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Abstract

and other varieties of harmful substances are absorbed in the haze particles, invading in human respiratory tract,

Haze weather is threatening human health increasingly, mainly because the microorganisms

even reaching the lung. Simultaneously, organism strives to maintain the homeostasis of the respiratory system by

regulating the innate immunity and adaptive immunity. This article reviews the interaction of haze with respiratory

tract, lung immunity and immune cells.
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KiIE 2, TS e D0 R AR, BT X 2 AR T
FHEMEKEE . Z&—MEFHAHRRIIU
F, BEAKRTL MREKRFTERENEL T
TE K, A2 HH K B 2V 7 3T b T 2 R AR AN 7K i B
VKA S R SE. % BAR LUK A AE R4 %
B, HEA L EHEES,

DL G2 A R, 7KF-E WL /N110.0 km
s 2SR R I B R AR N TR UK 58, R K
I EIIF W AR AR T AR 2 . 5 1 PR A A
o W, AR AL, . EREH
XA E R, H A B k202 Fl, F
FLHEZ I T5 1R A WLITURE K 2R A0 2 S T LTk
B R RURLCA HUBR A E LRSS MEEESE. B9
FRETFERRE: . HIRE . ) msEk., £
VITEV R R AER) DL R B A . A
A S HE R R A7
1.2 EFEAIKRE

FEOEREEGU T =AEERNE. FH—,
AKE 5 T R R I 22 o B IR T 2 A I
W%, SR RAR G, EEECRIE N, &
R RG22, AR T RS 05 e i, i
WoRLS e KR ER R, 2 BRZENHI. £
IRJZ KA, AR IE H B & B R S PR, (E7E S
FREFFRIEOL T, v RE HIAH R B L, X PRI G0N
W HITRIN R KR SEFRTRE . R0
JE R, BRI R I A SAE BT, A EN S TE R
T, XFE LT BETE B — PR R e SR,
BRIEIEH RN B, ERFME LT, AWM IE
PP EZH, SEEHE ST RKR. KB B
EAMREARBFENREE TN ES, R
) JE B 8, 3 BRI e B, B = s R
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SR IPIEA=RGONANCIPER b k7B SEIL N TE K
(PM10). 405k ¥(PM2.5) i 41 Uk 4 (PMO.1).
AT BT E 5 S B RS IPM2.5, 218
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. SIEETESI GBS N WA I B R AR P £S A0
RN IR RGN b I 26 i 25 2
Z PhIE R W R, FLn] PR AR Bl S SR
SEHPIPM(Z APMI10)H I AE 4 e JEN . It —
R IE T HUE SN N IPIRGE . S IR G
Al LA N AR LA AR AN AT
Uit A SCAUVE AR LE B b S A (ClaraZi i) . AR
Jfl S ClaraZti ffg ] DA 73 WA 26 6 78 o 1 b B2 4 g 3 1,
M R — Z B EE” . A SRPMALH5 FL 3 7 (197
JiR TR 22 B I AR X Z R ER a4 b A
ML LF BB 5. "2k sl AT e 45 7 2, R R A
ANGE 110391\ G e AR o i e e e =
2 BIZ BT Re ™ HEAZ BT, HLAAR R TG v i T
A BIBFPRE RN, AT Re 2 5] E R IR
(R SRV e T, 1F— 20 R AT 1M 1 ZH 23 40 B
I HIAG P 6 B 5 RECY . AR 0 43 6 3R 1 1l A 4 B
23S N BIPM(Z2 PM2.5FITPMO.1)HE N R I
T8, {H 2 — &0 PO BN B T SO R I, B
2] DLd I U T 2R LR A A o — 5 kL
D TR A 4 W) T e sk R BHLAG R Bk A s
CUA BIFFE 3 B, DURRAE il A 1 B BRE A 96% LA E 2R
PM2.52,

