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R TAL ST BEREAEHES) 2 T R R R, gl
TIRBGIG G, oS0 G OO B B AL 2 T ) B A R
) R, R 3 [ g BRSNS T (2024 AFE AR ERT SORBER 5D
BIR, 2021 FEEFFEHRORBERERE T ER R R, 4
5 A2 (World Health Organization, WHO) 18, &4
A 700 FNFET SR I55, 2ERY) 92% N N 25 T b5
I, SRR R M FE A PM LA F
VIR A s, Horbig 2R R MR (Particulate Matter,
PM) , BIPMas (FS 38715 EAE<2.5um) M PMie (FS3)
HFEAA<IOpm) , T PMas ek SRR T. E£HE, PMas
St R e EH EB . filigi#% (Pulmonary tuberculosis,
PTB) &M &5 HiFF % (Mycobacterium tuberculosis, Mtb)
JRYLFTEL, FATSREUE G IR RBR, S R RIE T
JRIAZ . 2023 SEAERHT AR BIIL 1080 Tifl, SET- 125 Fi41,
B JE AR YYR BN AL FRIEE NS5 % (Tuberculosis, TB)
A AR E S, ROREAE R =, HIREEBI 6.8%. 1F
IR F GG A IR I B e A, R RE S PMLs
ERRISE, A2 Mtb R OHAL, TE PRI A B AR
BRI AR TR R

AR PMas IRSRIR . BRALARFI: K Hoxf PTB K AR K R IR
Wi B LA EAT 255 , B 2 Al 18 PR 555 1 [ 17 47 SROM 2 ik 18
W,
1 PM HIZEARE R
1.1 PM.s B 8 UK AL I

PM s sV AE 225 v e I s B A R R VR kL. AR 4f
TR 1% % (Aerodynamic Equivalent Diameter, AED) ,
A LAS NHLBRY (PMio, AED<10pm) . 4I0Ri4 (PMas,
AED<2.5um) VLR EANFRY) (PMoy, AED<0.1pm) . Afk

% PM 25 RN FEBORT PM RifR. fh2ed1y. Sl
M. ZEFE AN REDGR. 5 PMotHE, PM.s
XN KRR K. PMas AR/, B HR T
TR, BONZ TG YN <8R B0 M7, BT RO b
KEABA FWZE AP NEGERES, JFiR TS
EA R, H RN MG, 4505 v 4 i R I By
Iy A8 1 %o A0 B 5 SR AR T 2 lEk ik, S P B IR R S
PR R AW, TRk, [E BRIEERF LML (International Agency for
Research on Cancer, 1ARC) ¥ PM 5124 1 Z8BUEY)
1.2 PMas FISRIR R AL 453

PMa s RIS AT LAGr A N A B ARSI RE = A e R
SRR E SRR, R PM A X PM AR FEIER, —
RPM HG YR ERARGE R, SHE KRB Tk BR
BRI IR IR RSO R h S AR 7 A2 F 5 R
BHXR, B— ISP RES . S8R FERMEEIME
NI E LA RSB R B ik PMBOL, T SRR
WHEI R Bt B R H5EIES) . SR 74 PMas.
BT X AR HEBOR AR, 3L PM (WAL 7] REAEAE
ANE, EEFEROELZMENE T ORI MR,
B BN BRL B, BEREMLYD . BEULEY (TR,
AR « E&JE (BEHE. . 8. 9UnED . S s &
AT, R 2305 R R IR TR DA E0E . B
B, PEEEN AR,
2 PMas SRR

TB &5 iR EREHR 2 —, WHReRE — (L4495 T
FOETH EEEREP, RAEITAERTE TB 24177 I HS 78R
B, (HEMyBERMNEE. PSR T RAEE A
HIRTT, T2 25 225 TB IR H 35 7 8, L
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ZIR MR REIG N S W SR A WRIT I RS BEPE R AR IR R,
FEERM TR WA E, WAIRK TENRT 5967
TB ik T ERMBRAL . MR WHO KK (&R LR
HY) EoR, 2023 AR TB B R AECH 1080 73, KIHEN
134/10 3, Tif 2 25/FIAE-Fiif 25 TB 3% 40 5 (3.7%) , HAE
T NH I 125 731000, 2020 472 2023 4F[A] 43k TB A 538
T 4.6%, FTHT I % 20 SFR R EHE T FEL 2%KE %
KRE TB BRI A E =, HEERAWEM 6.8%. Fik, TB
FE A AT SR 2 — A BRI S, X T8 B TRl ANa T 7 7598
R EmEM.

