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[Abstract ] Tuberculosis(TB) is one of the main causes of infectious diseases—related death in the whole world, which spreads world—
wide and can invade widely all organs of the body,which poses a great threat to human health. Its occurrence and development are
affected by many factors. Besides traditional environmental factors, genetic polymorphism has been paid more and more attention.
Studies with interferon—y(IFNG) ,P2X7, vitamin D receptor(VDR) and other gene polymorphisms have been found to be significantly
associated with the susceptibility of tuberculosis,and related research is bound to bring new ideas for tuberculosis prevention and
treatment. In this paper,we systematically summarizes the genes related to the genetic susceptibility of tuberculosis, providing refer—
ence for tuberculosis prevention in the future.
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ANZEH A1 HE PR (human leukocyte antigens , HLAs) & A
REBHLGUEELZ SN, Bty A S REEC AR5
PR b Z A E AR, th HLA T 28H0 HLA T 2541 B¢,
Yang PL Z£6(%) Meta 73#71% 4 HLA-DRB1*04, HLA-DRB1*
08 il HLA-DRB1*16 33 5 3 2% % 5 XU 38 Jin , i HLA -
DRB1#03 Z MR R ZE . Li CP MY Meta 43
B 4 B4 ATEFIY I AT DRB1#15 F11 DRB1+08 ;03 58 i
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FZMAE A2 (interleukin,, IL) J& A Y B2 A AR A1
H Al 1L 2456 285 2 & B S 45805 5 BREA O, #F
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F 0139 Chen ] £l Ma AW Meta 4347 & 90 1L-2 114 JEK £
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B AREH R LI T IL-10 FEFE H ) A-592C(GC+AG) &4
KRR R R0, ENEE BRI SE & AL IL-12+1188 AC FICC
FE DR 5 SR By I AR OGS [ Y A Z ISR R I IL-
17A 152275913 ZAMEWAE SN ES R Y 2 (A5G 4
SIS R T AR L5 SR TL-17A 1s3748067 251+

TT 3 PR C 2537 F5 PRI U S5 W0 PN 2520 XU 484 i A
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N A AR R 230 S 30 ] /B R B i 5T & PR TLR4
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Bk S A% S B ) 56 2R DR P B T S, 22 FEL RIS 4 st
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A Meta 2 AT BLIRGE TR BI4EE , A BLZZ AR ENE
NGNS B N 2| TR) A 2% B0 L S B8 0 BF A 5 I
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1% 5 AR 560 {H Naderi M 25517 AP B 45 R ok A BRE T %
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2 AR BUBE N T b ) AR Il 45 A% 1 o KU O B
152228396 AAT R FH A il 45 22 JXUBR: T30 119 358 A% 109,
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C—C FF LA FHER 1(C-C motif chemokine ligand 1,
CCL1) .C-C 3T F LA 2(C~C motif chemokine ligand
2,CCL2) Fl C-C FHEFF# LN TRE A 5(C—C motif chemokine
ligand 5,CCLS) [FJE (i F 17 Yo ik q B g fh N3k
DR, S A e VA T AN S T

20084F , Thuong NT ZF®IE K il T CCL1 R 2 &
S8R G B AEAE STk . A BRI A B, CCLI 15159294 T/A
FER 280 - HIH AL 5 BIE IO, Biswas SK 0L B
JUENEE AR CCL2 151024611 £ 254 54 4% 5 i
A, [FIRE 2 SR 28 [ | S8 PG BT R [ tho A o), 7 1930
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2.8 TFNG A IFNGR1

v T & (interferon—y , IFNG) i T 12q15 Yo ik - | &
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PR SN I S IR, Yang Y S50 i 5] A IO BIFSE
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PERTES A A KU REANAR G 1 T XS 22 A B BL 27 AR RIFSE
KB, TENG (+874)A S5 BE K 4157 (¥ FL957 AR BB 2510
R RUREAE I 3.59 A%, v R AW AS 2] T AR LA 25258 70t 1)
ML BL(+874T/A ) TA SN RS Z5 R KSR A 56 , 15
TT SR RIAE Y PR, B IFNG Sb, IFNGR 2385 PE A
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SR L™,
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29 i
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Wi 25 05 PR AI S A 8 73 PR 22 25 M W R B 5 25
Sy AR IR L U SP110 #ZAAZE A (SP110 nuclear body protein,
SP110),Zhang S 557'Meta Z3-H153 i1 SP110 1s9061 ZA MM HE
SIE MG K 1 B T 5 B 1 I MR W R IR 32 1A 22 Al
(protein tyrosine phosphatase non-receptor type 22,PTPN22),
Lamsyah H SEU28JF5% & BEE i BF A PTPN22 C1858T £ &4k
SEMES AR R (H Li SPAEPIAIA B T AR B R 2558 5 IR
M HERZIAR P2X7 (purinergic receptor P2X 7,P2X7), Wu GN 257
MetaZ3 H115 H P2X7 Z 1K 1513C 45 {56 5 1 CCSE R AL Y
S YH Nl 45 4% 5 AR B DI AR OC s 47 R D 24K (vitamin D
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