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(ME) B HiTHEIBE-2(COX-2)%EH -7656>C M5 37 &4 8 (PGIS) % H C1117A
EENEHFBETREABRONERYHXE, FEk RARCHERN-BHERFBRRKESEME
Frek, B WA E IR 178 B0 UEFE B E A 175 B R ARE COX-2 £H -765G>C i PGIS R
C1117A AR, At #T I 6-W-HHKE F A PRI ELKFNE, &R (1)
PGIS 3 C1117A AR 2 B R 7E O JILAE 5 41 70 48 B of BB 4 o 951 % 43 3] & . CC %175.84 % F164.57% ,
CA#17.42% F128.29% ,AA #6.74% F19.14% WAL FNMMENERMELERBEA R EFRE XL
(P<0.05);(2)COX-2 # K -765GG EH ML PLEEFL L K78.65% , I B R T X M4 (55.43% ), %
RAEGH%E X (P<0.01), {H-765GC fM-765CC & A & 7 .0 LB 5E 41 43 15 55 % (19.66%
1.69% ) B T2 R X B4 (34.86% F19.71% ) , £ R AA FKI ¥ B L (P<0.058P<0.01), B %
frEEMRLEFFRAGH I EBEX(P<0.01); Q)KAXE L ER, LUAESLH PGIS &R 1117CC
HEER + COX-2 #H-7656C REMBEEET FHRA(P<0.01), AAZKAREARERE O
BERMRB(OR=3.87) B & FTHEMES PGISERE 1117CC £HE (OR =1.72) 5 COX-2 #£H-
765GG EEB(OR =2.94) % ; (4) .0 WESEL 6-W-FiFIF R FL oK PHX BARK, 2R RE R
B X (P<0.05);7E PGIS #£[ C1117A AFIZE R A 2 ) & COX-2 #H -765G>C RAZEHEEZ [ ,6-
M-AFFE R KFHER TR EEX(P>0.05);BEH COX-2 £H -765GG + PGIS % H
MICCHAEERBE 6-M-HANFEF K EPHBRETHARERN, Z2RAFLITEREN(PL
0.05), & PGISHEFE CCRERMM CEMEHK COX-2 £H -7656G EHBM G FHEEGH
BT /REARONAESE R & B AR BH COX-2 #£H -765GG+ PGIS EH CCBRAHEEH
R A O WUSETE B KB 5B 3 48 i, T 8 A3 K A 2 B R B O L Y AT ) 3F K OF RER A 555 COX-2
HE-765CC ERBM CHMAERTREFBE T REABONERERENRPETF
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[Abstract] Objective The purpose of this study was to investigate the association of genetic
polymorphism of cyclooxygenase-2 and prostacyclin synthase with myocardial infarction (MI) in Uigur
population in Xinjiang. Methods 178 patients with MI and 175 healthy control subjects were detected on
the genetic polymorphism of cyclooxygenase-2 and prostacyclin synthase by polymerase chain reaction-based
restriction fragment length polymorphism. Other serum 6-keto-PGF,;, concentration and biochemical
indicators were detected in all the subjects. Results (1) The genotype distributions of the control group
and MI group were in the Hardy-Weinberg equilibrium. The frequencies of CC,CA and AA genotype of
prostacyclin synthase were 75.84% ,17.42% and 6.74% in MI group while they were 64.57% ,28.29%
and 9.14% in controls respectively. There was significant difference in frequencies of CC genotype and C

EE&WE HBEER AR EEEAF U@ F KL S %W H (XJEDU 2005 G03)
fEZ Bl 830054 SEAF, FBEMKEE—HAERLBER LB LR
BREH : B , Email: myt-xj@163 . com



