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WE:BH HiITHIKRE A 27 (HSP27) 75 R A M IR % ( MAP) K I AE & 0 B Bt & ( SAP) K
SRR R o ) 36 K B O MR e A0 AR M) E R O R . ik M Wistar KRR 90 H,BEMLA 3 4l A 41H
SAP 4 ,B 4N MAP 41, C A AN M4, 3 Aah¥ T )E 1,3,8h ﬁ%ttduﬁlzo i 0 W Ve A
(SAM) , 7+ 5 i It 5 %05 Western-blot 2 5 4t 43 7 HSP27 ﬁélﬂlﬁ?* i 8 % i RT-PCR 2 & i 43 #7
HSP27 mRNA 3k ; &4 B M Al i e i BE A5t . 455 A, B 4] SAM ﬂ(%ﬂ w, A B 4180 WAL T
Al (P <0.05) ;A 4B R BOR T3 - R 2L K R BK M ™ & (P <0.05) , 4i il 8] 3% B 451 15 5
B iR AHE(P <0.05) g% LR E; A, B W4l HSP27 & (4 & H mRNA £k 8
ERTAEA (P <0.05),BAYEET AL (P <0.05);B 4 HSP27 BERRfLE T (Ser78) T it i
L TR BAMAL(P <0.05) A GXBARKEWEER(P >0.05), 4 41 & 30
RS2 T T R 28 1) 3 W) R AiE L FL SAP 45345 51 7™ I, TT 8 5 40 MG () 4 B2 R 4% B HSP27 % KL R AL 3k 1k
X TR, $78 HSPFE AP kB kKR HAEE/EM.

[qﬂlilﬁiéahﬂ-k,u 2007,16(5) :429 —-432]

KEWR: BRI, PUKTIEGE; RERE; B, Y

FE S HES: R657.51 XHkFRIZAG: A

Effects of HSP27 expression on the adhesion junction of cells during acute
pancreatitis in rats
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Abstract ;: Objective  To explore the effects of heat shock protein 27 ( HSP27 ) expression on adhesion
junction of cells during severe acute pancreatitis ( SAP) and mild acute pancreatitis ( MAP ) in rats.
Methods Ninty male Wistar rats were divided randomly into three groups: Group A ( SAP), Group B
(MAP) and group C (control) . Rats in the three groups were killed at 1h, 3h. and 8h after model made
respectively. The levels of serum amylase ( SAM ) and histopathology score were measured. Changes of
adhesion junctions were examined by electron microscopy. HSP27 and its phosphorylation were measured by
Western-blotting. The expression of HSP27 mRNA was determined by RT-PCR. Results Levels of SAM
increased in group A and group B, but was markedly lower in Group B ( P <0.05) . In group A, there
was a rapid and sustained increase in levels of pancreatic indexes, and severe interstitial edema ( P <0.05) ,
and damages of adhesion junctions were observed. In group B, there was moderate pancreatic edema and
disruption of adhesion junctions. The expression of HSP27, its mRNA and its phosphorylation levels were
lower in group A than those in group B (P <0.05). Conclusions Alterations of adhesion junction are a
common feature of AP, but the damage of HSP27 and its phosphorylation which regulate adhesion junctions

were more severe during SAP. The results suggest that HSP plays an important role in the onset and

development of AP. [ Chinese Journal of General Surgery,2007,16(5) :429 —432]
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o IR K B o /N #IK 58 25 B 27 (heat shock protein
27 ,HSP27 ) #E AP W2 5 T # #: & & K2 L vy M
Pl I HSP27 1 3% 3Kk T RE X AP Y 45 R
A B S PR R R AR (MAP) T 5 5 EGE 2
P B IR %6 (SAP) S 4F™ o A WF 5T i 3 45 ) HSP27
TEA R 2R R AP BERY rp (%) 3% 3k K X 40 i fa] i 2
R, B LE E— A T AP S L S T
HokE R,
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1.1 ###

