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Abstract

AIM: To evaluate the prognostic significance of
serum platelet-activating factor (PAF) in chronic
severe hepatitis B.

METHODS: Forty-nine patients with chronic
severe hepatitis B were divided into two groups:
improvement group (n = 26) and death group
(n = 23). A control group was made up of 20
healthy individuals. All patients underwent
combined therapy. The levels of PAF and en-
dotoxin in the serum were detected before and
after therapy. The case fatality of patients with
chronic severe hepatitis B was calculated.

RESULTS: The incidence rate of endotoxemia
in 49 patients with chronic severe hepatitis B
was 85.71% (42/49). The serum endotoxin and
PAF levels in the death group and improvement
group were significantly higher than that in the

control group (all P < 0.01). The serum endo-
toxin and PAF levels were significantly lower
in the improvement group after therapy than
before therapy (both P < 0.01). The serum PAF
level in patients with endotoxemia was signifi-
cantly higher than that in patients without endo-
toxemia (P < 0.05). Logistic regression analysis
showed that total bilirubin, serum endotoxin
and PAF levels were positively correlated with
the prognosis of patient with chronic severe
hepatitis B (all P < 0.01 or 0.05; OR = 0.799, 0.040
and 2.007, respectively), and prothrombin activ-
ity was negatively correlated with the prognosis
of patient with chronic severe hepatitis B (P <
0.05, OR = 0.015). PAF is the best parameter to
evaluate the prognosis of patient with chronic
severe hepatitis B.

CONCLUSION: A decrease in serum PAF level
is closely associated with the improvement of he-
patic function. Serum PAF level can be used as a
prognostic factor in chronic severe hepatitis B.
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F A X TS 1-4E P a1 A

Tk A0 R TR E R K B 5 AT
20(n = 26)Fa LT (n = 23), B ikFE2054E
AR HAE A T IR, AR K B E YRR
BB ARG T R AR s T G e E N AR
Fo A N AEACE FE, iR TR E R AT
REBFHTE.

R AOBIRMIAERATLBEENEE
Ao K A B A 85.71%(42/49), 5t LA A4F
BuhFNFEREN G TER SR
P<0.01); ¥F352076 97 )5 s A ETHRE A AT
897 BT (P<0.01); St T AedF 462064 £ A PAF
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HFHEH T EE A RBAGIP<0.01); FiEmiL
I3 )& S A PAF R E B BAK T 06 97 31 (P<0.01);
EANGEERENGBEPAFKENE S T X
K& N e i B 5 (P<0.05); ZLogistic
w 2o #, TBIL. ET. PAFS5REREZATH
A £ % & UG mk EA8 5% (P<0.0520.01, OR =
0.799. 0.040. 2.007), PTA %1%/ LA & A FF
X B HEFUE M i A8 £ (P<0.05, OR = 0.015), 1
P VAPAF 5 G 09 % & 5 A B .

Zig: I MERE T THREFH AR E.
6 REIIFER Ek Z, BRECRERIF X
B D ACEAR T A E AR AN E AT
R IE G AR AR —.
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0 31

18 1 TR E 2 (R S 4 175 60%-80%, T
55 1R TR B R HLAUJS A B, (HLE e g
PEER A RIUE IR FRARZ, SRR
A T AL PSS TR (RS- TN i il il
I R &5 S, 5 DRI 35 23 AT AN i 56 4 S WY 25 DR 3R 1)
ER. BT PE A P 2 8 FE I % (chronic
severe hepatitis B, CSHB) I iR I FE AR, T,
AITI6 A R I C S HB A8 3 137 A I /SRR 3 A4 AL
(platelet activating factor, PAF) & &, [ P 5 %
(endotoxin, ET){H M Thfigfabx, 43 H13L5CSHB
TG )OG5, LU I R 2 36 R TS ) W 45