AT R 2008 4E 6 % 29 %% 6 Chin J Epidemiol, June 2008, Vol.29,No.6

allele as well as CA and AA genotypes between controls and MI cases. (2) The frequencies of -765GG,
-765GC and -765CC genotype of cyclooxygenase-2 were 78.65% ,19.66% and 1.69% in MI group while
they were 55.43%,34.86% and 9.71% in controls respectively. There was significant difference in
frequencies of three genotypes and alleles between the two groups (P< 0.05 or P<0.01).(3) In
combined genotype analysis, the genotype of PGIS CC + COX-2 -765GG was significantly higher in
patients with MI than in control subjects ( P<0.05). The odds ratio estimated through combined analysis
of the PGIS CC and COX-2 -765GG genotypes( OR = 3.87) markedly increased when compared with that
estimated separately from the PGIS CC (OR = 1.72) or COX-2 -765GG (OR = 2.94) genotype. (4)
There was a significant difference in serum 6-keto-PGF;, level between MI group and control group (P <
0.05) ,but there were no differences found in every genotype of PGIS and COX-2 gene (P >0.05). In the
cases with both COX-2 -765GG and PGIS CC genotypes, the serum 6-keto-PGF,, levels was lower than
that of others (P<0.05). Conclusion The CC genotype and C allele of prostacyclin synthase, -765GG
genotype and G allele of COX-2 might serve as risk factors of MI of Uigur population in Xinjiang.
Populations with both COX-2 -765GG and PGIS CC genotypes were more at risk with MI than others
which might be resulted from the decreased serum 6-keto-PGF,, concentration. The -765CC genotype and
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C allele of COX-2 gene might have protective functions on MI among Uigur population in Xinjiang.
[Key words] Myocardial infarction; Gene polymorphism; Uigur
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(1)DNA B EREBE R EINEAEKILA ml,
K,-EDTA#HL £ ,3000 r/minB .04 B8 I 3% A1 41 40 g,
-80CHAEMH. f—RA2mMERHARBAN &
(EFRERREYEAERAH), ZREAEL R
4T DNA $#£5,

(2)PGIS EE 5 H8M 5192 % X#k (9]
i, E#EI%(P,):5-TGG CAT ATG AGC AGG
TGA AGG G-3"; T# 3191 (P,):5-CCA CGT CGC
AGG TTG AAT TGT-3'" (M EBAET AP TREEAR
REARABER) o REAER K50 pl, BFFL0X
PCR buffer 5 gl,Mg®* 3 pl,10 mmol/L dNTPs 2 pl,
2% P, \P, %2 1l (10 pmol/pl), DNA B 1.5 4l,
Pfu DNA R&82.5 U(0.5 pl) , A B4 AN
#ZAKH R, PCR ¥ # &4 H:94C W% # 3 min,
96°C A8 430 5,557 18 k30 s,72C FE/H45 s, 1E3F 35
W, ®J5 72C 7 min, PCR =¥ i# 1T BsmA 1
MR, SR B K FR30 pl, B3 PCR =#10 pl,
10X buffer 2 pul, BmA 1 BE WU E2U
(Fermentas A A]), =& /K 18 ul, 37C KB S &
(16 h),3% BRIEMEBER (R Z e £5),80 VL 3K
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45 min, ¥R T WL, /¥ . ¥ PCR =¥ K8
Y5 DNA FBRKEREY LB UL EEFE,

3) COX2EHEBHHBW: 51 2% XM
[10]#it. E#SI®(P,):5-ATT CTG GCC ATC
GCC GCT TC-3'; T#514(P,):5'-CTC CTT GTT
TCT TGG AAA GAG ACG-3' (R LW TAEY T
BERBREFERAAER). RMERHISO pul, 8
# 10X PCR buffer 5 pl, Mg*" 3 pl, 10 mmol/L
dNTPs 2 ul, 3191 P, P, %2 (10 pmol/ul) , DNA
BiM1.5 pul,Pfu DNA R4 2.5 U(0.5 pl) , KA
JEERSr FAE KA o PCR ¥ 38 44 4 :95C W2
#£3 min, 94C 2 #:30 s, 59C 1B k 30 s, 727C ZE i
45 s, &3 35 K, & J5 72C EH#7 min, PCR =#if
T Bsh12361 BEYI 4324, MR MK R 30 pl, €15 PCR
#7110 pl,10 X buffer 2 pl, Bsh 12361 FR 4% N 1) 5§
2 U(Fermentas 24 ), =#& /K18 p1,37C K8 h,
3% BARVESE R (RILZ e 3 ) ,80 VHL k45 min,
BHERTUE, B, B PCREYEBI&YS
DNA FBRKEREY IR UEERRE,

