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T TR SRR Yo R 2 R R A AR R B LB A
HMGB1 2=k 1Y 52 il
wmAak™ OB X i

WE HB HiFMmsE(Qingyi Granule, QYG) x+ %32 4 MMk £ (severe acute pancreatitis,
SAP) X ZHF . Kb & it A F4iEE %G 1(high mobility group box-1, HMGB1) &.ix 8%, ik
54 R SD K R#ZMAI F A 45 H 1 F K(sham operation, SO) 21, SAP Z8f= QYG #1; SAP ¥ £ A R
7 5% 4 ¥ fe 82 44 (sodium taurocholate, STC)# F; # A4 F=4# 4 (hematoxylin and eosin, HE) # &
N3 AR KBRS, ELISA Bl fo 75 i 4> 8 (amylase, AMS) . & =8 (MDA) . & %8 i~ % -1
(IL-1) F= HMGB1 K F, % & AL M BT B 2828 F HMGB1 & & & ik ##5% - B4 84 X R E (RT-
PCR) % if B 4122 HMGB1 mRNA &k, Z8R SAP AKX JF . B4 L0m32iE 4 i AMS MDA | IL-
1 2 HMGB1 K-FF=hF B 482% HMGB1 % & % mRNA % k354 SO 44" 24 5 (P <0.05, P <0.01);
QYG # A & FiA Lk B 4547 i K-F AT B 4042 HMGB1 % & % mRNA 23X 2,457 72 h TR EF
(P<0.05, P<0.01),5f 2ottt #idk, it HMGB1 45 SAP SFAMF . AL M4t 42, QYG TH &
#74) HMGB1 &4, A % SAP BHAT B8 845 o

KR AR ERAMMIR SIS R ERAERG 1; LALLM

Effect of Qingyi Granule on HMGB1 Expression in Liver and Renal Tissues of Severe Acute Pan-

creatitis Rats YANG Yuan-sheng'?, CHEN Ken?, XIE Wen-rui®, and WANG Hui* 1 Department of
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ABSTRACT Objective To explore the effect of Qingyi Granule (QYG) on high mobility group box-
1 (HMGB1) expressions in liver and renal tissues of severe acute pancreatitis (SAP) rats. Methods
Fifty-four Sprague-Dawley (SD) rats were divided into the sham-operation (SO) group, the SAP group,
and the QYG group according to random digits table. Rats in the SAP group were induced by injecting 5%
sodium taurocholate (STC). Liver and renal pathological changes were observed by HE staining. Serum
contents of amylase (AMS), MDA, IL-1, and HMGB1 were detected by ELISA. HMGB1 protein expressions
in liver and renal tissues were tested by immunohistochemistry. HMGB1 mRNA expressions in liver and re-
nal tissues were detected by reversed transcription PCR. Results The pathological scores, serum levels
of AMS, MDA, IL-1 and HMGB1, and protein and mRNA HMGB1 expressions in liver and renal tissues were
increased more obviously in the SAP group than in the SO group (P <0.05, P <0.01). All of them could be
down-regulated by QYG intervention, with the most significant effect seen at 72 h (P <0.05, P<0.01) in a
time-effect relationship. Conclusions HMGB1 participated in SAP complicated liver and renal injuries. QYG
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could effectively inhibit HMGB1 expressions, thereby attenuating SAP complicated liver and renal injuries.

KEYWORDS Qingyi Granule; severe acute pancreatitis; high mobility group box-1; immunohisto-

chemistry

HE 2 1 IR % (severe acute pancreatitis,
SAP) JEIG IR ZNEAE , R b A T A RSN A
B TR, A I PRI YT ) — RMER, ¥ e
LB AP AR YR K AR 7 A L 197 91 42 M
BEARFIALIN S 44, 1207 7 8GR R IR TT SAP A
w2 TR R%E E A 1 1 (high mobility group
box-1, HMGB1) i JUERIFT 2 H 2 S 5 HLk
PAE R A%, FA TR A B r HMGB1 Al fE
25 SAP ZIE R R, i UKL (QYG) X} SAP
BRI ERAE R ERS . AT L EFSE,
5 7Ei2H QYG Tl SAP K&, #3 QYG Xt KU . &
H HMGB1 ks B HAEH], B4 T .

