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(factor X coagulant, FXOBIX £, [ 4] PZ R& I B -F X iR (factor X coagulant antigen, F X :Ag) i ELISA
W, i 3% # A F XI5 (factor X coagulant activity, FX:C)RBA—WERE, X 50 FlIR AR E M E
PTG S5, 80 BRI & B PZ F X C FX:Ag #HATHIE VAR IR, [HR] REIEDE MBENG )G PZ
W ETM, 2508 1195 ng/mL1442 ng/mL 5 1 822 ng/mL+577 ng/mL, (X BB 2 301 ng/mL+472 ng/mL), P
#< 0.01, REFEMBEFATAR FX:C FX:Ag HEFE, 551K 119%27% .99%+24% , IR B AE I 1 A fei
HFX:C.FX:Ag RSB A, 5918 96%+12% .87%£19% , (%f BA 5> 5K 85%+26%F 18%+23%) , P <
0.0, FRTAF i 30558 47 Wi 48 40 1 7804 F 4 B ¥ BB4H PZ 55 FX:C . F X:Ag Z [RIFF7E B B SAHI (P ¥)< 0.01),
PR AE 0 BOEATRT S H L PZFX:C FX:Ag HHRBER(P< 0.01), B/8 PZ K P TREERBR T KKK
REER, (%i0) PZ K PEREESE PHERAE, i FX:C.FX:Ag B FAH,PZ 5 FX:C FX:Ag f77E
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Alteration of Protein Z in Patients with Uremia and Its Significance
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Abstract; [Objective] To investigate the alteration of protein Z (PZ) in the patients with uremia, and explore
its clinical significance and relationship belween PZ level and FX. {Methods) PZ and factor X :Ag were measured
by ELISA. Plasma FX:C was tested by first stage method. PZ, FX:C, and FX:Ag in 50 patients with uremia
(hefore and after hemodialysis), and 80 healthy adults (control group) were measured and the correlation test was
made.  [Results] In patients with uremia, PZ levels descends obviously both before hemodialysis and after
hemodialysis, which were 1 195 ng/mL + 442 ng/mL and 1 822 ng/mL+577 ng/mL, respectively, while in the
contrast group, it was recorded 2 302 ng/mL+472 ng/mL, P < 0.01. In the pre-hemodialysis group, FX:C and FX:
Ag raised significantly with measurements of 119% % 27% and 99%224%, respectively. In the post-hemodialysis
group, FX:C and FX:Ag raised obviously as well, with measurements of 96%+12% and 87%+19%, respectively,
comparing with 85%126% and 78%123% in the control group with P < 0.01. In the comparative research among
the pre-hemodialysis group, the post-hemodialysis group and the control group, PZ level was negatively correlated
with the level of FX:C and FX:Ag (P < 0.001). Meanwhile, PZ level, FX:C and FX:Ag in the pre-hemodialysis
group and the posl-hemodialysis group exhibited obvious difference (P < 0.001), which showed that the descending
of PZ level reflects the pathological progress of the disease. [ Conclusion] PZ level obviously descends in patients
with uremia, while their levels of FX:C and F X :Ag increase significantly, which shows that PZ level has negative
correlation with FX:C and FX:Ag. The mechanism leading to FX increase may have been partially caused by the
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descending of PZ. This indicates that the lack of PZ might be a risk factor making patients with uremia vulnerable

to thrombotic disease.
Key words: uremia; protein Z; FX:C; FX:Ag
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% (BUN)>28.8 mmol/L, JLEF(Cr)>701 wmol/L, Al
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LR ULAAERYE, PZ R i ™A% 4 BRI & 6B B ik
FF, A% B0 R 0L 3R (1:20) bRUE S (T 4Y 9K
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Table 1 The levels of PZ, FX .C and FX :Ag in the patients with uremia (xts5)
Group n PZ(ng/mL) FX:C(%) FX:Ag(%)
Control 80 2 302472 85426 78423
Uremia patient( before hemodialysis) 50 1195¢442 " 119£27 Y 99124 V
Uremia patient( after hemodialysis) 50 1 8224577 ¥ 96112 ¥ 87419 V-4

1) compared with control, P < 0.01; 2) compared with control, P< 0.05; 3) compared with control, P< 0.01; 4) compared with uremia

patient( before hemodialysis), P < 0.01

SWPZEFX :C.PZSFX AgZ I XM, kA
R 3 E 1 & 35 4T B 26 FNNLI S AT o 41 Ko Xt R 4R PZ
H5FX: CHIMXMESHI4-0.485,-0.663,-0.364
(P¥J< 0.001),PZ 5 FX :Ag Z A} 09 HH Xt 4 5
#7-0.463 . -0.685.~0.371(P < 0.001), Lk
BRI PZKFEE FX K FELiCEEEA
B E Y B A AP #< 0.001), 55
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3 i #®

RELEBEENITHEERSZEHZEE
M, BEEURLE T 39 FIKBMERERTTR, &
B 23 FIFET-FE 14 BIFEFONEESE, A%
SRR AL IF R AE . KB im PR BT RHIE ST SLAER i
BEWRE R OIS ENIE T RELEAR
34~54 B R 20 %, 2 55 X LA LFRE/ 9
&2, MRERE—-BEZHEER, E5RIIMNGE
WA FIHAE 300 BN, HEH X PZ AR MK IME
FERERS IR T AN, PZ ZHATES AL
H—Fp4EA R KRB KRR, AERARZY
Mt TRER 62 ku, HFEEN 13¢34, &M L
SR K Kkt FTLFX FXRERARK C
SFHaHEA W ERE EA S RN EE R
BRERZEMBRE, WEEBKEER, £HA
RZEKEBEESBMH T (protein Z-dependent
protease inhibitor, ZPT) | FXa MYERS, PZ1E
H— BN T4 ZP1 XF F X a f9 4015 1 FI 358
1 000 f5LA E4.
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Wuillemin % © BFFTHCE T 157 5k ML #E R 2 o
Bt m R ERF, LI 192 BIEE A, R

B PZ 7K T 5 a1 AR A R (¥ A o S B 3
5.PZ=160%E M fEpE (E )2 4.3, T Vasse !
WEMM, ZKRBRMERFHE PZERZ (<1.0
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e ERERAX _HZREMBEMHAARK, X
ZRERE PRI ME FX BHENSEAS
A it 5 PZ K HIFRKA X, BRIMPIFREILH
FX KFEAE S M RmER %, B e s —
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