BEERAIGP H ™ EH, SRI5 O — AR
G TB () E B AR R . BOREZ FRT 5E ¥ T 00 A0
PMas 5 PTB Z [AIAE G IER R, A 58 A AR IR [E ARl 7= A
) PM.s A AR IE B R BT 4 SR e ANk e Sy TB 1) S ZE A
R KEFRITHETFRRIM, TB KPR, ERE. Fjl
R BT PM, s B I U131, TT7E b [ — 1504 [ 1L
I E] U e b A R B, KR8 T PMas 55 PTB K
% A FHf%: PTB (Smear-positive pulmonary tuberculosis, SPPTB)
PRI A RIEARDG, HAEBR—I5 e, PMas IR
B0 10pg/m3, PTB Al SPPTB & Rt B E im0, Hir 7
Hh—TRE T R, B ER T EKFI PMas, 5 TB A
Z %] TB YL RGN T AH0C, H S ms g2 S g
INEA KU, H—IERSHT, 1PRE M. BHFIESR R
T IRBESL, AT SRS 7R T PM2s 5 TB Z (A7 1 2 35 %
IBEUS), YRR SE PMas &3 i PTB 9% XU . SR, 7EA6in
PN T 1) — T 2R 0 R el iy T AN — B AR, 2t A
RMEEE] PMas 5350 PTB Z [AAALERERIT, AT RE S5 i X AIK
PMos ¥ (FFHI<l0pg/m®) KEEITEEBRAR. FAFE, 5
—IAE 5 J6 117 I BA A B 50t I SRALL AR &5 SR8, X LU S 7
— SRR ISR T PAEE PMy s (A AE K 2 BE X% PTB K A4
6 0 TR [r) G T, (R SR L A5 M FEA—B, XM RTT B
S5RGBT AT ARA G KL, X T
PMas %855 PTB Z IR R4 IE 7 Zdt— DR, MREEZL
BHORE Wff 14 8 R M 2 g v R T 22 AR B B AP 5 SRS B0 K<
Y5 TB R AR AT DR TR o
3 PM.s FERT G R AL R R ) 2 T HL
3.1 RAE RN

PMa.s HENWFIRGE 5, 3040 FURL B 38 I 21 6 PH 4 Bs
I nZ g HE R AN, BR AR BT PM iR B 40 i Calveolar
macrophage, AM) FISUE b f7 R 1 0 E WG B E 0, 3 w4
il B R 20 M ) B R T RE AR s AR IR S A RO SR
B4, FFEE PMas B ER v HE— BRI AM iR S A T,
Wy-T# 2 C(interferon-y, IFN-y) . YRR IER F-a (tumor
necrosis factor-a, TNF-0) . H40Mfi/+% C(interleukin, IL) -6,

TL-12 55, Jin il 5 48 AE S 29T, Hiraiwa K 2RO FUESE PMa s
FFIRE AM 7] M1 (e ) Befl, fi M1/M2 ELBII 2RI,
BEMARZE IL-6. TNF-as¢ PEE T BERE . IRk, 288 T PMas
A RE SIS RAEIRAR, R AR/BUI AT, 0 B8 1) R S B
BN PTB AR B, Gao ZRUKIL, MEHIZET PMas
SN A 5 SRE OB, X ] RE SR R AR T CRLAE TL-2.
IL-12, IL-17A R IEN-y) PR KGR AR 7 (R TL-4
AIIL-13) KPR A 5o AR SEERIEFE IR SE PMas R 2 T
BUNR M BUREGI Th/Th2 SAERN, £ PMas (F91FH R AT
S PR A R P S R A Th 4B P87 (4 TNF-aff IFN=y) ()
TR, AR FEWE TR MWL i (1 SR AN Th2 40 X782 Hory,
TNF-aili i 5B E &S 5 IR B, BHEFFE
FARWG R B 23
3.2 FALNH

