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[ ABSTRACT]
acute cerebral infarct with hospital acquired pneumonia (HAP) .

Thrombomodulin; Hospital Acquired Pneumonia;

Enzyme
Aim To observe the change of thrombomodulin and its relationship with tumor necrosis factor-a (TNF-a) in
Methods The patients with acute cerebral infarct were di-
vided into pure infarct group ( n= 24), and acute infarct with HAP group ( n= 16), compared with normal control group( n=

13).  The serum samples were obtained from 1 d to 21 d after infarct. ~The serum level of thrombomodulin and TNF-a were ex-
Results The serum lev-
els of thrombomodulin of acute infarct with HAP group were significantly lower than those of pure infarct group in the first week and
14 d after infarct (P< 0.05), with similar result at 21 d.
nificantly higher than those of pure infarct group from the first week to 21 d after infarct ( P< 0. 05) , although HAP had been pro-
hibited in 21 d.
TNF-a.

ble that the increase of serum TNF-a in acute infarct with HAP may injury the endotheliocyte of brain vessel and prohibited the an-

amined by enzyme linked immunosorbent assay( ELISA) method and radioimmunoassay respectively.
The serum levels of TNF-a of acute infarct with HAP group were sig-

In the group of acute infarct with HAP the serum levels of thrombomodulin were related mversely with that of

The relationship between thrombomodulin and TNF-a compromised with Gompertz curve. Conclusions Tt’ s possi-

ticoagulative system, presenting with downregulation of the level of serum thrombomodulin.

R A 55 .

[WHSEEA]  200401-02 [f&[EHEA] 2005 11-01
[BRETE] EE B AR ES(30470645) % B

[MEZEMN] B, W, BRI, BF 7877 1 A il i 55 #0 wp 24
REURATMEIR N, Bk £ LGN 010-67096585, E-mail A happyft @ sina.
com. EHE, HL)5, EEEINM, B8, B4 TN, 9577 A
o I 95 RN 48 R G SR XS . ROR B, T, AT BRI, B 5 1A
NG ST -

TG/ JONE LR 5 B A I LB R A IR &R,
PR I R A 440 P R R 3R 2 —, {E AL )
BRI . — BRI R M A T8 5
eI R SRR B B Y SRAGE AT 28 (hospital ac-
quired pneumonia, HAP) & A5 3E 58 5 25 7 I & 1) 8k
Guo AHIEFL AN BEFE A I B 9 3RAT 14 il % 1 R



758

ISSN 1007-3949 Chin ] Arterioscler, Vol 13, No 6

RNFEZH TN G, W82 ML AR Y 5 2R (throm-
bomodulin) F & 784k J 5 I8 AR FE ¥ a tumor
necrosis factor-a, TNF-a) B AH 5¢ M, $R 1T i 598 & I
= 5 A SRATE It 9 of T ASE B 5 P Bz 400 B 452 49 A g o
L] FR) 520

1 RMFGE

1.1 ARIER

2000 4 10 A 2| 2002 4 7 A dib N L1 & i
HAEE 40 Fl, £+ F 21, & 19 fl, F35 66 ¥
(44~ 76 %), RARWELAR, L2 HELERL
424 B\ Fn i AR B0 B T B B 0 R AR 1 R4 16 1A
(BAREHAREH) . TENERAFLF 4R 2E
B R ¥ R 2 WUE T B ST AR, 4 L CT 3k
MRIGESZ, B A THER: NI B A KL, 4F K
VB MR BT B & % W DIC. 1k & G % 0 AILAE 3T,
FEEE., AFARLUARKT A L REHGI, XK
A 1998 4F 4 2 o4 e KR T 3k 48 M BT R 5 8
RIS IT I8 E MW AR A\ FE 48 h JE K 9F, B #T
X &t & B AR B8R Z A& A B &
TR EREERR 8 TH 1 &MU L Fridd
Pz iz R, BUR A PR R R E R e E O LR
MR, P BT R L K B SE A R AE F/ BB B
T amE AT 10x 10°/L S/8F 4% 10°/L, sk T
HRAES. HERGEELR 2 ANREERES
BIR 7. 771k AL R AT B 13 1.

BAAEE ARG E R R A
SHMTHER M WBAEFE0HFF X IR E
FREEW(P>0.05). WHAAREILECEEZ ¢ 1
BREHZITFZF(P> 0.05)

1.2 #M7gE

MEREBEE 1 X3 K5 K7 K14 KAn
21 K47 % i

X R B ER R R A A 2 BT & B AT
g # it 1. 8 mL, A 0. 109 mmol/ L # ## 4% 1: 9
ikt BEE A B OEHE L 10 min(2 000 v/ min) , 11 %
- 20 CREMFM. KA 4 &% E STAGO /2 & &£ 7=,
FENEEMBANFRE, HRAAE VA EAE.
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2.1 FBEMBIBETHERKFERLEE

DG AR A A A A A R 5 B RO RE 2 B B
(P<0.05); WitEst 4 G MR EESER —
SEREFE T &, (BT 1B X K (P< 0.05) .
WiREAE & B B RTS8 S5 58 7 R AN 14 K, IfL
MR EA SRR HAME FE(P< 0.05), 21
KI5 B AR U ZH To Ge vt 2% 22 S ARAT) = T fa B R
H(F 1,Table 1) o

* 1. FEMBFETHERKFHILLER (H/L)

Table 1. Comparison of serum thrombomodulin levels in three

groups

S 4l n EAPS TR 514 K EVIBN
fEE R IR H 13 19.2%6.5 — — —
Bl 24 53.249.00 52.2%9.0 41.616.8 327172
G IR 16 52.5+10.2° 24.8F4.0> 26.145.3> 32.5+4.9

a: P< 0.05, SEREXHIRALES b: P< 0.05, 5H4iki5LA L.

2.2 FHEMEIAEETF a K FERILEER

PO SE A S B & JE R G 1 R
TNF-a /KPR Gi it %2 7, P TR 4 .
A R AT & A e 5 7 R AN 14 K TNF-a B B35, &
F g FELL( P < 0. 05); 21 RI BRI Y B %
i, INF-a K T A4 7 KA 14 RAKF(P< 0.
05), (HA TR Aifi FL2H ( P < 0. 05) (3K 2, Table
2) s

2. SEMEIRTEETF a KFRELE (K/L)

Table 2. Comparison of tumor necrosis factor-a levels in three

groups
7 4 n 1R F5T1RKk  FUK  HFAKR
fERERT B 13 1.5%0.4 — — —

ALl 24 5.5%0.3 4.7%0.5 3.310.3 2.6%0.3
SHBEYME 16 53205 7.610.7° 6.7F0.5* 4.27F0.6%

a: P< 0.05, 5HASALLE; b: P< 0.05, 54N 7 KME
14 RELE
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FRRESE A I F IR AL B TNF- o 3 g, A% 3 1Y
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