1 MRFEE

1.1 ## 490|CSHB & # ik H FF12006-06/
2007-064F B i, Hoh 553841, Zo114l, 4R
17-65(°F#438.51+8.61)% . 2 Wiy &9
PERT R B 6 7 21, e B VA 43 S BE T 4L R i
A, seTod 234, Horp 2001, L34, 4l
39.04+9.60%/; VA7 HI L HZL 3 (TBIL)385.02
+45.29 umol/L, iM% 2 E(PTA)31.04%
+4.50%. W26, Horp U184, Le8fl, 4
1%$38.04+7.80%; {AIY HITBIL 383.111+41.34
pumol/L, PTA 30.12%+5.36%. 1&J7 B P4l
PRSI AW K D g 2 3 % = (P>0.05),
BA A, if s EHBs A gBH k. [ i HERS
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. A AT 20 88 LEBIEE 41 i
(cytomegalovirus, CM V)5 & &K 4L [ 5 5% 1
JHF ¢ 5 FL At v] 5 |6 5 R IHF 46 ) s . [ I JE B
IS AE BREARRS & 20 NAE A XTI g B3 T
NP UH R BERTEAE T 1T T whk A 2 I il HX
ANPUEEFR K3 mL, 7B EI4E 5 L4000 r/min
B0 mindUMLTE, BT 75 bR A-70°C{RA7AR.
1.2 7 %
1.2.1 397 WAYIRASEERTT, BF T,
B3, (ERFANI T . SHIE S e N THFHGTT.
FEAFEH IR B4, RIRA 4R
2. PUAER. AR E. MRk, A%
1 SRS 5 JEUARS I T 2y e At 1l D e 84k,
1.2.2 FUs #l i GFhsit: 16976-8 wkia, =
T~ ANZEL MRS R K OO R E S
WU TBILEB B a0 25 4L R FE50% L |
PTA>40%. FF4 LA A3 Iibrut & b iF %, 15
WLk TG e
1.2.3 Al ETRIAY FH R H 41850 = JREE i 2
I, WA A R R IR S 2 R
2wl PAFRTIIR - O ELIS AV, &
V) B S A PR BR 23 v ELISATEA U
FL &y WL R RIS ED; H N
&2 BT 98 05 EE A I 70 08 A T TR B R A
BRA T SHUAT 2 d A A R S B R R}
EAEME ARG R A A, MK HBeckman
L-20% 4 7 8l A=Ak 0 BT A e i Tt 10 ) REAS
i Biochem4: H Al il #2 55 11 1L 73 BT A 5€ k.
it b FE N HISPSSIL. 5%k, BiEis Ll
mean+ SDEIR, TEFFR R 7 2047, 14k
PERLR A 50 SR X T R e 5 K%
Logistic[F 153 M7 /5. P<0.05 4 2 53 HAT B & 1.

2 B

2.1 CSHB#% #6779l /5 s AETEAL JRI7RIAE
AR F L CSHB A IS E TR Y = T 1
AR, ZERAgEE LT 4lF = 22.1,
P<0.01; IFHEHF = 27.5, P<0.01); 1897 JGAET:
Y1 IS E TR FE i T 9097 K F, (HJG R & 22
F(P>0.05); VU7 JEAET-ALIME E TR JE W 3% &
TWHIT RN, ERrAgat¥EXEF = 3.91,
P<0.01); ¥GI7 Ja W e My E TR EE I AR T
ST, ZRA G X (F =18.27,P<0.01, £1).
2.2 CSHB % # #6971 & s A PAF £ AL ¥Q9THI
FET- 4L 3 41 I CSHB R I PAF & & 14
TR AL, = R g R LT AR

AT B A 5
MABE E F 8 A
B, Rk Ee
F B A8 AR, RMef
TRmERIES
1, A gt B
H A
WAt I, AT
A TR 5 K
LT Wy A k. AT
FHF A X
)G 09X I 38 AF —
HAFFRAHE.
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WA # AL
KB AN E
AT K &K o iF
PAF4%, fuik A ET(EU/mL PAF(ug/L
SEMANAE DA n _fEmb S
I8 47, SAESE BT3Bl Py K] =] =y 4[] BI3E
AR X TG 09 % DET2H 23 0.91+0.33 0.99 + 0.35¢ 5.31+0.75° 6.37 £1.19°
B, EAR K& jiEtz=s| 26 0.78+0.31° 0.48+0.18' 5.12 +0.73° 2.65+0.52'
ARG ER e 20 0.26 + 0.04 1354021
TG $) A — oED =90
#4552 3L
°P<0.01 vs [EENIBA; °P<0.01 vs BT BIFHEA; P<0.01 vs SATHISEA.
=21.77, P<0.01; 5 40F = 15.78, P<0.01); 677
Ja FET-ALIMVE PAFIR I 5y 3697 A K7, (B8
B 22 5 (P>0.05); 1697 AL T 4L PAFIKEE 4@ n i Amy) PAF(ug/L)
BESTRIT RN, ZRAEFBXEFE EEURA 20 0 1.35+0.21
ad
= 9.12, P<0.01); LFEE4LIAST 5 i PAFHk g BT 42 20 5.26 + 0.66
ETEEMZA 7 3 4.93+1.12¢

BARTIRITHT, ZRA 505 X (F = 199.02,
P<0.01, K1).