A SCRRHRIERIIR S PM s 23 5 SO /AL B 4 i ik 8 A I
TEMESE B AR, & LA PRG-I R, R TR
PMa s 1) [ 5| AR 20 i G o i S A A5 O A IR T2 0 53 9F, PMas
WS NF-«By MAPK. JAK2/STAT3 %5 5l i, 1R
A A B§-2 (cyclooxygenase-2, COX-2) /K-, _if#HSC4m AL A
TUIIL-6. IL-8. TNF-0R¥ R, AR, [FFE,
2R 2 NSRBI AN RIIRE T PMas XK RAT NS KA RS B
BIFEMEAEA, RBUKBUG . PR, DU Sk WLAE 2R 45 ok H bk
A4 (glutathione peroxidase, GSH-Px) & R, &Mk
%, (reactive oxygen species, ROS) . #Z# 3% [KF«xB (nuclear
factor-«B, NF-«B) FIHZAIMUEILEE-1 (monocyte chemotactic
protein-1, MCP-1) B _EFF, RO 2M: PMs 5258 T i plOK B
AR BB R SR, RIS EE 7T, R
ML BAk, KA PMas HPAELE B AN HA 2545 Rl 20 R
AEAGE FIENE, FERAIN 277 AR EE A EESEAS
NS RIS, I B T AMEME IR R, A Mtb AR
KIGFAAE T AR FIREEE30, Kbk, SRS PM)s 2 5%
HTB Bz L] 2 —.
3.3 A RN R 4 it

PM,s 83 gm0 T 4 f EVR AT Re, HI5S s R4,
FE I Mtb B TB K AE K IR . Torres S5 B1R I Jii
W E AN 0 PM g 5 Mitb i 509 IL-18 10742 2 fUbf ¢
PE, RN PM 45 M 1) B B R 4, W SR v A
FEHIFIHAARPT Mtb 1558 [ . 117 AM X% PM =25 1) 6 K b s
S NIE 5% F Toll #5244 (Toll-like receptors, TLR) FJ52N, &+
F5E I 0E TLR2 1 TLR4 A1 MyD88/NF-xB 13 =il £ I il <,
TEJRE R FIB23), HRF R, 78 Mtb RS AR, PMas ]
DU IS T TLR A8 7, B45 IFN-y. IL-1B. IL-6.
TNF-o B 58 JiE A 5 » 388 177 B AR N #1832/ 2% 40 it Cperipheral
blood mononuclear cell, PBMC) X Mtb Az K ) 5 12 Jz i 134351,
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— TR Fi R, AR #E T PMas 2390 CD4* Al CD8'T 41l il
IFN-y. IL-17 Al IL-21 (0 AR ER 1, %5 M1 EREA R
WHIE T 40 ML A0 TR R S RERS) . 1M HL, PM 28R IE £ 56
BTN T GATA 4545 A 3(GATA3DAI T & 53 K 7 (T-bet)
ik, JEOEIR Thl #1 Th2 402 (8] (¥4, ATfIS20 TB (¥
JTELFLSE . Srijata Sarkar ZEB4K HIE T PMa s 52 58 0] BE S0
R e T X Mtb G e DhRe, BB EE T PMas o fif
PBMC %t Mtb FHEVEF 55, 7F Mtb 42 A5 FE T PMas &
53 T-bet ST T 40 IFN- y FA T T) FIERE1E,
MIfIZE PBMC 1, Mtb 55 ¥ IFN- y 7 A= 152 3 B 40 .
RH—T IR, PMas 02 EiR GATA3 1R T-bet.
Runt #HICEE3R AT 3 (RUNX3) [WRIE, FEMER/NRLAE
FAi M E SR Th2 OEA R IFN-y. IL-4 F1 IL-13 KFTh,
7S Th2 fw ) (M ROv, SRR RGRMED, PMys 255
HN M I 2 b R 4 A B -Bli 41 2 (humanB-defensin, HBD)
-2 Ml HBD-3 £I& T i, XA EHEHmE 14 Mtb A=K 4%
G B NER s e N 7 N7 A Ak k a1 I e (9 E i D B |
JRE AR A PEBS30T 55 — T4 Py /) BRUBSE 2R O F 58 HAIE S T X
0L
3.4 4 g 5T
PM, 5 % e i i AL B R AUAS 5 Tl PR E A SRS 4