5%

1 Mk

1.1 ¥ f#FE sprague-dawley (SD) k&
54 L MEREAKR, A i (9 £3) M, 1A (210 £20) g,
BT 2R 48 B2 27 S0 3 W oo 42 1R, 3 AT HIE S SCXX
(142008 -2002,

1.2 25 IEBBURL 54 B ORF D EAT
RS RN S EEH R HE R B AL, 10 mg/tl,
20 mg IFBRBRAH Y T4 25 123 g, T AR 2522 B
vh 22 e R 25 T 2 R ) A v TR Se i
it :11011654,

1.3 FEGAH 4 wIHR M (3£, Sigma 2
H]); H4 21 (IL-1) 1 HMGB1 ELISA 7 & (5%
E, TP A+ s bt KB HMGB1 £ ek (3£ H,
Santa Cruz A #]) ; L9t S B i A AL P AR IC —
P R RAE Y E ARG A ) ; SPO001 f el
A& (b 2 S A E AR AR ) ; Trizol
WA (3£, Invitrogen /A 7] ) ; RT-PCR 5 & (38
E,ABIAH]) .

1.4 FELZE  Anthos 2010 U GHR{YL ( HHb
#],Anthos tabtec instruments A &) ; ¥ 5 #L ({&
[, Pk~ RM2135) ;PCR {¥ (##[% ,Biometra A H]) ;
BIO-RAD #E 5 748 (3£ [H ,Bio-Rad A H]) .

2 itk

2.1 SAPHBIES.  ZMOCHR[S ] AT HRHE
BIES 5% 4 ¥ JH R 49 (sodium taurocholate,
STC) ifiF K il SAP JIF ' 4121 fitsi sy,

2.2 4l SD KR 54 HHuREALEL 72 1k b
LA AR T AR (SO) 41 . SAP 41 QYG 4, 4541 18
H,SAP A QYG 4 THERCHT 12 h 73l 45 74 # R
7K (1 mLA00 mg) 1 QYG(1 mLA00 mg) #H , &
MSESE R 2R K, QYG 414 12 h 1 KT QYG Jik
(W:1:1)Z 03 E (1 mLA00 mg), T 24 .48,
72 h 3 AR A 6 U IR AR FE K B o

2.3 AMS Fil MDA [fiLiE K FRil - SR A E e
B RELOMERIM 2 mL, R HCE 2 h KA
(4 °C,3 500 r/min) B0 )5 B W, -20 CIAfE4
. Fera at s AMS Fil MDA 3857 & 07 BB, 4%
i a] 5 K BUALTE AMS T MDA &4

2.4 IL-1 FTHMGBA MLy KA SR A ELISA
o RE A AL 2 F |, ¥ ELISA 57 & e Ul
I K BRUM T IL-1 F1 HMGB1 & &, WSS &40 K RS
[ ][] A5 A PR T i AR f 34

2.5 KEM . EHLURE KA HE Jefa, UK
FRAT DI B 212, T 10% Y S i [ g B K A B £
HE BRI R (RN 4 pm) |, i B ml sy L — F R
U BREETPDRS K AR - AL (HE) oo )5 I T3 Ao
e 44 B RS0 2 P A IR | 7 LA A A AL 2 o
FIRBE 3 AR (1 20035 25 U008 B 5 1L 200 M A 1 4, i
g G IN, AH LRI O 5 T I 2R R 2L 4 TSR3
i) 530k 4 11T FEE Sy, 2 B Camargo CA 15
YE' TR RO FRIEA T B (36 1), ph S5 B
FHE TR B LU 7 7T B 4, BOSE,

Fz1 MRIR Camargo ALK B2ATE bR E  (4))

a9 0 1 2 3 4 5
I x <10% <10% <10% <10% <10%
I x <5% 6% ~10% 1% ~25% 26% ~50% >50%

M K ARAEHEER fE, <1% 1% ~5% 6% ~10% >10%

2.6 JF.H44 HMGB1 EH#FEik R H0E
HALBAGI . B MIAT B LR, H R B K
Fie i 40 SPO001 fe i 4l A ik ) & 45 TR , S bt
KB —Pt HMGB1 (1:100) ,DAB &5 £ & 4, B T
B, E OIS HMGB 2635 B 1E . BERREh 2% hilk
(PBS) BN —Hu/E N BA XS R4 . Ses T # FH 2
HLH 4% <10% N (-),10% ~25% H( +),
26% ~50% N ( ++), >50% N ( + + +); YOk
JEBEANRNEGR(-)  REAR(+), HEAaR(+
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+) AREEN(+ + ), B AL R B R
B S R T H Lo IS