(4) M AR ER . T BER KB —WR
B 0% — e ELiER, LIF 6-8-PGF,,
KM 2 SR AR R A (LR AR B RZHEAR
BRBTRME) , AR S HBRE,

3. G247 SR AL BRI SPSS 13.0%k 4

52, F Hardy-Weinberg 4146 1o #E 4% g9 R R0 %
W AAERRASHNERBRERLEA Y &

BOUTERROEEA c BT ES, UPL
0.0 EREHITER L,

5 R

1. Hardy-Weinberg ¥ # # %¥: PGIS # K
C1117A % K & 1 COX-2 -765G>CH# H & 4+ 17 7E
MI 47 53 B8 40 39 #F & Hardy-Weinberg V45, R H
BARREE,

2. MSPR ¥R L8 MI 4 B 3 v IR M A 1
TG B & B K- 8 & & R MG E P B & T3 8
#H(P<0.05%P<0.01), 0% 1,

(1)PGIS #H C1117A &4 447 : PCR ¥ 3
Y R B E 175 bp, 8 BsmA 1 B F B,
AABFE (FAR) KT MYk, 8
KA 151 bpl Bt (24 bpH BRESRMEBRE A B
%);ACHERNZATF, 7 W175 bpHi151 bpRi
FEB,CCERB(RELST)FRBBEBIIN, A
175 bp—F B (B 1),

(2)COX-2#H-765G>C £ &M 4 #: PCR ¥
B R Bk 157 bp, & Bsh12361 B§Y1 A
B, GGEAM(BHARM) MY B gL
T, B8 3K 7T 134 bp K B (23 bp H B: 78 B g 5 8 X
FREBE);GCERBMIEE T, TR157 bpM
134 bpWifh i B ,CC EHE B (RTM A T ) R BB
P18, {157 bp—F R B (B 2),

®1 FE-BEHLE

| Ei W4 FFRE 73.4 5 BE [ B TG s3] ®\E

(%) (mm Hg) (mm Hg) (mmol/L) (mmol/L) (mmol/L) (%) (%)
MI 4 64 +12 138+21.3 87.0+12.4 346.4+112.1 4.6+1.3 1.70+0.40 54.4 48.8
pagicE:] 6311 113+ 18.4 70.3+10.7 306.1+£97.7 4.2+1.1 1.40%+0.31 33.0 50.0
P 0.4143 <0.001 <0.001 <0.001 <0.001 <0.001 <0.001 0.758

#:1 mm Hg=0.133 kPa

W:1:AAKE; 2,4:CAE; 3:CC & ; M:DNA Marker
M1 RS EAMENSSHET Cl117A PCR =Y
EERATBY A BRRKERGREEE BziRe)

200

157 8 A 150

134 100

H:1:PCR™¥; 2:GC#; 3.CCH; 4:GG %&; 5:DNA Marker
B2 COX-2#MH-765G>C PCR =# & XA
MU A BRBXKERGHHEE RIbZERe)
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(1)PGIS % B B 557 3 Jo 55 o 3 B AR K 53 76 : M1
AETEXBAYU CCRAY R, EMERMEY
L CHE, MIHRMIEH X BA CC 2 KBRS
HERBERHEEN(P<0.05), H CE%MERH
REWAABPHIAERABRITEE N (P
0.05), % 2,

%2 MIBSMEHPGISEESEHETF

CI1TA ZA A
ERH FRER
an K cc AC AA A C

M4 178 135(75.84)° 31(17.42) 12(6.74) 55(15.45) 301(84.55)
YRRE 175 113(64.57) 46(28.29) 16(9.14) 78(22.29) 272(77.71)

B ES SRR ES BN (%). SHRALK
$e:*y2 =4.8388, P=0.0278;°y> =4.9567, P = 0. 0260

(2) COX-2%: R B 451 3 K S5 o B R R 4 7
COX-2# A -765GG % H B 7 MI 41 #78.65% , H
BRETXMNRAS5.43%), ZRALEITFBEX(PL
0.01) ,{H-765GCHI-765CCH: H RBI7E MI 4 43 7 i %
(19.66% F11.69 % ) B3 & 11K F £ B f B 4H (34.86 %
F9.71%), ER ALK E B X (P<0.05% P<
0.01), HEMEFBELERFAZEITEE X (P
0.01), 1% 3.

