ERmIE¥ 452011 £ 5 A% 32 %% 73 Int ] Lab Med,May 2011, Vol. 32,No. 7 e 755

o E-
gt HBV BREEHERESERERASZTSHS HBV EF

BRI RAEN GARER AR B R K LR
(1.#@EEFEMNFTPER 363000;2. PEAARMHKES —CALER.ZN

BHXF

R !

w\‘\Q}

63000)

i ZE:BWN RITHEBRLEEG(VMBPAHSSBA HBV ARASER AN X (HBV#EM X Z, Ak RAR
G i XL B -FRB R BK % &2 (PCRRFLP) 77 ik fa 5 BF % 6 € & PCR(FQPCR) # A #F 360 4% 12 HBV & fe [ ¥
66 4] £z 4k HBV 35 4 2 28 (ASC 28) 182 4] 12 1 T A AT X % 4 40 (CH 40) (112 4 AT A2 4k % 2 28 (1L.C 40) F= 65 4] xF BB 41 |49 MBP
AR S4L FTEAF S50 HBV AA ;AT HED, R ASCHfesz P4 CH AL BEARA L%, MBP kB GGC/
GACA R AMER GACHFEARNMELE S BAKZF AL T FELP>0.05; TR CHA KR8 LCA KREH LC A
HACHABAR ERH . MBP A H GGC/GAC AR AMFf GACEFLEARNMEFRZEZ G TAHRA(P<0.05), AP aR#EH LCA
REERHGLIN) . B AR TAFXAFHABACARA G E;MBP AHE 54 5 EBLFTREL HBV & ey
MEXA. M5 HBV C B A R4 HBV & e 4 o b 5% 3 R A X

EXBRERAR: £%; FRRAE.CAE:; HEBLLES

DOI:10. 3969/j. issn. 1673-4130. 2011. 07. 015 HERFRIRED A XEHS:1673-4130(2011)07-0755-02

The relationship of mannose binding protein( MBP) genetic polymorphisms and HBV genotype on
patients with chronic HBV infection
Gao Jianping' ,Zheng Ruidan® , Zhu Qingchuan' ,Lin Zhenqun' , Hon Wuhua' ,Li Qingduan' ,Chen Zhe' ,Cai Xiuzhen'
(1. Department o f Gastroenterlogy Chinese Traditional Medicine Hospital in ZhangZhou , Fujian Province . Zhangzhou
363000,China;2. 175 Hospital in ZhangZhou , Fujian Province , Zhangzhou 363000, China)

Abstract; Objective To determine the influences of Mannose binding protein(MBP) genetic polymorphisms and HBV genotype
on the progression of liver disease. Methods The codon 54 polymorphisms of MBP gene in a cohort of 360 patients with chronic
HBYV infection, including 66 with asymptomatic HBV carriers(ASC) , the remaining 182 with chronic hepatitis B(CH), 112 with
liver cirrhosis(LC) and 65 with controls were analyzed by polymerase chain reaction-restriction fragment length polymorphism

(PCR-RFLP)and fluorescent quantitative PCR(FQ-PCR). Results
strated the advantage with B Genotype, the genotype frequencies of GGC/GAC and alleles genetic frequencies of GAC no significant

ASC group,CH group(mild) ,CH group(moderate)all demon-

differences comparing to the control group(P>0. 05); CH group (severe) , compensation phase of LC, decompensation of LC all
demonstrated the advantages with C Genotype, higher than those in the control group(P<C0. 05),the decompensation of LC was
37. 7% ,highest of all. Conclusion The genotype B and genotype C are the major genotype in patients with hepatitis B infection in
the area analyzed. Codon 54 mutation of MBP gene is not related to the persistence of hepatitis B, but Codon 54 mutation of MBP
gene and genotype C are associated with the progression of hepatis B infection.
mannose-binding protein
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1.2.1 DNA$RH BGHPRBUEE M 2 mL, 3 5 B 9% B B .0 0k
SRRSO R F RS KRR AR R AL H R -
Py-5E N7 4R L. 44k DNAL 5 K 30 pL #f# .

1.2.2 MBP 3HZHE MM %A PCR-RELP J5 g #:
MBP ZH % 54 5% ZA8M. PCR 5I¥H gAY T
PHARMR S HRA A AW E5I#FF1:.5-GTA GGA CAG
AGG GCA TGC TC-3'; 8| ¥ FE%:5'-CAG GCA GTT TCC
TCT GGA AGC-3', Taq DNA B & B 1 = 8 02 Bt % 1 1R
(dANTP) i TakaRa 23w 7% 5. PCR R 4% - 90 #5748 7 95 °C
3 min, 35 NMEWH . B IEFHR P A 95 C 30 s, 1Bk 64 °C 1
min, ZEf§ 72 °C 1 min, &K IEf 72 °C 5 min, B PCR "3 p=
6 pL A Ban [ (Gene A®]D5 B 10X i 2 pL. T
37 CHFHEAEGFYI 4 h, Ban 1 g5 5'-GGY RCC-3'F 51,24
GGC 25 5 GAC B Z BRI A7 5 2% .
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B LEAMT AT S S . PCR §7 38 74 329 bp, £ Ban [ 4]
J5,GGC/GGC #IFE I 2 245 bp F1 84 bp Wi 4~ B Bt . i GAC/
GAC FIFR I A 329 bp Ho— B &8 GGC/GAC N &M Ny
329.245.84 bp 3 4~ F B¢,

1.2.4 HBVERFEAM R IH 26w & PCR H AR, il
TR H 9 s g B AR BR A R 4R L B VR H U B AR SR
B 7] LightCycler %86 5% & PCR AL,

1.3 Goifsib SRA SPSS 10. 0 Goit k47 y° 5, 4%
J& % Hardy-Weinburg 5% f& - & 6 5 , 3% B 4% 2k D5 B0 451 R
CL ik % 7 B BRI
2
2.

s R
1 MBP L[N 22 35k 76 X B 9 o0 A 53 A 800 53 5] Oy
GGC/GGC(70. 8%) . GGC/GAC(29. 2%) . GAC/GAC (0. 0% )5

s JE PR 3R GGC(85. 4 %) (GAC(14. 6%) , ZEHRILE 1,

x1 MBP EE &R HBV EEREEE HBV BREPHIHHER

%% I PR RIS 2R (V) Ao B R R AR R (%) HBV &R % (%)
215

() 3GC/GGC GGC/GAC  GAC/GAC GGC GAC B C
popiiskitl 65 16(70. 8) 19(29. 2) 0(0.0) 85.4 14.6 — —
ASC 41 66 44(66.7) 22(33.3) 00.0) 83.3 16. 74 64.4 35.6
iZEF CH 4 61 37(60.7) 24(39.3) 0(0.0) 80. 3 19. 74 60.7 39.3
i CH 41 67 37(55.2) 30(44. 8) 0€0.0) 77.6 22.4 55.2 44. 8
HEFCHA 54 21(33.3) 32(64. 8) 1(1.9 68.5 31.54 47.6 52.4
B LC 41 55 24(43.6) 31(56.4) 0(0.0) 71.8 28. 24 41.8 58.2
SR pEiy LC 4 57 15(19.3) 41(78.9) 1(1.8) 62.3 37.74A 39.5 60.5

A,.P>>0.05,4 . P<C0. 05, 5%t B B — - R BB .
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LAY, DT 1 5 AN A I 3 By HBY R J) . A DR iRIE
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H B2 F IG5 L (P>0.05), ¥ L B 3 H B 5 #,
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REE N 37. 7% 0L C I & i, AR LE R BoR.
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