1642

Res,2007,35(Database issue) :D431-438.

[34] Oshikawa M, Sugai Y. Usami R, et al. Fine expression
profiling of full-length transcripts using a size-unbiased
c¢DNA library prepared with the vector-capping method
[J]. DNA Res,2008,15(3):123-136.

[35] Aboge GO, Jia H, Terkawi MA, et al. Cloning, expres-
sion.and characterization of Babesia gibsoni dihydrofolate
reductase-thymidylate synthase; inhibitory effect of anti-
folates on its catalytic activity and parasite proliferation
[J]. Antimicrob Agents Chemother,2008,52(11):4072-
4080.

FEREF 201156 A% 40 5% 16 4

[36] Kakita M, Murase K, Iwano M, et al. Two distinct forms
of M-locus protein kinase localize to the plasma mem-
brane and interact directly with S-locus receptor kinase to
transduce self-incompatibility signaling in Brassica rapa
[J]. Plant Cell,2007,19(12) :3961-3973.

[37] Toyooka K, Goto Y, Asatsuma S, et al. A mobile secretory
vesicle cluster involved in mass transport from the golgi
to the plant cell exterior [J]. Plant Cell, 2009, 21 (4)
1212-1229.

(R H 3. 2010-11-18 &[] H 31 :2011-03-07)

AT B i I 51 35 08 5 E 25 R B9 i PR Rz A

R 1%
(% = FERFHHERKREF, LR 400037)

KRB 4T AR TR RSN R IR s IR B Bk F 36 A LA
doi:10. 3969/j. issn. 1671-8348. 2011. 16. 035

W4T B AR I 71 7 (retrograde autologous priming, RAP) &
— T A A AR FE R A ARSI 3F (cardiopulmonary bypass .,
CPBYIf . S W] B f FH AR 8 B B i Aok 25 46 1k 116 25 48 b 1
PSRRI FE W . 1998 4 Rosengart il DeBois 42 H{ RAP #f & LA
ST [ P S M AR 3 — B I TR B R R SMIE ER Y
O I FAR A AR SO RAP 7242 35 5 R AR O 3k LI R %
HWESE LA A 4 W5 T AT 45 R
1 RAPFEMESMERFE
1.1 RAPMF=AB R FEEWAFE  —BE MO M
T ARAE A 5 o PR I B8 VR T R O e e U K
L A B B 938 S N e B A7 RS 7] A8 i 18 AT SRR A9 I 9
PP i S s P AL T % o DA R AR e A 1L 75 5K BRI RAP
NLIZ T A= 5 02 (AR S PR R0 5 1 T TS AN T sk A b o ok
A I YRR R I INL 2 JE 05 35 TR I T T A I Y R D I
KBNS 75 T R AR X IUAA 7 LR S RS2 ) AR 1478 36 T 41
41 ifd b 25 (hematocrit, Het) i 35 A K - B A A7 76 4 3 11 BH 1
AT L 0 0 T A R 0 R ST 3 R A IR A SN R
Het 2y 14 % ~15% o AR TT AT 52 09 L% A B . H
A NIAK Het 5+ 23 %088 24 Yo, 25 58 OHL A AL T AR S
T B U R DL R0 LT R R RS L 3R 5 I RORE 1 R AR A
FET 2 5 i AV T 5 T {68 K 1108 35 40 4R 1l 3% 108 1A 15 38 T e IR
37 %6 ~60 %6 5 R A4 i B A A8 GO A LB D R T
20 i SIS AR P L 3R B R 08 0 T 5 SRR B TR B R R R
JEAE RN . Bed) MG R BT 5 R RAP BRI 4E
R SME IR A E Het {8 98020 4 S8 35400 BRI 3K e 14k 15 i3
FE N B FEBE 982 AR op RS R IR BB TR 43 T IR R
s PR VBT 50 % AL AR 1 A5 )52 1)
1.2 RAP (REA D RS R F R B & A 700 78 W 1075 408 8 4
B FRBIFRMNG & F S KIGE E T NG (8
B I L9 22 Bl IV g e 22 4 AT 45 T ST IR (IS VW e A K
AR 4 5 A S kg e O OGP NI R TG . TR K
B T L G2 T Ui T K L DL A0 e D 0 A T P B 5T
VB A S B P R K s 5 T T AR R TT G 8 2o T S HE A o
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AN ZRITUARM . BT 2™ 85 W0 I A8 2 A IR AE L 4k
FF 8 Bk W4 KT 100 mm Hg, 062 i 7] 5 )pR WL 22 0 05 4
ERZEE EIRET R E ., G128 8RE 7E RAP 3 2% o i 33 Bk
W s IR T 100 mm Hg B I JH BB 25 9 B8R AR, B 26k
4T RAP,
2 RAPHWIIGEKRNRBAEWRE