£3 MIHA5X B4 COX-2%H-765G>C

EZ g
HEH FEE
oA o GC  CC G C

M4l 178 140(78.65)° 35(19.66)° 3(1.69)° 315(88.48)¢ 41(11.52)
XHE 175 97(55.43) 61(34.86) 17(9.71) 255(72.86) 95(27.14)

SR BERE 2, S BA L ¢ =21.5709, P<
0.001; °y*=10.2893,P=0.0013; °y*=10.6431,P=0.0011;
4y =57.4592,P<0.001

5.COX2M PGIS HEHEEZ S HEK A . 25
B 4> #7 B 7/~ , PGIS Z A 1117CC % B # | COX-2
S165GGEEM B A K4 MI WK E OR E4 510
1.72F12. 94 , HEE A A& R B8 , M1 A v A B R
A 1117CC EFHEE .COX-2 -765GG HEMZHE £
Fxt A (y’ =25.6418,P<0.001), S HMERE
HEME, RAEZBAERAEE £4 Ml W RK
OR {E#N%|3.87(& 4),

6.1M¥E 6-F-PGF,, il : M1 4 % 7 & K & 6-
Bi-PGF, K &3 AR BER, ERAERITER
M(P<0.058P<0.01),{H7E R 7 £ H & Z [{] 6-
Fi-PGF, K FHER LK ERB X (P>0.05), A

HCOX-2H K -765GG + PGIS #£H 1117CC Bt & &
AL 6-B-PGF, K FHBRTHMEAFRBE, =
SEAGH¥ENL(P<0.058P<0.01), L% S,

F4  COX-2ZFEM PGIS 2 K J B A 3B B 4

HEH MI 4 *f HA OR 15(95%CI)
COX-23:H 2.96(1.303~4.204)
-765GG 140(78.65) 97(55.43)
3E-765GG 38(21.35) 78(44.57)
PGIS %A 1.72(1.031~3.754)
cC 135(75.84) 113(64.57)
ECC 43(24.16) 62(35.43)
COX-23:H + PGIS 2:H 3.87(1.767~5.545)
-765GG+CC 121(67.98)  62(35.43)
At 57(32.02) 113(64.57)

£S5 MI AR BHFFEFN ¥ 6-8-PGF,,
K45 R (ng/L,Z £ 5)
MI 4 bag::Rcy

ERE B%¥% 6-B-PGF,, #HI¥ 6--PGF,,
COX-2%H
-765GG 140 54.23+14.27° 97 70.67%16.60
-765GC 35 55.62+15.10° 61 72.56116.87
-765CC 3 56.12+16.21° 17 73.15+17.00
PGIS %K
cc 135 53.12+17.20* 113 70.56£16.34
CA 31 55.87+16.77° 46 73.56+17.33
AA 12 55.12+17.11° 16 73.76%17.76
COX-2+ PGIS #£H
-765GG + CC 121 49.38+14.12% 72 68.56+16.69°
HAh 57 56.72+16.61¢ 103 74.23+16.97

WG R R —EEE K, P<0.0550.01; 5 [F — 4 XK b
HERE,® P<0.058%0.01

Wi

B A TR 3h Bk R AR At O IR B ROV FT R &5
REABSBRETCHEEERR" . £5REAR
RN BEMNEE A52XBAO0M47%,
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BREHBL TRESFREME W, BB RERX
PR I B AR B

EAERBEFAN , K BHOE LR 8 &R R
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EEEMNMAG. AL, EERMES FEYERR
M B, B R COX-22 H £ 75 1t A0 i 1 %8 5w 9
(ERBHIEAMBRE, AR R EBEETEK
EEE BERREERAKR—B, EZERRARFSH
HRLMEHERY, HERHREN—-BMT
BRCOX-2 -765G>CH: A £ A& ¥ 7 8 & Bk i 7 O
il L 5 B0 38 A5 AR B0 R 7. PG ALG LB
FERRXRCT2HBE AN, PGISTERN PGL, &I
s A, HEH 24 MO I8 BR M X R E
MK X, A2EH PGIS EREHF KO i & K w
—MEEERED BB RIELHRENG
IR RS O UUER SRR R R X,
EREMFEIEEPEEARAAR, RALXFHMABA
BRI RME.

