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Study on relation between regulation of MBL level and pulmonary tuberculosis susceptibility "
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Abstract: Objective To study the relation between the regulation of mannose-binding lectin (MBL) level and pulmonary tuber-
culosis(TB) susceptibility. Methods A total of 142 inpatients with pulmonary TB and 120 healthy controls were recruited to par-
ticipate in this case-control study. Serum MBL level was detected, meanwhile the restriction fragment length polymorphism(RFLP)
was adopted to detect MBL2 gene polymorphism. Results The one-way analysis of variance was adopted to analyze the MBL level
in different genotype groups,including the group YA/YA,XA/YA,XA/XA,YA/YB,XA/YB and YB/YB. it was found that the
MBL level had statistical differences among 3 groups and between any two groups(P<C0.01). The MBL level in the pulmonary TB
group was significantly higher than that in the healthy control group(P<C0. 01). Among the healthy controls, the MBL level in

93. 2% individuals(55/59) carrying YA/YA genotype was>>1 000 ng/mlL, while which in 100% individuals(26/26) carrying geno-

type XA/XA or allele B was<C1 000 ng/mlL. Conclusion

The MBL level may be associated with the susceptibility to pulmonary

TB. The YA/YA gene for determining high MBL level may be a protected gene.
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PR £ (MBI 242 &) 6 ED #F 17 DNA $EHC, B AR B A i -
VLB AT . KGR LA DNA (7R — 20 CHRAE,
1.3 MBL2-221X/Y and 5 F 154A/B £ E 4% % —221
DL RSN - IX 54 5 AL BRI R B 3 2 48 M 3R A e I
R (PCR-RFLP) #EAT R 20 8, 5181 51 8 (1) 5'-ACC TGG
GTT TCC ACT CAT TCT CAT-3',(2)5'-CCC CAG GCA
GTT TCC TCT GGA AGG-3', ¥ #i7=41% 623 bp., XM k%
750 pL,PCR JZ B 454 :95 °C 4 min; 2 J5 95 C 30 5,63 C
1 min,72 °C 30 s,35 MG ;72 °C 5 min, PCR ¥ 7/= 4y 24+
K2l b5 & (MBI A A, 35 D 44k )5 43 512k Btg I (NEB
o)L SEED AT BshN T (MBI 28 7 35 ) g 47 B 91 14 1k . i 2
REN 20 pL,37 CR . Brg I £ % X/Y R BI(Y £
FLHEE 2 540 bp) ,BshN T (A &0 5K 2l 536 bp) ., #7347 #
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T FE PR,
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1.6 Ziih2eab¥  RH SPSS17.0 #f74 140 #r. RS
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L o SR € Ao 00 0k it 45 4% J8 3 55 R AT BE & 19 MIBLL /K F
fFHE L P<<0.05 A2 AR X,
2 % ®
2.1 JHS5 A% AR R A BN B ) MBL K -F bR il 45 4% R
# MBL KK (2 291, 6 =1 575. 9) ng/mL, {8 B X} I %
(1721.1+1 423. 3)ng/mL, ZH LR H L ¥ 8 L (P<
0.00), fligE#% | ML 7E v MBL KW 5. Migs#%m % MBL
FEH YA/YA ZAERAIAG A9 ), 4538y 34, 506, fdt B X B A
YA/YA A5  59 6 MRy 49. 2%, —FH R A G F
BX(P=0.016) , M MBL2 3K XA/XA % {4 2 W] 78 fifi 45
MHRERMXE LA 15 4 (10. 6%) . @ HE X IR EH R 2 4
A.7%), Z B EZREFHIF R L (P=0.000), BFE1.
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e Yenpit] B#E i XS JE P OR {E(95%CD
YA/YA 49(34.5) 59(49. 2) 0.016  0.54(0.33~0.89)
YA/XA 36(25.4) 35(29. D 0.489  0.82(0.48~1.42)
YB/YB 6(4.2) 2(1.7) 0.296  2.60(0.52~13.14)
YA/YB 27(19.0) 17(14. 1) 0.296  1.42(0.73~2.76)
XA/XA 15(10. 6) 2(1.7D 0.004  6.97(1.56~31.12)
XA/YB 9(6.3) 5(4.2) 0.436  1.56(0.51~4.78)
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ng/mL., TiHEH XA/XA 5% B 26 3 A& 100% (26/26)
iy MBL 7K /N F 8%+ 1 000 ng/mlL,
x2 AR ZEHREEREZEEMBERYBESRY
MBL 7K F (z=£s5,ng/mlL)

BE Tt X IR
AR
n MBL n MBL
YA/YA 49 3675.6+E1 224, 4 59 2882.3+1151.1
YA/XA 36 2 642.3+1048.1 35 754.74385.7
HAth 57 767.74390.7 26 387.14162.2
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5. FEFTHIE . MGES T LYPA.LYPB.HYPA . HYPD,LX-
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AR YA XA YB 3 Fhep ik, JLHEA YA/ YA 7Egk
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