2001 4F Srinivas 1 Singh™ W2 T 60 {5 5 Ik 2 ik 52 % %
#l AR (coronary artery bypass grafting, CABG) B 2, H v 30 #i
AR ORI AP S5 4 IR BE AL RAP(RAP BRI 300 mL) , 45
BB, RAP H B F L5 1 26 UCGEY 0. 86 U) AR SME3F
o Het SP-3F [ 27. 0306, T 6 B4 55 2 L 46 3 1l 52 UCE 3
L.73 U) RSMEFR f Het £33 T B 39. 509 (P<<0. 01) . Pi4l
BB HE AT R 4 i, B8 B RAP AT DL A0 PR ) A A
2002 4F Balachandran %17 5% F Aif Bt DL I B % BE 3 360 00 2%
104 ] CABG 4 , RAP 41 845 11 (808. 8 - 159. 3) mL il 5§
A AR I A, 2R S8 4 R R ) Het iF A R RE IS 9
J53 = (intensive care unit, ICU) 1 B X BRZHA 499 1y B &
B I L B I EE O (277. 6 £363. 8)mL, RAP 44 17% By &
e L I L A I D (70, 12173, 5) mL, At ATTIA S RAP Bl 20 i
I IR T T SRR A TS . Brest S0 i — 4 R BU/NER
B% (3l ERIKE R 3/8 3P AR A (650 mL) B 4 RAP(R
LW R A 50 mL) W% 4 F Ff& H B & 1 CABG, i &
f Het 2846 3E % /N, Saxena %0 WA f [ fAc i i F1l RAP
LKAk i AL (body surface area, BSA) f I T AR B &Y
NS0 & B0 B R A RAP 8] L3R & Het 8 R G M i
| o S A T TR W] B MR IR RAP 2 E 4 BT VR
AR IR AR AR . Hou 5507 SR P T B 1 6 AL xR 50 06 W0 4%
120 .0 BT A L dIE 52 RAP 76 )% 4 2 1 FL (BSA<C1. 5
m®) i IE T A e, TR R MG BRI VR R AR R L s b R
MR . AREAEDT R RS T RAP 72 L 3 AL I B
& RAP B 4% 08/ e i JH 32 A #F 3 IR AL

bfi% RAP BB, B 55 RAP HF 52 % #it¥ £ . Eising
SEUIRT L WLER T AR E S A T FE A RAP X ) CABG | &
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i JIEF8 U (cardiac index, CD) | fili 1 48 BH 7 48 ¥k . 4= & 1 45 B )
6 B -2l K R 20 R 22 L PR 20 A e I AP I K Cextravas-
cular lung water, EVLW) | Ifil 3% IiX {& ¥ i& JE (colloid osmotic
pressure, COP) | iy W74 448 5 2 1A 56 I TR 2 800 52 i
55 R LA S B vh AR ol RO B FE 4L COP R [ 55 2% LA
(21.4=+2. Dmm Hg F&F (9. 8+2. 0)mm Hg], M RAP 4L T
M 41 9% M (20.9+1. 8)mm Hg f& %] (12. 4+ 1. 1) mm Hg],
RAP 4 EVLW fESMEIR )T 2 h 5 ARFIAH HJC W & 225, 1
brflE AR FE 4L EVLW &) 1 FF 212 (P=0.002). b5 ifE &b
W BFRAARNE 2 d ARBTG5+ 1. 2 kg(P=0. 021) . fif
RAP ARG 2 d A B 5 B (0. 140, 9) kg (P=>0. 05) , i 1]
RAP AJ iz COP T B2 & , > R 5 EVLW # A & K
R RGN, 55 Mg RAP Xt 8 2 1k S5 2R AT S i 41
## H (hemoglobin, Hb) . Het K Ifil FL FR 7K 3F #) 52 W , 25 1 & 7R
RAP 7] 25 R AR LR AR B B 48 i R op Het ZKCF » BRAIR I 5L
R KF- S AR P S F A RO D AR ROR . B
AN LGS RAP X UK SN IE PR R BK ML AR AS ) RBC,
WBC., Hb. Ifil 2% 17 & 1. 41 2 1 (free hemoglobin, FHb) | Ifil. /M
(platelet, Plt) Fi1 £F 4k & [ J/& (fibrinogen, Fib) & & L & Het Fl
D- R M (D-dimer) S48 b7 19 22 4k , 45 2R & B RAP A i 20> {4 4
TR BT 58 e o ALK I 980 B 2 9 2 S At % o ¥ A TS
Sy JC W E B . 2008 4F Ging 51 FE 1 )= 1] e o 91 8 L Y
FARSE TR RAP F A R ERE M. 2009 4F Schill "
RIET 2 1) 3= B Bkomepe 2= £ - £ Zh om0 F R BE L R S
B2 SR T RAP $50 A A B A R 8 100 3¢ A 98 1) s
3 RAPHI&HX