AR EFFBRE T RIEABENFRENE,
XFCOX-2# H-765G>CH PGIS # A C1117A £5&
HHITRER ST MK E 2. BHREBR,COX-2
-765CCHI-765GCEE R AN BA B E R FRAI4,
RR-765G>CH A 8 & O JLEEFE 1y — 7 41 37
B, fSCER IR E — 3, -765GGH B AL 7E % B
HA BB T EA, BAR-T65CEMBERBE W E R
AU LR FE B XURS S A B R BV EA B3 fm . PGIS
HE CCHEFERM C %Ak FH AR 4 1 725w 61 4
BHEETFMEA,B/R PGIS CHEUEREOIE
FRAERNBER ®IERIC. MAERKSIT AR,
=R B B A COX-2# H-765GGH PGIS #H CC #
R & A0 LR B B XU S 3 18

Ao, BB R &M E 6-Bl-PGF,, 7E MI 4
BB & F 3t B4 (P<0.05), 6-F1-PGF,, & PGI,

AR 7=, 7E I P AR AR S, T A R T

PGI, K F?, REBAARMEER TXA, Al
PGI, M-85 8 & .0 % 19 5 BB K, 2 PGI, 1
#xtOIRREEORNERERZ—. BT PGl
B4 B2 PGIS & b COX-2/ A #™, H i AT LA
AN COX-2 Fl/8% PGIS % (& i 5 48 ] LA T # PGIL,
HE R AARRERIALISTE PGIS #H CC.AA,
CA H:H % 2 [A] 38 £ COX-2 # H -765GG. -765GCH
“765CCRIERM Z 7] PGL, WK EHBEEHAB EF,
MXEBRESER -, FEFRRTRENTR
MAKABEREZSHB T M EXRE, HEEHR
gl Xt R 2B A 3R, B B X I ¥ PGL, KF &
FHBHEWE, HARREREAEAECOX-2EH

-765GG + PGIS # M CC Bt A E HA#E PGI, KA
HEREE XTREREMKSERNBEES KA 0N
BRNEEZ — BN BERERE, mRAHN
BB FCOX-2 /3 PGIS # H Ay 228 BT 3, 1 RE iF
HFEBREHRANENRE, B, ATEEH—
HHIBI IR BB
B2 ,PGIS #H CC EE A K C F i ZEH M
COX-2#MH-765GGRRM Kk G FMERSHEE
ERBABONERNRE BB MR, B
COX-2#:H-765GG+ PGIS #H CC Bk AR H A &
RO UUVEEZE B KUK 2 25 3 0, TT RE R ER A &
RIS B I 3 BT 5 3R B K FREARA 3% ; M COX-2 %
H-765CCHHEBM C EMEFTREEFBET R
BABEOIEFE L MR EF. ARG RMA
J7 R0 ABE R B R A BEAR 8L, {8 5 R R 43 A6 4R
BERAER, MARHRNRTHBLERKENE,
S T R oA B AR G Z AN TR, AR T
—FHRRIT.
$ % X W
[1] Porter A,Assali AR,Zahalka A, et al. Impaired fasting glucose and

outcomes of ST-elevation acute coronary syndrome treated with

primary percutaneous intervention among patients without .

previously known diabetes mellitus. Am Heart J,2008,155(2):

284-289.

Marenberg ME, Risch N, Berkman LF. et al. Genetic susceptibility

to death from coronary heart disease in a study of twins. N Engl |

Med,1994,330(15) :1041-1046.

[3] Ge D, Zhu H, Huang Y, et al. Multilocus analyses of renin-
angiotensin-aldosterone system gene variants on blood pressure at
rest and during behavioral stress in young normotensive subjects.
Hypertension,2007,49(1) :107-112.