2.3 CSHB&HETfye & & £ & 5PAFSS W £
ZORSYEIE 6T i IS E TR, B g N
ETFHEAURIBAPELL, ETRHE FARIE A A (IE
HON FA)ET/KF95% 1] 45 X [1)(0.24-0.28 EU/mL)
(1) EFRAE0.28 EU/mL, KT MBI ETRPEL,
INFEETHIAETH 4L 49%ICSHBEHFETRH
PE42151(85.71%). 491ICSHBHEPAF & T
IR, 25 A Gl 2 8 LB TR EALE =
15.95, P<0.01; ETFHYELLF = 68.69, P<0.01); K
ETIMLAE ) 8 PAFIR B B 2 5 TR K AEE TILGE
P, A B M2 = (F = 8.02, P<0.05, K2).
2.4 CSHB % # o i APAF4 2 SETAAT 4k 5
J& 4y % B % Logistic® )2 547 5 CSHB & # 117l
Ja 4T 2 R E Logistic I 4T IR AH S FR AR
fE#. ET. PAF. ALT. AST. TBIL. DBIL.
TP. ALB. PLT, H:HPTAMIE REH-0.017, 5
CSHBEF i A% ET. TBILHMIPAFAH
KR HN IEAH, 5 CSHB A TG e A 5%(3R3).

3L

AHWFFE 784961 CSHB B A 5 2 IIURE & A2 %
H85.71%, 55 SCHR[2-4]H B AHRL, W] HE AL
AT RN ERMAE, BT LT 4IMET
KV S v TR A, s N B R AT W
W E oy Re R I E H, 2 BURB
IR AT BENLEIA: (DETISEK up fferdl B i
M A7 BT R0 40 BRL -, e R SR AL R
“F-a(tumor necrosis factor-a, TNF-a)itt— 5
AN M DR G O, 5 RITL-1. IL-64 1L-8.
PAF. HIFINRZEFNE IS5, itk T

°P<0.05 vs ETREIMAR; %P<0.01 vs [EENYIRLA.

RNPEEB I, 51 S JH T 98 0 SO0 A8 i '
M A 137 (2) P 2 38 1k P 4l A U
HAE MM R AR S is BRI, H5%¢
S ARG L, PHIATPA R A4 SRR R s
TN ADHB AN, {f fe i ARz, 51k
LR R B 5.

AWF R RCSHBEE ), I A IEETI
KPR IRIT AT N B, SET-4IE TR B i
FUrE A, [FIFELogisticlRl VA2 BT iR g s
HET/K AR B AHOG, R W] ML E T2 4 Wy
TR TG B b, RN RATRICSHB
I VS PAF & & W] T, HORAETIHLAE PAF
SRR T AR K EETIAE ) 3. $E/RPAF
5T R JFE 003 1 S T 40 B 52 4% 1) 7 T R
e

AW FUE I B4 92 5 R LA T PAF 5 IR
Z Fi(lipopolysaccharide, LPS).Z [ A7 {4 2%
PECOL R o S AN PEPAF T B0 b R Pk
BETE, MIELPS/AKEB I s, HA RS
G R, PAFEHUANAYT 8 10 25 PR 26 m
FEMEAUMEE TR, ETREPAFSRA 111 5)
I, PRI - T 4 RS JAPAF. R 2., PAF R
R Ji B AT LB B e, 1 i R0 6 )5 30
REINRE, (ENARBOEE G N, 51 IR,
AEETM™, HORPAFSETH N RE, AbA 1167~
A FRE TR0 R B P LAAH ELOR X EAT W RIAE
LR 2 5 40 i 55

WFFE R, FF 3 S PAF/K - SET R

www. wjgnet.com



oR, . g o SR SIIEI] Wos RS a98xIE 3743
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HMEElr DOBPRF  RER Wald{E PE OR{E(95%C])

ET 0.042 0.020 4,591 0.032 0.040(0.922-0.996)
PAF 0.594 0.136 19.159 0.000 2.007(0.423-0.720)
TBIL 0.036 0.013 7.500 0.006 0.799(1.010-1.063)
PTA -0.017 0.007 6.387 0.011 0.015(0.944-0.977)

IEA DG, B ALEETILAER, PAFT & ¥ 4 W
. FFUEEPAF/E R SR8 B, PAFSIFAN
. ZHZUF [ PAF 3244 (platelet activating factor
receptor, PAFR)&5 45 )i, 18k i p 5 4 — 1k H vtk
FP35E A AR 3, 72 AR K AR AR DY R
SCAR =, 97 K SERE RN, 5 | B 4 115 30
PERG N, AT LG KRS, IR ARG N, I
T PV [R] A e R A PR AR PR R A, (A
ANBRRT PR SR A, B A T A PR R, AT
T EUH IR B A S5 Ah, PAF AT (Al LA 41 i
DRI 7 B 98 Ik 33 AR 7= A IXREPAF 55 Al e 4
SRLDE 1L A M ORI I A 3 ) T S
PRI, 72— R BB N RO N, B = AR
CHRATBN KR N A I
ETH 0, MPAFFFE N E. —# & QS
K up fferdt i~ 4= FUBE CE £ [ PAF. 4EET
PR = LEPAFAE R HE— 504k, RIS 5
IS 2. PAFRIEHUA AT W] 2 A B T B JH-45
Pt TR, PAFIE BN R 4> RS S
TERZRE T AP MN) RS itk DRI AR
R FEHEZ P EUR I IMPMN AL B, S5
R4 B i P v AR, 5 AR (RRL 0 T H 4 i
SR E R,