A=l IH R B W B Sigma 24 F] 5 10% K A
TF 5 W& A e i 570 = ] 4 5 37 S B BE L SXP-1B -
ARE MG WA EWwG AT 25k R
HSP27 $i{k g A I 4+ 8 " ; HSP27 g iR 1k
ok (Ser78) Wy A R INAE £ A Wik F A dl s BA
Biti 55 v ( PCR) 519 B i ) £ 2 Ta Ka Ra 2\ H]
PR . HEE Wistar K B 90 H, f& & 200 ~250g,
H AR A 52 9 Bl ) rh o 4 AR
1.2 ETWiEIr5AHZE
1.2.1 5 AP A ZhY FELEHT 120 254,
AERIK ., BEMLAY R 3 41, B4 30 Ho A 4 SAP
4,B 4l MAP 41, C 41 W F AR X B4l RH
TR v G 7 ik A2 sh 4 e R L e gt
10% K42 WL 0. 3mL/100g 14 T R i 2h 4 )5 )
Mo AT R WO T A R A A AT
5% ( SAP) 1 2% ( MAP) 4= IH R4 0. 1mL/100g
R, e B 0. ImL/min, C 204X & 3 B AR A
YERR AL 3. & A3 W4y B AE 1,3, 8h 434t 4b
BE, BRI SR 10 Ho F R S T T IR AR 25 B
BEWG W45, BRI E . Y Tmm x Imm x I mm
BlE T 2% K —BEEB P Xmgkd, ARAR
oy HE Jefa, 55 3 /0 47 T - 70°C vk 56 W &5 K o
1.2.2  SAM Jg 340 W 3 43 W) 45 i i
1Y€ B il (SAM) f . Y) i HE J¢ 4 J5 4K Spormann
H J7 ¥ 347 9 BEVE 41 o
1.2.3 HAMBRAEFEHFEFEZHENLR
ARG R AR = BRI E(g)/ KEUE
H(g) x100% ., WHFTHEMWE WA, L 2%
o E, PR IR 618 £33, 800 A )
R, 3 BT B 5
1.2.4 %, 9% ¥ i ( Western-blot ) 24 200mg Jifi

i 25 ST B b B O, A 1000 wL 57 &f w461 0 %
EH MK (50 mmol/L Tris-HCl, pH7. 5,
150mmol/L NaCl, 2mmol/L EDTA, 1% SDS) , %4
4°C ,14 000r/min 2.0 10min, 2= | & 7 0 & &
HWE, M 40pg A S AR MR G, AW
Smin, B T SDS 747 ¥ 5 Y M Bk e BE 5 i vk, L%
F % PVDF Ji55, FH 5% Wi g 05 By W B P13 7%, 43 9l
5 1:200 1Y 2 v B S 5t HSP27 47 14 F1 HSP27
TR AL PR (Ser78) HE B J5 A ZHLE F 60min
o R EEIE R 4 BT & 42 (GDS-8000) il 5E 4%
A TR K BE A, B A By R BEE AR R E
Tk,
1.2.5 mRNA R 547 BEIRAZ14 100mg,
A RNAout 1mL( KFEFEF TREA KA A ) O E
WCFT LA, R LG L N B L BE & ddH, O
R RNA J5 , 0 5% 5%y ¢DNA (Ta ka Ra i 5% 5%
B &) 5 B 1% [E Primer Express 5] 4 % i1 1 F
AT Bt (Bl REE A S d A ) .
2l ¥ ¥ % k. HSP27 (262bp ), I iiE, 5'-AC-
GAAGAAAGGCAGGATGAA-3"; F i, 5'-GATGGG-
TAGCAAGCTGAAGG-3', B-actin ( 700bp ) , I iiF,
5'-GCCAACCGTGAAAAGATG-3"; F i, 5'-CCAG-
GATAGAGCCACCAAT-3', PCR /& B 4 W F .
94°C A #4 3min, 94°C 45s,61°C40s,72°C 1 min,
P4 35 ANPEI,T72C IE A 10min, 4 °C 2 1k [N o
B1OpL 7 38 7= 9 4 1. 5% 3t g B B e W 9k
(45V,120min ) , {816 & 58 Y 10 )5, F 5E B AR
Br & 4t (GDS-8000) i 17 4% i % F2 3 46 73 17,
LI HSP27 5 B-actin £ 4 % ¥ M {H 7 /% HSP27
mRNA (1) % 5K
1.3 %HitZ4E