[4] Humphries SE, Cooper JA, Talmud PJ, et al. Candidate gene
genotypes, along with conventional risk factor assessment, improve
estimation of coronary heart disease risk in healthy UK men. Clin
Chem,2007,53(1) :8-16.

[5] Crawford DC, Sanders CL, Qin X, et al. Genetic variation is

associated with C-reactive protein levels in the Third National

Health and Nutrition Examination Survey. Circulation, 2006, 114

(23):2458-2465.

Knowles JW, Wang H, Itakura H, et al. Association of

polymorphisms in platelet and hemostasis system genes with acute

myocardial infarction. Am Heart J,2007,154(6) :1052-1058.

[7] Fang YC,Wu JS,Chen"JJ, et al. Induction of prostacyclin/PGI2

synthase expression after cerebral ischemia-reperfusion. J Cereb

Blood Flow Metab,2006,26(4) :491-501.

McGettigan P,Han P, Henry D. Cyclooxygenase-2 inhibitors and

coronary occlusion — exploring dose-response relationships. Br J

Clin Pharmacol,2006,62(3) :358-365.

Nakayama T',Soma M, Saito S, et al. Association of a novel single

nucleotide polymorphism of the prostacyclin synthase gene with

myocardial infarction. Am Heart J,2002,143(5) :797-801.

Pereira C, Sousa H, Ferreira P, et al. -765G > C COX-2

polymorphism may be a susceptibility marker for gastric

adenocarcinoma in patients with atrophy or intestinal metaplasia.

World J Gastroenterol,2006,12(34) :5473-5478.

(11] FWHSR-RRH, HWAR - LXRYE, AFRE FESEL

[2

—

[6

[}

[8

—

[9

[10



PR AT 2 2008 4 6 A48 29 %% 6 4] Chin J Epidemiol, June 2008, Vol. 29, No. 6 + 603 -

10 906 il 4 B /K B A B AL LB R 0 10 4 B, o E R
%,2007,8 (10):47-48.

[12] SkmiseE, oL, 2205, 5 WA R - ARG ER Gg4T
EEMSHFBETRERAERGOENRERR. #4000
B fe & ,2006,34(5) : 403-406.

[13] Hlatky MA, Quertermous T, Boothroyd DB, et al. Polymorphisms
in hypoxia inducible factor 1 and the initial clinical presentation of
coronary disease. Am Heart J,2007,154(6) :1035-1042.

[14] van Staa TP,Smeeth L,Persson I, et al. What is the harm-benefit
ratio of Cox-2 inhibitors? Int J Epidemiol, 2008 [ Epub ahead of
print].

[15] Kohsaka S, Volcik KA, Folsom AR, et al. Increased risk of
incident stroke associated with the cyclooxygenase 2 ( COX-2)
G-765C polymorphism in African-Americans: the atherosclerosis
risk in communities study. Atherosclerosis, 2008, 196 (2) : 926-
930.

[16] Cipollone F, Toniato E, Martinotti S, et al. A polymorphism in the
cyclooxygenase 2 gene as an inherited protective factor against
myocardial infarction and stroke. JAMA, 2004, 291 (18): 2221-
2228.

[17] Colaizzo D,Fofi L, Tiscia G,et al. The COX-2 G/C -765
polymorphism may modulate the occurrence of cerebrovascular
ischemia. Blood Coagul Fibrinolysis,2006,17(2):93-96.

[18] Orbe J,Beloqui O, Rodriguez JA, et al. Protective effect of the G-765C

COX-2 polymorphism on subclinical atherosclerosis and inflammatory
markers in asymptomatic subjects with cardiovascular risk factors. Clin
Chim Acta,2006,368(1-2) :138-143.

[19] Nakayama T, Soma M, Watanabe Y, et al. Splicing mutation of
the prostacyclin synthase gene in a family associated with
hypertension. Biochem Biophys Res Commun, 2002, 297 (5):
1135-1139.

[20] Nakayama T,Soma M,Haketa A, et al. Haplotype analysis of the
prostacyclin synthase gene and enssential hypertension. Hypertens
Res,2003,26(7) :553-557.