PAF 5 G MEITH4%. PAF ] LLIE i %
IS 3 BT B 45 PAFLEBIK (40 i A3 (1) 40
JH A5 0 e R R A AR VR D, TS A S B
S0, AEBA A e Rk B S PR g S
TE B AW, Bom M, YR T IF 32 N B2 4
MU(EC) L, TE g A%, i et 0 b i, 5 80U
405, PAFALE A Mo 75 MET 40 Mo (Te) 1 5% 45 4 ) vh
AR — 2 I S, PAF A4 RNK 41 A i
SR EEE, DN GH M 0. PAFIE w] 32 s A%
- 6 40 i P e ik 1 ) R G e Bk B I F e )7 B R IA,
P& 1 A WA = A R 23 WA TNF -, T Ji5 5 X
IR VAR i P AR PAF, M I BB A,
FA A A e 2 5 A A5 7 i S,

CSHBI [ MEE TIILE & A= % 51(85.71%),
RN B R RE A TR R 1 A R 5% i L
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P FEE Wi ATAT

ISSN 1009-3079 CN 14-1260/R 20094 RRAN VTt Fi 4 Ny kA4 &

(RFAZZ L) HEL2EH%

ARFIR AT 52 A7 SR T ] o B A7 ) R A DK [ SbmHE, GB3100-3102-93 R4, JFR ) “ =7 W
SRR I M4y 1 R W30 kDA, 30 0005830 kDa(M K S RHE, NG IEAR, Ffikr); “F7FE” Nk
AR R R, BIAAKRS #HE, NS IERE, AR, el R R R, LA Eu(NE IEE). tFERAT
e+, —. 2 R-Jad. 037.651.2°C, 45.6+224%, 56.4+0.5 d. 3.56+0.27 pg/mlf¥ }3.56+0.27 ng/L, 131.6
+0.4 mmol/L, ¢ = 28.4+0.2°C. BPfHkPa(mmHg), RBCA{H X 10'*/L, WBCHH] X 10°/L, WBCH Lt F10.00% 75,
Hb T /L. M A 4K 45 L mmol/L, nmol/LEXmmol/LE 7R, RNUIHE He/LE R, 1 MERIR, S04 1 mol/LAR AR,
1 NI, BCR0.5 mol/LEiIR. K10 cm, %56 cm, 14 cm, N5 /%10 em X 6 ecm X 4 ecm. A FEbr—HE R L e
BALLRR, Gl P REEA. HEA. BREA. RO, naE4. BEHgL, #EskE [ Hmg/L;
IR B R IRFEE. COLE N, A, Wi, MHERE. IHMERA . =B, B, 5. 85 JEE
HAE. Sy k. EAdam. VI, WIBF. 2 8 PuRnm. RIRJo. 2. 4iEHRA. 4i4E#E.
YL HEB, g B, dEEFEB, KR, ST IR ) B EIRE . R A, FURIEE . S, R
Fnmol/L; JH & 26, M —FE. R B IUME . 44 EB, Hpmol/L. i HAIH Mg, ke, HMS.
Blan, 185, 1 s; 240%%, 2 min; 37N, 3 h; 4K, 4 d; 5/, 5 wk; 6 H, 6 mo; MEPE R, MY & | GG PEE FRHAIIU =
16.67 nkat, %} $¥log, %4buv, F5r %, TIL, KREH1X 107 g55X 107 g2 KMU#l mg550.5 pg, hrifykh, iy
BUtimg, KEme imm. B RS AT FIEEFE S, s RANE BEd, H4R8 mgnl 58 mg/d. fE—4
A PN RS AR 14 LU IR, BIINASRE S limg/ke/d, 1M V.5 ilimg/(kged), FLZEIERS S5 40—, B
PIFFSHA B ZEUNX Sy, 1, 2 min AN Z2 mins, 3 hANZ3 hs, 4 dAN 24 ds, 8 mg A28 mes. A H, 15d; 15
T, 15 g5 10%A8 /R K, 40 /L % 95% ks, 950 mL/LiFE; 5% CO,, 50 mL/L CO,; 1 : 1 000%F FJ##, 1 /L
B ERER; B RIS (2B 3:36.8 pg/mg, U4 B Rl E 113 B 32368 ng/g; 10% %8554 560 mmol/ LY
100 g/LAHZHE; 45 ppm = 45X 10°; BUo (K e 4R (JFUAR 638 F v/min, #8538 # He; 295 B AR E, —
LN “kg” FoR. (BEFEGiH: 454 5% 2009-12-28)
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