BIEILLx = s (R LS IESE k) %
o Guil K A SPSS # {4 One-way ANOVA |, Tukey-t
A 5 5 1% o

2 % R

2.1 SAME(U/L)RFRESHNETL

A 4% I S SAM FE B O B U, 5 C
HESABEN(P <0.05) ;B H 44 M £ W AL
TAHCP <0.05) (FfFE).
2.2 BRREAHEWL

MR Th J5, A2 IR IR 5 K B T BRI, B R
FEYFHET A, 5 CHILKRERA B F N
(P<0.05) ;B AN SHBAT A H(P<0.05)
() -
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2.3 BR4ES MH’JESC““
BT BEU A WoR A 7E Lh J5 5 B0 40 J A
R éﬂiﬂ@lﬁ%iwu,ﬁtﬁa‘lazﬂéﬁiﬂﬁl‘ﬂi@ﬁ
iR Feoe %, 3h e A LKA (E 1),
2.4 HSP27 R EBEERLERQ (Ser78) RIEMEK
CYL % HSP27 B B £ 5. A 4
HSP27 HEEFA TEMKG Lh BP A & ,3h Fik
T, Z J5 B 8 T B, 8h K & B IE % KK, B 4
A BF AL HSP27 S RIBKFE, W E S T A 4,
ZERYAGREE(CP <0.05) (HE£) (K 2);
AZl 5 XF B4 W Th, 3h g8 & T C 4
(P<0.05), B 4] 4 B} fi HSP27 #f iR 1k & X
(Ser78) & R T R4l Je A 40 (P <0.05) ;

| | | L L |
3h 8h 1h 3h 8h
SAP 4 MAP 21

xR

2 HSP27 FE[4E 3 HI41 80 ik

AGSX ALK RFEEZR (B P >0.05)
(FFR) (KB 3) .

B 1 o anE g As b (573 048 o i il i B
) (x20000) A:SAP 1h i Jifg /B M3 ; B: MAP 1h £
i) 3 e A IR K S8 4T

L L L L | L
3h 8h  1h 3h 8h
SAP 4. MAP 4

XA

B3 HSP27 Bila ik B 1 (Ser78) 16 3 L4 3k

2.5 HSP27 mRNA Xt _th 3 8h
M AB C A B C A B C
RT-PCR X Jif it 41 21 HSP27 mRNA 7K ~F [y )
1 000bp
ISR A, B WA mRNA EEK P& T Z00bp 700bp
P
CHI(¥HP >0.05);BAKK SR EST AL J00bp 262bp
(P <0.05)(Mfz) (K 4), 100bp
B4 HSP27 mRNA 76 3 AP HIEE A:SAP 4
B:MAP 41 ;C. X} HE 4
MR SAM MR R (X 5)
A4l B4 CHl
EgE| n
1h 3h 8h 1h 3h 8h 1h 3h 8h
SAM(U/L) 10 3589.5+231.61) 6022.9 £531.21) 12207.2 £593.61) 1917.9 +194.81).2) 2689.8 +521.11).2) 5652.7 +443.81),2) 725.5+223.2 706.2 +115.9 749.7 +124.5
HSP27(U) 10 40.3+0.81) 52.1«1.21) 26.3+0.9 50.1+1.31).2) 70.2+1.11).2) 39.3+0.71).2) 24.2£0.8 25.0£0.7 25.4+1.1
HSP27
10 23.7+0.4 22.7+1.0 24.3+0.8 50.2+0.71),2) 67.9+1.41).2) 40.2+1.21),2) 23.3x1.5 22.8+1.6  22.9%1.0
AR (U)
HSP27mRNA 10 1.1+0.061) 1.3+0.051) 0.8+0.071) 1.4+0.051),2) 2.1+0.041),2) 1.2+0.051),2) 0.6+0.04  0.6+0.04  0.62+0.06
JEHEPESY 10 5.8+0.41) 9.7+0.81) 11.8+1.20) 3.5+0.81),2) 5.5+0.51),2) 7.0+0.91),2) 0 0 0
BERRRE 10 3.3+0.3D 3.6+0.3D) 4.9£0.51) 2.9+0.12) 3.3+0.21).2) 3.8+0.21),2) 2.7+0.1 2.9+0.2 2.8+0.1
H:1) 5 CHILE P <0.05; 2) 5§ A A # P <0.05
| [4]
A AR M A B R AR M S AT . HSP27 & —Fh

