AP e 2 A PR

Chinese Journal of Pathophysiology 2006,22(12) .2471 —2473

- 2471 -

[XEHS] 1000 -4718(2006)12 -2471 -03

ERESMERIL PMN AT S5HBEF.
B 5 F R R BYER T

oHp s,

®A52,

HAA, R4AE

(S REXBMEER ' LR, * %A, & HIT 524001)

(# =]

BH: BB RS AE(NS) UL B # Pk 40 i (PMN) 8 T B 284k, 546 30 J B i 40 i N

F IL - 8.IL - 6 ,TNF — o . NO FUKiHft 53 F P - BEHER (P - sel) HHMIEREFH53F — 1 (ICAM - 1) B7KF, 53+ 4 A
TRV FE 3 F X PMN JAT- WM, 3% SRATRR AR 28 41 NS 5 A& il PMN J& 1=, ELISA 461 40 i
HF AL F KT . SR 1E3IHI NS BE PMN JA T3 B BAR PR AN A MZE ML NS BE , ZMHH NS &
& PMN JAT-F 5% A T B25), AFRREE NI NS BF Z 8 PMN JT-F 25, 538 NS 25 A F i
#1 IL -8 .IL - 6 \TNF — a NO.P —sel \ICAM — 1 /KF-3475 T3t A MEE4 , H'5 PMN {27 AHK, SREEE
X, BRHBEE L -8 IL-6.TNF -« NO.P -sel fil ICAM -1 KE53BAETREES, &it: NS HF PUN
FTIER , B 516 BRI IME . REMEFr=tid £ G 41 As i o F %3k LR R RE R 53 PMN E 1
R EEYLH A PMN AT A W RE&HE NS HlS

[ XA ]

ERsr el AT 4R T Piadi

[KEY WORDS] Nephrotic syndrome; Apoptosis; Cytokines; Neutrophils

[FESZES] R363 [XXEFRIREE] A

25 & 1iE ( nephrotic syndrome, NS) Fiff R 1 B8 35 5
REZR B RIRILHI A ERE , KEZ AN NS BILEAFE—
FE B G RE T BB 25 VR F e 1 BT B 2 R R E R L K it .
437 20 g ( polymorphonuclear neutrophils, PMN) J&—28 T2 iy
RIEHN, BHES 5 RIEMER I, PMN TR 2 B BRER,
— BT R, WA FE R R AT E LR Hifh, HE
RINS BEFRNMZAMBPTERASL, U LHBEEFE
BREBRGPEERENMEASE" . BT H PMN FHoE
NS Em s BIVERT, LS 40 g R 7 FORG B 237 X9 PMIN 8 T2 Y
MR, BN T 28 5] NS B3 Flim PMN ¥4 B2 4k, IF
[ s 0 5 2 M 4R B F IL - 8 IL — 6\ TNF — o \NO FUHE Fff 53
T P - sel ICAM -1 f7KF,
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Frihis NS B 28 ], 55 17 ) 2o 11 1, 4R 3 - 14 %7,
W9 % AT d-1 M H, £FREIRE ULRHE) FSR
FEILWRE o FARYR AR K 28 6] NS 3% 4 ol
RI(16 ) FERE (12 ) , L % ERR G & ER RGBT
JERE B FrEEiH R (AR ) 20 ], 1EH %F FRULE 20 fi>k A
12,

2 {YERFRFH

i 2 40 2 {Y ( Epics — profile I &I, Beckman Coulter /3
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FrEE(Gibeo A H]) , G4 MLE (HUMN INZF A4 4 TR R
BT , kSR A BV (FE 2 AR , NO & (B #UAE
Y TRERFSEFT) ,IL — 8 \TNF — o 1 IL — 6 ELISA X5 & P -
sel ELISA i£31& 1 ICAM - 1 ELISA X3 & (F| 4
TITHEAERAHE) %,
3 EmERRER RS S

