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Role of polymorphonuclear neutrophil apoptosis and expression of Fas and caspase — 3 in the systemic
inflammatory response syndrome SHANG Dong, QI Qing-hui, WANG Bao-zhi, CHEN Hai-long, BRI
Wei, GUAN Feng-lin. Department of General Surgery, First Teaching Hospital, Dalian Medical
University, Dalian 116011, Liaoning, China

[Abstract) Objective To study the role of the polymorphonuclear neutrophil (PMN) apoptosis and
expression of Fas and caspase - 3 in the systemic inflammatory response syndrome (SIRS). Methods Eight
acute pancreatitis patients with SIRS, 6 healthy control subjects were enrolled to study apoptosis of PMN in
peripheral blood samples, expression of Fas/Fas ligand (FasL) and caspase — 3 in the PMN, the levels of
serum interleukin - 6 (IL - 6) and IL. - 8 were observed. Results
delayed in PMN from the SIRS patients with higher serum IL - 6 and IL - 8 levels compared with controls
(both P<C0.01). PMN apoptosis rate in peripheral blood of patients with SIRS was lowered than that of
controls (P<0.01). The expressions of Fas and caspase - 3 in the peripheral circulating PMN were higher in
the controls than those in the SIRS patients (both P<(0.01). Serum FasL expression was not found by
Western blotting 24 hours after culture of PMN in vitro. Conelusion Peripheral circulating PMN from acute
pancreatitis patients with SIRS show delayed apoptosis, decreased expressions of Fas and caspase — 3, and

Spontaneous apoptosis was significantly

prolonged PMN survival may contribute to the development of systemic inflammatory injury characteristic of
SIRS.
[Key words)
genes expression

systemic inflammatory response syndrome; polymorphonuclear neutrophil; apoptosis;

D 000 http://www.cqvip.com]

¢ J1 »

- it .

£ B R HE X BT 55 A 1 (SIRS) & % 25 5 Th Ak B
P&k & 1L (MODS) 1 & 3% B Th 88 3 % (MOF) B &
BEIY, PR A0 (PMN) £ 2 5E R BEE
HEEREREEBRMEARREXEEN. IR
PMN W -8R, WEI ARV R", 15 R EHETE
W, Mt inE SIRS™ ., HE, E4FRT PMN HT- R

BT A LT MR E (2001102079)

EERA 116011 IT,. XKEENKEMRRE—-ERTHI =8

EER M ERAI7 DB OB IFEITHAESE+,
RIBEE, W BIR . RRGE B R T B & B 480 R B 44 TE O T A B
FORE RS — 4O KT RBHREA EB
HALTEETHAALE”H BIKA# (Email; shangdong @
dmu - 1. com, s07780980@sina. com),

HIER Y SIRS W R B X ENTR LKLY, H
2, B AN HGE RATIR R T 50 B AR & B
B SIRS B4 E M PMN A RET-EABEH
Fas/FasL MIAT- RS H F O FRLERGREE
Bt & B E 5B 3(caspase - )M EBH R BT
FRH R, IR B X SIRS WAL E—HBA
BF9E SIRS By & 4 & EHLH

1 ‘/EEHE

1.1 H % #2003 4E 9 H—2005 £ 3 H Bk
BRI SH (LR 24 h RABDSEBBRRBE WK
4 SIRS, Hi2 Wi iR 42 1991 F X H WA EMth& /&
HERE %4 (ACCP/SCCM ) B i £ F1 2001 4E“E
KR BB AE S K 8 I SIRS FRgE™,


http://www.cqvip.com

D000 http://www.cqvip.com]

e 12 . hEEERANMES 2007 £ 1 A% 19 %% 1 Chin Crit Care Med, January 2007,Vol. 19,No. 1

1.2 FERMRA KRB ERTREBEN FH
dUTP fit 0 R #4728 (TUNEL) R | & b 6 H
Roche AHIRE. BEESED V-BFREAMTNAEER
(Annexin V-FITORAEHRY RREDIEE
AR, AN E-6(L-6).IL -8 MK &R
5 % Bt 35 (ELISA) i & i 52 ] Genzyme /2y A] {2
it B PR B N B SRR BT A (B B0 , /DI
H3 % 12 ng/L; Hbi A\ Fas Hi{k. i A Fas ik
(FasL)¥UIE fHi A caspase — 3 ik EH A .
AP ECNER ST B4 (HRP).3,3 - & &
BB (DAB) ¥ 2 F Santa Cruze 285,
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4y BIAI PMN JT- & IL 6.1 -8 KV, Rk 6 &
filt B AR I 2 Y 48 ARV SR LR X R,
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LT PMN r B 515, AEREHRF LR
W, PMN TETE R >95%, i >95%. %37 C. &
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& PMN B =&

1.3.2 FN40M{X S #7 - Annexin V FRHE N T8 T4
B, BUAE T BE (PD) PH M 0 3R FE 40 B, Annexin V., PI
SR g T B 0/ SR SE A L

1.3.3 AT EERENE Fas/FasL MIET-HFEH S
43 F-caspase - 3F A MKW : I E 15 L 4 5 BH R i
(Western blotting) R SE M B, IR BEBR L 28 WP K
(PBS)#E 2 %K, 00 1 ml KA NBR (=B P RE
HeF 4w Eh B b (Tris — HCD 20 mmol /L, A 43 ¥k
1% Triton X — 100 #l 0. 02% By NaN,, 3 B 2 1%
Bt & ALY (PMSF) 100 g/L,150 mmol/L Na,Cl3, ¥k
% 15 min, KR R ER L W,4 'C 12 000 r/min
(B.L¥4EHN5.8ce)EL 10 min, R EFEHR, B
% DL Ik (Bradford E)WME EEWE .. MK
F7E 100 ‘CF A 3 min, bk ERRVE A, B R B
SHBCR SN MR MBE RO A& 2500 10%
B EHATHEK 1 h, SERAMMRAERERT
A A RAHBRN RO BEEES, B
100 min, A58 EF 4 3 B0 5 & 5 BOh 5 % B BLIR 85
#,37 CHREB &P A 2 h; %A Fas,FasL,
caspase - 3 W —HI MBI, B F4 CHAFPHAR. =
Y E 30 min, HEHRKZHTEETET LB
¥ (TTBS)PEAE10 min X 3 s I EH R 40,37 C
M EFPIEE 40 min, TTBS #B 10 min X3 ¥ ;0
Y RFICH HRP, 7 37 CHE AP E 40 min,
TTBS £/ 10 min X 3 ¥k, DAB 8. B&EAIT

BHL, L Microsoft 2% @ i Quanti Scan A4 # 47 K
B TEmRREMA.

1.3.4 [y IL - 6.IL - 8 7K iR M) . 3% if /5 ~7. BP
BT ELL BN , R A ELISA #4A7 .
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1 FHHAMNIL-6FIL-8 KFEBGLS
Table 1 Comparison of serum IL — 6 and IL — 8 levels

between two groups(x=Ls) ng/L
Y H ¥ D IL-5 L.-8
IEH M A 6 2.1+1.3 124 4
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Table 2 Comparison of apoptosis rate, Fas and

caspase - 3 levels of PMN between two groups (xts)
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