2.7 HF.B4H4 HMGB1 mRNA %k &%
BRL7 ], R ¢ - A EHECRON (RT-PCR) R
BUCAT AT B 44345 100 g, 7% Trizol 17 & 7 3 K
RNA ZHMERTI RNA HREE 1. 2% SIS HHRE L vk
Kl RNA 528, #% RT-PCR 7 & i W] 24,
RT 4 — 454 cDNA (20 uL), 20y &5 fF:42 C i
#3560 min, 95 C K& E/ 5 min, 4 C& R
R 5 min, —20 C#EfE£H;; PCR 4 B — 44% DNA
(25 pb) A2 584 v etk 13 2 GAPDH Al
HEIEE HMGB1 19 5 45— 500 :94 C AR Pk, 4
min,94 °C 451 30 s.58 CiBk 30 s.72 °C 4 fifi 50
min JEAREL 34 I, KRGS 72 CHEfH 5 min, 5]
Y] M Invitrogen ARG (% 2) . PCR Y&
EB 11 1. 2% il BB VK , Bio-RAD BERBUE R Gi 1%
F58t. LA DNA-Marker 1E 043 Fi 2 18, 45 R UA] —
FEAR | HMGB1/GAPDH Y3 2 L s o

&2 PCR{MGIYIFS

A ElL7)E2 ]l IR

HMGB1  Lii#:5'-GAGAGGCAAAATGTCATCAT-3’ 250 bp
TU#:5'-GGGATCCTTGAACTTCTTTT-3’

GAPDH  Lij#:5'-ACCACAGTCCATGCCATCAC-3’ 450 bp

Fii#:5'-TCCACCACCCTGTTGCTGTA-3’

2.8 guitiediik  RJ SPSS 18.0 Fiit#i itk
Fro0# BRI L x s oo 4LIE] HL A0 HT B 2
AR 27K 05 2608, BEX BORRR T t A3 A2 [N
MM, P <0.05 NZERAGHER L,

# X

1 3 HKRIME AMS F1 MDA /K #E (3 3)

5 SO 4 t#, SAP K B Il AMS F1 MDA ]
HBFHE, AMS 24 h ik i6, MDA 48 h ik ik, b5
THAE TR, 72 h BT SO 41(P <0.05) ;4 QYG
BITIE , KBNS AMS I MDA £ B[] f 06 (3 F
F,72 h T E2E, 5 SAP 41, 25 ¥A Git 2
BN (P<0.05,P<0.01),

2 BHKRBUMTE IL-1 F1 HMGB1 £iA /KT LA
(%4) 5 SO YA, IL-1 76 SAP ZH A [m] i B i i
Thr,48 h Ik FIE(E , 4E5 2 72 h, 1 HMGB1 T 4%
2,72 h ik, HERHAHE L (P <0.05, P <
0.01); & QYG iAJ7 )5, SAP 44 K R I ¥ IL-1 F0
HMGB1 /KRR, DL 72 h it 8, 5 SAP 411t
B, ESAS = X (P <0.05, P<0.01),QYG
PR F A5 I TR AR P . IL-1 A1 HMGB1 W5 % 76 SAP
R BRI K P R IEAE M (r =0.984, P <
0.05),

3 KRR EALUREY) A 45 R i (B 1,
#5) SO Y REMF.E¥ICH BHEHE A fk, SAP 41
KB VB0 R 349 D0 A P A0 I, 5 43 2L 40 i &2
INFE , eI Ry L ZE A A AN TR, B 63 473 ¢ I Ok B
B R ] LB /N [E 4R R B, 48 h S A W T
QYG % HiRY7 SAP KRG, QYG 4 KRBT H H %
PEAR IR D, 41 200 B A 085S TR YT 72 h R R
PR3 2 W 5

4 FHKEIFH AL HMGBT & Rk e
(Kl2,%6) HMGB1 &E[7E SO 4 KR . FHL
H ik /b LA E] 5 AR R B R, 76 SAP 21 DU BE RS ]
FHA FML,72 h BB FEHEZ (P <0.05), A
KT A B 2 QYG RI7 e, P B4
HMGB1 F 352 Wi /b, 5 PR 4%, 72 h 40 F A
M@ (P <0.05),