A 2% #HIN N RAP 1716 5 £ Wi, CABG % Het™>34%
ARG S5 0 JURESE R ™ T O NEZE B RE A MR A R B
F Het {48 0 VA0 285 B8 189 19 o JLABCEl » 515 20 2L U
i5, Murphy 2507 % 91 RAP JF A fig 0 2> 5 4 i (9 1oz i » i A1
Wt 2 A Y ] e R 4H BT 5T (retrospective cohort study) Wi 2%
559 BIARSMERR A, Hoh RAP 256 {4, 4 RAP 287 £, 45 %
B2 AT A J5 2 S B s AT 38 DL R CH: Al ™ B O R E I R
Az R CUNE %2 0 BERELA L 5 BS54 J0 W] 88 22 5 (LR S5 0 i R
1R R R RAP H A FD B BALTAE RAP 49 D, 257 A
GeiteE T L (P=0.040), I, A fTTIA 8 RAP 758 2% g — b
TAEMWIFARD . 2009 4F Saczkowski %0 F 1 TIF B3 2 J5
B8 A BEPLIE R X B I6 T i 21 643 451 {4 S0 & 31 28 2 1 4
KBERHEAT 07, Hob 6 MR & 5 1F, B AT A
Tl 26 LR Hh A 1 0 0 A 1 A e B 1RD S Y R A A 0 i
IR ARG AR R X 6 NI =% CABG, BUA 1Y 1 R
WFSE BRI A BE DB RAP Ge 2 A rb e 1 1) i 3
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VBRI 28 (2P 2 ™ 3 18 3 N2 B 10 5 2 i
RPAAL R TR B, T EEZFW &KX, %S
(hepatitis B virus, HBV)¥#H £ 51k 10% ~15% . 2 HE5 2
JIF ) 95 2 R 0. 025 % ~1. 600 % , # 4 2 JIF 2 1 1L I Chepati-
tis B surface antigen, HBsAg) B 22 A NG L E W GL # ok 5% ~
1595 SEIRA I & T 5 B0 AL 3% 4T UR B IR L 4T IR
R I G LR Vi 7 R BB L BE P L R A LSBT 4,
R A FEEE O E N 5 ¥ LUT JLE HBsAg #47
HKFEALE] 0. 96 % (HIL L HBV &Y & A 90 % & ' g i ik
JFF 2R b 2090 ~25 06 R 12 VR 4¢ 18 35 H 30F i O IR AL, B %
9 o AR UR A TT I 7™ T g0 B 2 T R JLAg BRI 5
1 EEEENISE