G AIEERR A B B AN I 28 A 5 B Bk i 10 mL AT
FPisE, B3 mL 4B 5% A T E 40 B F AR 7L, =
KRAT4HE PMN, 768 BUFRBLEEmin 174 KK 6%
dextran (43 F& 200 kD) ,JESIE5 88 30 — 45 min, [FL 4
Til. M ER#E L1KRRESEMBMEHKE S ER B,
500 r/min 7KFE.C 30 min, Y& UTE4H i A 0. 83% NH,Cl %5
TR FRZL 40/ . Hanks JREAIME 3 IR, THEOF AR MK E
MAZY G 532K I PMN 45 >93% , S5 TR YL Bn
HHETE J1 > 96% . ¥4 ES ) PMN B F & 10% FBS Il 75 1)
RPMI - 1640 537k B, - 0 B MR BE R 2 x 10° cells/L, B
5% CO, .37 CHEFRAE 5T 24 h JFEAIMSTY PMN 1,
4 PMN AT#N

KR40 A R PMN JE 1=, BEsR/E PMN H pH
7.4 PBS YEU& 2 WK, A 4B VR BE o 2 x 10° cells/L, fim AR
ALPIRE (PL) , IR BEEHCE 30 min, T4 AFEFT DNA 7
5.
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3 NS 2EFE P -sel #1 ICAM -1 kLT
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Tab 1 The apoptosis of PMN in NS children and normal children
(%. % xs)

Group n Apoptosis of PMN
Active stage 28 45.62 £13.22
Simple type NS 16 58.36 +11.84%
Nephritic type NS 12 46.09 £6.62
Relieve stage 20 63.13 £7.85"
Control 20 65.39+6.36"

* P <0.05 vs active stage groupl; “P <0. 01 vs nephritic type
NS.
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Tab 2 Changes of cytokine levels in periphery blood in different type of NS children (% +s)

Group n IL -8(ng/L) TNF - a(ng/L) IL -6(ng/L) NO, "/NO; ™ (umol/L)
Active stage 28 101.68 £24.96° 162.78 £19.93* 172.73 £32.59* 95.84 +21.51°
Simple type NS 16 76.18 +4.674 150.33 +9.83 141.08 +11.44% 73.63 £10. 114
Nephritic type NS 12 98.61 +8.96 158.97 +14.24 170.72 +22.63 94.42 +11.96
Relieve stage 20 57.32 +8.23 132.02 +15.98 64.46 +13.85 69.81 +11.27
Control 20 52.57 +7.19 134.52 +9.54 63.92 +10.25 65.20 +12.56

*P <0.01 vs control and relieve stage; “P <0. 01 vs nephritic type NS.

®3 ARFEHENS ZILEAEM P -sel f1 ICAM -1 &8
Th
Tab 3 Levels of adhesion molecule in periphery blood in differ-
ent type of NS children (x +s. pg/L)

Group n P —sel ICAM -1
Active stage NS 28 32.46+5.587372.82 +50.34"
Simple type NS 16 22.33 +5.58%310.17 +16.86"
Nephritic type NS 12 32.94+5.02 375.61 +30.59
Relieve stage NS 20 23.08+4.15 234.31£17.75
Control 20 18.17 +3.45 227.03 +27.63

*P <0.01 vs control and relieve stage NS; “P <0.01 vs ne-
phritic type NS.
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Il PMN AT 54 EEF IL -8(r= -0.7583,P <0.01), IL
-6(r=-0.5872,P <0.01), TNF - a(r = -0.5635,P <
0.01), NO, "/NO, " (r= —0.6854,P <0.01) FksFft4>F P -
sel(r= —0.7118,P <0.01) . ICAM - 1(r = -0.5961, P <
0.01) MK P2 HAHR,
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JERETFFERRAE R AICEIESIH NS B F Em A+ IL
—-8.IL -6.TNF — o F1 NO DA B K5t 43 F P — sel  ICAM -1 K
HFREERTIERAMZBARA, SRR ELRER



EAEK, 5 PMN T2 fitH%, IL -8 TNF - . IL - 6 F1 NO
FEHER R - B V4. 08 NS4, X g
ARETFEEEMAARBAMELEF, TRENSS
PMN & TR, S A G I IR , AT B 400 R
TNF — o 38 7] LA S0l 3% Hf 57 B i 9 28 1 B A 22 0 T L 2R
BEAR™ . P-sel EEFHRXT 15K I /MR A A B 201
R, T HAMS 0B PR 40 B A S ks B TCAM - 1
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HI345

AR RIER NS BERA PMN AR, 15 PMN
HAEYFIIREFmA S TEK, 7TEE NS B E RIEMR G
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