R®3  HKUKBILYE AMS F1 MDA /KFEHE (xxs)
AMS(U/L) MDA (nmol/mL)
215 n
24 h 48 h 72 h 24 h 48 h 72 h
SO 18 118.2 +34.0 110.9 £14.2 102.7 £21.4 11.4£1.3 11.2+2.1 10.3+1.6
SAP 18 337.5+16.7*  314.0+21.7* 220.5+23.7* 35.9+4.7* 39.4+7.6* 36.5+5.5*
QYG 18 272.9 £39.5%% 236.7 +28.5%” 154.9 +14.7°% 33.8+3.6% 27.3+4.2%% 21.1+5.1%%
5 SO 4FIWILLE:, *P <0.01; 5 SAP AR # L#E:, “P <0.05,44P <0.01
F4  KBAKRBRIMTE IL-1 F HMGB1 KA (x+s)
IL-1(ng/L) HMGB1 (pg/L)
ZH 5 n
24 h 48 h 72 h 24 h 48 h 72 h
SO 18 263.5 +48.5 267.3 +62.4 248.5+41.7 1.2+0.4 1.3+0.1 1.2+0.5
SAP 18 638.5+74,8"" 911.7 +83.4"" 897.7 £89.5"" 2.9+0.5*% 3.3+0.7" 3.8+0.6"
QYG 18 583.64+77.3% 536.3+73.1°" - 469.4 +61.7°% 2.5+0.3% 2.8+0.5° 3.2+0.72

.15 SO M H#, *P <0:05, ""P <0.01; 5 SAP A F#I L%, *P <0.05,4*P <0.01
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A SAP AL, Hrh A1 JATALEL, A2 5 4L4LB S QYG 41, Hotk B1 W ATA14L, B2 5
Z141;C g SO 41, otk C1 IFLILL, C2 LS
B A4URR 72 h IF B AURMEE  (HE B, x400)

RS SARRT HASUREAITF L (O, x +5)

i et SpL e B A 255 BT 43
25 n
24 h 48 h 72 h 24 h 48 h 72 h
Yo} 18 0.5+0.2 0.5+0.3 0.5+0.1 0.6+0.2 0.6 +0.1 0.6 +0.2
SAP 18 7.5+2.1"* 8.4+1.7" 10.9+2.3" 15.6 +2.7" 18.7 £4.5* 19.3+3.8"
QYG 18 7.3%1.5 6.7+1.3% 5.9+1.24 14.8+3.1% 13.7+2.72 11.4+2.6%

5 SO 41RILEE, *P <0.05 ;5 SAP 41| L4k, 2P <0.05

A g SAP 41, Hirh A1 JIF41Z, A2 SF4L40B 7 QYG 41, Hirh B1 HIF4I4,B2 H'F
HHLLC Hy SO, Hirp C1 g AF4HEL, C2 R4
B2 #4722 h/F.F4H4 HMGB1 A LsE R (DAB Jeft, x400)

F6 AU BHH HMCB1 HHKIAE (% x+£s)

5 FF4H4 HMGB1 355k 4120 HMGB1 & (13535
2H 5 n

24 h 48 h 72 h 24 h 48 h 72 h
SO 18 1.0+0.3 1.0+0.5 1.0.£0.2 1.4+0.3 1.3+0.5 1.3 £0.1
SAP 18 6.8+0.7" 8.7+0.4"* 9.6+0.8" 8.4+0.9% 10.3+1.5" 11.8+1.3"
QYG 18 6.5+0.5 7.7+0.8" 7.1+0.3% 7.8+0.7% 8.6+0.5° 7.2+0.9°

T 5 SO 1AM LR, *P <0.05; 5 SAP 41 LEr, “P <0.05



| Y PE 4 A 2k 2015 4E 11 45 35 #5511 3 CJITWM, November 2015, Vol. 35, No. 11 -1371-

KT BHKREIFVEF4H2 HMGB1 mRNA ik g

(x £8)

JF£HZ! HMGB1 mRNA FHX) ik

B2 HMGB1 mRNA Hi %3535 &

HA n

24 h 48 h 72 h 24 h 48 h 72 h
SO 18 0.32+£0.06 0.34 £0.05 0.33+0.07 0.35+0.08 0.36 +0.11 0.34 £0.03
SAP 18 0.47 £0.03~ 0.72+0.11" 0.79+0.18" 0.43+0.09" 0.68 +0.17 " 0.77 £0.15~
QYG 18 0.42 +0.06 0.66 +0.13% 0.59 +0.12% 0.42 +0.07 0.64 +0.12 0.52+0.11%

