+0.49 15.41+1.52" 27.53+2.77"-? 18.49+2.14-9 10.17+1.24D-2-3

TE: D) ST ARALE, P<0.05;2) 516 h AL, P<0.0553) SRR R 6] 5 LA, P<0.05
Notes: 1) P<0.05 vs. sham operation group; 2) P<0.05 vs. the 6-h value in the same group; 3) P<0.05 vs. the value of the same time point in model

group
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i) JRITAL
BFARY4 6h 12h 6h I12h

iNOS e -.- —

Arg-] e — —— ——

G iy . . o B

3 Western blot & qRT-PCR #& Ul H K FR/NAALINOS., Arg-1 EFEHIRIE

ZH RIS IE] A LB, P<0.05

1) S5EFARUE, P<0.05; 2) Stk

Figure 3 The expressions of iNOS and Arg-1 in small intestine among groups of rats detected by Western blot and qRT-PCR

1) P<0.05 vs. sham operation group; 2) P<0.05 vs. the value of the same time point in model group

2.4 KFRIEEMEEXERERE
HIT CCK-8 S B, 42 HAR 0L f) e B2 B8 52,
KB IE TE 00 JHE  R 9  E AT R, A B A

TR 0 X R B/ B I 20 B 1) 1C, Y6 B2 A 6 emol/LL
(I 4) 5 3 1037 8 32 5 KRR/ i 1 I 40 ) 1, 1R
B4 6.8 o/mL (4),

B4 CCK-8#@ill4-fEABEREH 55 M5 A%z Xt K R/ B R LB R AN 1C,, iR B2

Figure 4 IC,,values of sodium taurocholate and HXQJ decoction on rat intestinal macrophages determined by CCK-8 assay

PRSI rp AR IR R 4 5 0 IV A 1 2R
HI 4 B 1C,, ¥ B . Western blot } qRT-PCR %5 &
RS RN & DO E DS T R8P/ N A o - §
MR 40 2 NF-kB . iNOS & TNF-a % 4 M mRNA 235K
FIE ETE (¥ P<0.05), 1 Arg-1, 1L-4, TIPE2 J¢

© MR # EHBIFFEIH

PPAR-vy 25 11 J¢ mRNA 38 ik 7K - JC W] Wb 42 11 2% 22 =
(¥1P>0.05); S25 [AXHIRAL g, 36 s i i A4l
Arg-1. IL-4. TIPE2 & PPAR-vy % F1 K mRNA 2 ik /K
EU TR (38 P<0.05), 1 NF-kB . iNOS J TNF-a
M M mRNA X T B2 (3 P>0.05); 54
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Figure S The protein expressions NF-kB, iNOS, TNF-o, Arg-1, IL-4, TIPE2 and PPAR-y in each group of cells determined by
Western blot 1) P<0.05 vs. blank control group; 2) P<0.05 vs. sodium taurocholate group
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