[21] Nakayama T, Soma M, Rehemudula D, et al. Association of 5’
upstream promoter region of prostacyclin synthase gene variant with
cerebral infarction. Am ] Hypertens,2000,13(12):1263-1267.

[22] Eizayaga FX, Aguejouf O, Desplat V, et al. Modifications
produced by selective inhibitors of cyclooxygenase and ultra low
dose aspirin on platelet activity in portal hypertension. World J
Gastroenterol,2007,13(38) : 5065-5070.

[23] Lee IY,Bae YD, Jeoung DI, et al. Prostacyclin production is not
controlled by prostacyclin synthase but by cyclooxygenase-2 in a
human follicular dendritic cell line, HK. Mol Immunol, 2007, 44
(12):3168-3172.

(W H 3 :2008-02-16)
(FCHE RAEK)

- < I s Al -

— R SR R R R R &R W RAT IR AT

FH % wEX kAT

St 8 96 B FE /N 2007 4 K A M — 8 DAUVE IR R e, B
BEH WA EBEKRKEAN AR REEEE ST

1. %R 57786:2007 48 5 A 10-27 H#AE , R/ 2
4 A >>38. 5T , A I 40 58 i B A b K B I R4S 1E
WAT 5 2 Y0 e U8 T 5 5 0 B 43 o o o s DK 3 W 5 81 £
MRAEE, TRERALHRKE DNA BRI LA K
TaKaRa A A= o WHES B : W FHR A S Hep2 412
B ;% Hexon %A PCR =9 # /T £ B W T, 5514 Blast I
S EE T B 50 % 2 s B ELISA 58 Wi R 5% 3 44K, X0 68 A
PR E 4 R F [gG RN &

2R RREFERR ZAFRG) I, ZIA S A 20
27THRHE ISARK, BEER294%; RRER, LHE
BHE, 2 HERBERE, UAR BRENERER; BHEKRE
38.5C LI LA 13 61(86.67% ), — M HF4E3 dEL . BEF
WHLT 14 B, Bk K 11 B, SR E LMK 9 Bl K.
W% PR E R A B, Rk S, TR BRENE
W TAREZRT,ES A 30 HYERQHEE, X3 R,
RRA1ALER., BEER,BZ/NFAE 181,35 904 4%
HERARBER A RENERAEE PR, EK
BERAXK BHEERNRY, BEREE. BERHANER
—4HE, FSA 16 HEARBER, Y2H I LR, ES
A2l BWriE —HAER LR, HMERPERHN

fed ;312030 WL E BN EFBABEH 50 (FH . ®
i RN ) VLA B R TR B 0 0 (R A 3#)

HEELHP, BRFEERBE BT HE, REBUERHH
EKpER, BEEEEPFTSH20-22 8, P20 14,
QLA 7H,22H3B,23H1M,24 B1461,25H14],27H
14, BETIAE1LRAREESRESEMEMEMRESL,
R TIRAFTRHER ZBRERN, 0 G BN
IR 4 PR, BHME IR FARA B RN Hep2 410, 2+ 35 th
WG PCRY I, SEEN T LN EENRFE B
B3 B RE 4 fIRERE P MERA, RRE oG kM
WSO ARMAE 2 B P 3R FRFERENAE
IgG ¥y A M,

3 RBEENREARRITRFRELER HFRT
BYPENTRE, T ZERRE - REGRR, &
BRITRIENT .OBRRYIE, §XRAIRFEELE 16 H,
ERFTEETF21.22 0. OXREREREN, AR%¥4E
BWRZO)H, I RRTRA , EEBEMAIRKME
WREKABRE, OQBRENRIEXFEDEMEILTHBIR.
@A KEREY BB /N, Bkzom RER TR ELED
BRI R GE K%, OXRERWML R FEHREBE3
R FF A0 AT IR 5 1AL 5 VE 55 24 — & IR 55 3 P I8 5 R
BEFHRE., ©BEWREZR -3, LLER BT B
WELEM KR X, B LRFE, TANEAREFNRAES
BT

(W #% B #9:2007-11-23)
(ECHRE F R