15 SO M H#, * P <0.05;5 SAP 4 [A#I ik, 2P <0.05

5 FHHKEF.E44 HMGB1 mRNA %A%k
B (E3,%7) HMGB1 mRNA 7E SO 4H KBl
JHF B A2 e 3k 2 HL A5 B ] JSOR 6 AR, SAP 41
RERIL IR BfiA [R5 e AL A A — 2L,
WA AL, 22 S A gt 2 L (P <0.05) ; 7 QYG
G HF 41 40% HMGB1 mRNA ik /0,72 h 5
JrRE, 5 SAP 4l bE, ZR A% FE L (P <
0.05) ,fH72 h fiffirsT SO 4.

A Marker 0 7217m707(%7m701—grm
HMGB1 ~ 250 bp
GAPDH 450 bp

B Mal’kerogmongAm

HMGB1 250 bp
GAPDH 450 bp

A B A IRIF B 41485 0.9.m 43y SO.SAP.QYG
21,1.2.3 43514 24 48.72 h
B3 HAKFH.E44 HMGB1 mRNA

FIBHTKE
Wi

AP il PR % W, K2 10% ~20% 3 & K
SAP, SAP J&—Fi 15 XI5 I & IE 2 R FE R4 = 1Y
BEAE , R LA SR X A2 Y P K P AR =, (LA
FEHAT IR 17% ~30% 2%, SAP I & Z 2 B il
MRL] B FT G R 43 A, FRATT I A A 5 2
HMGB1 7£ SAP KR M #s | h kB, 4k
M HES 5 SAP I ZE B I B . Ik KB
SN IR R IS HMGBA /K-8 5 T, B 5 e
s A 00 R B S TE AR 60 Logistic 18119 4347 i
N, I3 HMGB1 J&: SAP (& Be Wl I FE T A kAT 5
B ZM W BR 4T HMGB Hi ik AT Lk 3
SAP LR SR, il WL HMGB1 7] & SAP
(IR HE R

HMGB1 J& — Fl ) 12 77 76 Ay & BE 4 <7 B i
DNA 455 8EH"  B— M ERIMERNERN T, B35
PRI 28 00 I BT B0 R 2E L R T B B 0 45 5 f T

HMGB1 H S HA S, iR AdR RS
RAEAT TR ARG RS 00308 2 Bl 4 A 5 i
RS0  SAP B HMGBA 740 i 55 TNF-a L IL-1 .
LPS S5 H 2 R B 4 HA/EH, A 5 AR 43 0k, TE AR
ERVERT, BF5E & 3 SAP H.15 AMS . IL-1 Fl
MDA B Ft &, 2 J5 HMGB1 FkHahn, il R A= &
i 2 i 3 il & SIRS I MODS'™® | F il HMGB1 ik
R A B o ARSI R I AT B
HMGB1 ik Z % 5 i IL-1 f1 MDA Ft & it 3
AR, He 1l 7 2 a5 i 5 0 I K 2 A O (r =
0.984,r =0.896,P <0.05) ., 25T i SAP nf
98 A S5 R AR AL R SO T % SAP B A
QYG AT REAR SAP 35 1+ TNF-a,IL-6 . IL-8 ¥
J3 DT S ek R E TS 2 o BRI L BE SAP KR
2 QYG THiE I AMS . IL-1 . HMGB1 #il MDA &
YRR, F VB 4200 HMGBA 28 111 383408070, iF
HEVRHR 50052, 72 h i B3, % QYG I 4L
PO SAP [ R AE LI AR AR 4, D8R A B 0 , o
LI QYG VAT SAP BRI

g5 LTI A 58 45 SR R 98I A I N AR AL N
K7 SAP FUHRIBA &+, Z J5 HMGB1 #1385
s, B VB BAG AN, IL-1 5 HMGBA Fik 2 IR,
=425 SAP WJIF. B ifh; 457 QYG TG SAP
KEUMIE IL-1 MDA X HMGB1 & &1 N, 54
gl HMGB1 2 ik ik />, g B8t 445 0 4%, ol I,
HMGB1 A REJEIAYT SAP JIF B 4515 o #E s o {H LA
YIVE FAMLE A T 1 — 2547 HMGB A 2 PR a5 sl 1T R 45
ST E— B IE, 11 QYG Y B A 85 R o
M FTFRABFE

2 £ x #t
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