34 #

TE cholecystokinin ( CCK ) 5 3 i K Bl MAP F1 /)
B SAP A M AR PRV K, TR BT OR, 51 R IR 4
UK Mo 20 T8 B2 O Y AL i Hy T 4 i 0 A
BAREE R I WEIR o X — G5 A AL IR 45 40 0 () 7 266
BE R 42 i EL G 5 R 20 I Y actin 6 i 2 A 45

PR T B 1, AT H A0 M M RO S Rk R 4y
TR S . A BF 5T & B, HSP27 w5 3% ik nf 3l

1 AR AN A IR 3 e G AR T RS 3 U AR B R K Y
YEHIY . HSP27 a@uaﬂwmﬁ@umﬁ%m@%mz@;
ML 1 Kk, ik p38-MAPK {5 5 & & B% 16 1k
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AW S B 20 M 3% 4 A G K R R B 2 A
[7i) 25 780 1) 52 56 M S e TR U i B R I L AT R AE
HE— 25 UGB T 40 M4 B AR AL AP kR R JE
B R . AE SAP & LI RIA B R K b R
I Bifi o B K R 2 M 0 L, 5 2 AH A B Y 2 20 )
R A R T IR, 40 MR BT K T MAP 4
it 2 Bz 7 400 AT, U B AN 5% B 1 AR K RT fE
XFF AP I 105 54y B AT S, HSP27 Ji 41 i %
e S A RS R e R AR R AR ST R B AP I
HSP27 % 1 %6 ik T & 5 e 45 36 [A] Tashiro 26" 4 4%
AL o AT AR JE R, AP B HSP27 A Hy 4L H H
JE 2 M DR T AR TR R S R A Gk AR A i N AR
PERTT . fE MAP o HSP27 1 K& 3 mRNA
Fk U T SAP 88 HSP27 ) KA X AP [
5 R4y IR R0 . R BF ) HSP27 mRNA 3 5K
ANTA) A U B AP U S R 2GR Y ek AR
HSP27 DL#E R Ak At 75 =X 141 35 40 A 3% 4 i A2 1k,
A 5% 45 B 5, MAP [5F HSP27 Ser78 ik W] i
FEE, SAP Wiz 2 1Y 2R 35 5 % IR 41 T8 BH B 22 0 .
P&IR SAP B, B AR HSP27 R BT E, HE &
1 R Ak A 2 AR X 5 AR T e S0RT A0 B i 45 AR
SERE T T RE, A MK A

S AR E R T O i 2 A R R
AP LA FRAE B A2 A ) B Br L R ik A B i 22
5, SAP 5 455 8 MAP B ™, Gx 4 B R Ol o 45
K ¥ HSP27 Ko H: 8 R Ak 3% 35 AH X B Ul B AE
AP KA R TR SE A T R Gk 2 AN [E Y .
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