MaF=A: IL-33, F53 ATP & fil§ SF (ATPSF) . NADH: iZ
FRAALIE R T 38 (NDUF) « 4t C A AL T3 7A

(COX7A) FiZ -4 i3 C ik JREE (UQCR) ZKFIH N i,
i ATP &%, #5'5 RELA JiJm 2K (RELA Proto-Oncogene,
RELA) FI45E A 1 (Calpain 1, CAPN1) RIEMERT-FRH
R, TSR M T, Kang 25 A 25858 1 4 4 5256
KIL, PMas Al LGS A bR NS ROS/NF-«B il i,
53 NOD Ff 32 A AU A5 M B DG 8 1 3 (NLRP3) #8%E /)
PR SRR T PR AR R AR T IL-1B, SR
B3, i MTB 4K Bb4h, PMas @ id S B ARmEILEE
3 Y (phosphatidylinositol 3 kinase, PI3K) . & H #&f B (protein
kinase B, AKT) . —% /L% &kl 2 (Nitric Oxide Synthase 2,
NOS2) . 55 5% FWIERF T 3 (signal transducer and
HmEREEA

(mammalian target of rapamycin, mTOR) . AMP &1k i
fiff ( AMP-activated protein kinase, AMPK) {55 i@, DIt
Br BN Y 7k 282 FE K (ATM) Fl Rad3 M <3 (ATR)
R REE 1 (CHKDD B3 S ki 40 B, X215

activator of transcription 3, STAT3 ) .

S 3R -

SRR RIE SE TR R IEE EEAER, 1 H PMas &AL iR
LC3II. Beclin-1. IL-6 Fl TNF-afJ3iE, HE— 555 f mgEes-0,
3.5 TR WA 22 e H AR ]

B EIREURMLEIZ Ab, PMas i ] ji i oAl & 4% b = PTB
it B, PMys & FE nlxt 2 MAni Canfiii@ I 2 E i 20
A EMALLE) DNA P47 . Ren 2 NI 7E RN, PMes
B FEOL R AEVES, T AR SO b R R i
71, F 5 DNA XUEE AW RAE - I T XA k5 PM
HFEEBMZH T REGFEHIA R, WA, TB HIRAHZ
FIFRMBRAEAEMEE, F 2@ DNA HE 7, XFp
ABALE S S Al DGR R i) ik v R #E B2 /E ] . DiNardo %%
ANESUE I TB B G e 40 M L HH IL-2/STATS. TNF/NF-«B
FIFN-y{5 5@ B 1) DNA 5 AL, JX 2558 % 1Y) DNA = F ik
5 23 TE B e B, RIS A 225y B 6 TFN-y
TNF. IL-6. CXCL9. CXCLI10 I IL-1BKI3E K ik K F 1 1A
ZEME . HE R DNA & B ST REME AT S B
AP, (latent tuberculosis infection, LTBID) A %51
B E PTB HIAMbR B, hspX Fk PR i (1 /& — Fh R o0
EAH, 5SS E PRS2 MA <. Punniyamurthy
EEBOT I PMa s 23 S S I G5 4 IR, 189 TNFoff) =4,
I FLASVEARAR DG I G5 A AT B HE DRl tgs1 AT hspX) Rk T,
DA B FRBOE A OC rpfB 5[] (1 238 B 1, AT S0 PR 28 b e AR
RG] o 1% e b DG R (M FRIK /K P ] B 48 Mitb S FI %
W, SHTBHIRENE K. &E, SHES AT LN,
PM..s 5 5 1] 51 Al S8 b R A Ak A 3R . BB T AR OGSk
HRIEFE, FOAERE SO S AN R, S U R T
MRS, R SEMRPIE T AImHG . Hi, 7540
BRBETAE Mtb YL AR, W REAE— e RERE AR E A
B R AR
4 BEERYE

i BT, mREE . KBS R ER T PMas FE I 480 SO
EACRI . FETBE R . DNA 5. RSB EENIH, (2
BEPTB KR . BIL, ST KIAEREE T = PMas HLIX,
Ri¥s TB Y fa A, INE SIRIVERE . S, KT
TEX TB 38 MR T2 B PMys it 48 2. HATRT
PM. s @ % PTB B0 ALE] v R 56 4 B3, A7) 75 2Lk — D4R
Ko AKATHRZR PMas ARG Mtb /K50, 32E— 25 B
PMas %t PTB MISS NI EE AR FTE AL TR R HHHEz) “P
7B B, DARRAR A5 Yt PTB B AR .
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