HBV R %58 13 It B 4% 76 25 16 L3 806 JL s IR JLSE R
PR 12 W LG JLI 40 I 9 HBsAg BN S bR, (HA2,
%12 Wi 77 SULE IR L B A7 T8 B A2 )L b S5t i T AT PR AR /. R L
2 KA IR 1 i PR 12 1B b v T AN 58—, SCRIROE 2 L
TRl (D=5 24 b YR AR BT AR L B AL » 100 35 995 75 4
$ii HBV IgM. HBV DNA % HBsAg i #£. HBeAg i 5%
HBV DNA FH¥E™ 5 (2) 7% J5 57 B SR 4 37 2 LI i, 2 HBsAg
FHAEEL HBYV DNA BHPE 5 (3) 38 A2 )L H AR B4 0 0 JA i 78 i
i HBY ZHbr B Afe, HF S =2 6 A~ A, R I
WA IS AR ARG L 2 Ktk HBV Qe Wb K38 T — E M
FE S T I R 12 W bR HE B A e 0 — 2B R
2 EHEEAHEHALSNE
2.1 B8 O TR AR O o 3 R B R AL A%
WA a0, B AL R AR E L B E R
Yo 7 LR S A I E DT RO SRR R AR . Hoh e
15 7 5 AL 1% S BT b AT I g mT 23 i) s 0 R L &
Bl 5 1% 2y Gy LA R AR i 7 2 AR T AL AR A TR P
P T R R SR L K T 1 B 2 A 8 BEL T A G B HBV
BB R SRR . A0 MR AL 0% (0 B A B AT AR AL BT L A
4Nk E HBsAg B M A2 3% HBsAg M, H iR LA AT
Rei A IR Y HBV, EAER A 2 E S A HBV NN
NN T4 B o5 07 305 BN ER 4 M 4T N 32K R LR
BRG0P HBV 19 %% 5% ik 52 HBV 0] 48 A 58 20 Jid 1% 328
BT —ARET . RS AL T DAL o R i — B Y . R 2
11 7 % 10 2 107 28 /0 AE JIF 9 P T AR (BGE 2 4R ) 2 2R 5 T
HBsAg M HBeAg P Y & 8 19 2o 7 78 5 5 7 2 T 2l R IE
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#  HBV DNA Ji B8R 222

2.2 fEHEEHLE HBV BREE H AR KA 3 ik i B &
O U N R L RGN 1SS D =) G G L DI

2.2.1 FEWEGR HAETE A ERREALH 3 LU LA (D I
R R E Y . A U5 R BB L HBsAg J2 HBV DNA
PO BE 5 HBY B P g T A G T R R ek e B RO
HBeAg FPEtL 23 HBV & R i L2 . (O k5
UG CRI I R ) o SRR R B BR R T . HBY /] il
b i 2 L IR L s SR T B AU e (I SO XU
B 200G B0 Al 5 R B A MDA IR IR 4 B
5 S EERA D B BV I AR JL & E A, (3) iR A
JRYe A0 (A M IR e 2= )« A B STCh BER f h HBV & i
L iR L AT B2 8 A 4 5 4 A1 9 4% 3k Ty = S L, BBk
Mt s ES B HBV 2 W 56 40 0 B N R AN e L 05 40 i
(EOH BN H BN EBEF 2 RE DR B
[ J5% 240 A L 28 B A0 IS P B A M dee 2 2 B L B P
Pl (O B L AN M 5 52 T A A i B 4 % 40 i (peripheral
blood mononuclear cell, PBMC) &%, 1 3k iF £ [# N HMIF 758
B, PBMC {E HBV & MBI R EEZ ST Z —, /7= A
TR A Y M 1Y 58 9 T MUK, PBMC {F Oy 8844 1T 1% 4%
HBV' 2% R BRI 7S HBY DNA B . PBMC HBV
DNA B A B A= L& A B P e, TR it 4 31 PBMC AT RE AR R
BAR G 1E HBY B Y 5 — &, ks %0 R A
PN B A& W 5% /2 W (polymerase chain reaction, PCR) §" 3
PBMC HBV cccDNA % B, #: & PBMC HBV cccDNA & il #
KA HBV B NG TC PBMC e 1 33,5 f5 . 2 110
B 4T 4 BREE H (hepatitis B immunoglobulin, HBIG) 7] A
RUREAR B R LG HBV K-, 87 A2 LA e 8 8 Fe L {H
HBIG X PBMC Y& L5 . A AR 2 & 1 PBMC
AR KR4 HBV il #ox — s Rt — e s, (5) kR
HE. BRI ZEEE N 05 HBV B NG 5) &
M K. Takegoshi Ml Zhong' ' iy B 5 HIE 92 L B HBV J& e .
HAi S+ HBV R PR P E T #E -y +
874 JEH BT 2 A A A4 E (human leuko-
cyte antigen DR, HLA-DR) M) A2 B £ 4% 3 407 T (B A4 XA
RILATEIE—LIRA . (O ZMEFER. A% H IR
HBeAg £ i 8§ 8 HA 5 HbeAg 5 1oG 2K G 206 4
HEA G LI - Xu 252 4 HBV 78 Jif 45 45 J2 18] i 7% 3 1T fig