FH UG AT AL, 55 58 R0t N RPIRGE Ji5, WP PR T8
ok & Fh 7 2K KR 4> % 58 RURLTE B 5lHRBR AR A, (H
SEATI A — 80 A 40 e ik e R A ) B R A N
i
2.2 FfEXTEEHIER

IS A 3 A i A G, v R A i
FEZ 5y N iR b R 4 fid(alveolar type 1 epithelial
cells, AECT)AIJiiyfd 1124 I i 40 g (alveolar type II
epithelial cells, AECIT). I &7 4 ffd % 11 18 §UAE 43 A7
EHEAHLNHENGEEVRAME. MPMIE T M E gt
NI ZE, AMUEAEC, Ty HLAF v H i B0 40
5 22 T G 2 200 PR L I NS I, R 22 e 4 L AT 1
HHE A 5T, 75 i 08 B 2 P45 o
2.2.1 AECIA»AECII  AECI# i fili il K [fi 1195%
PL_L, FiZH 23S A # ) 37 Br t tH ABCTY B4 L
PN 3 240 L R A ) A4 8 I U5 P . AECITTERE ik
TAECIH], $EH /D, Beg-& e, A7 A5y Wl it i
2% 101 & P4 %) 5 (pulmonary surfactant, PS), M &2 2|
R AR il v 3R T 5k 023, By bk v R e I EH . PS
XoF 98 RE 4 e ) ' FH = SR rh £ it 3 1 PR A B A O

HHAFD(SP-ARISP-D) I, "BAITRE 5 K HB 59 JE ik
(B AT FLTE . S SE) 2 1 1 o e 1t
Fegh G, AR B ER (2 3 v R 4 P e e R
PR IIBER>), SP-AJEPSH fix B E 1) B H By, A
AECIE RIE, B 5 &FE ME AR, fe £
it v 0 40 I A TollBE 3% 44 (Toll-like recepter,
TLR)H & FI Dy e, £ 55 58 5| kD 00 Jili 451 £ 5 39 L
1 3 R S % A FH 2 S5 AR 1) 5 1k A, ) i
HEBARYVEH . SOEW T ER, 5 40w =4
A DA RS MEPS, 1X 53 3501 il 50 £ 28 hE AR G 1) S %
PEXG NP AECHLER AR AN 8 T-1% G L F i i
g0 fg, {5 e RIS 3= B0 23R 25 1 B A& P (major
histocompatibility complex II, MHCII)ZE 43 ¥, 43 W
AR AR PN T, 25 RAEM MR A EAEH, %
WeEAE—REENZ 5 R R §F 7RI,
TETE H 23 FAECILE A 40 fu ke i, HE A H
FRIG T 73 W EAECILI e /11, 5 G (RN, FE LA T
PU 55 58 4517 IR AR B AR M ik e i A2 R, AECIIFE
& At T FRIEMHCIES 731, 16 nld g Rk (1) 3%
Y T BETHH M )% A W RIS 5, PR T4
JLis P, (R E T M s A G A [ t, AECIIE 2
T2t T AT DL B AR S s A .

WAL, il b R 4 31K — R 51 5 ORE4H B
SR U 1t T 5T AH O 1R 48 AR DR B L 4 i R
41 i 4 7% #1) 3% ] 7 (granulocyte macrophage colony
stimulating factor, GM-CSF). @b XF. kK
“F-B(transforming growth factor-B, TGF-B) 5 ji &%,
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Ak T AH X AR AS I, M2AY B R P 5 EE AR,
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g3 W 3R % 41 i A2 K R - (epidermal growth factor,
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IiE SN S8 A R4 AR5 F k] DL, X P A L
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B 7 E R D S A 7, A 51 A 2 440 i o
HRPHE R AR L B SRR 41 g (dendrritic cells, DCs) H
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JIE X 47055 5 (0 S RS & B EIE A
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b FEW SR IPM2.5 5 M /N BRIl T g o 72
SR T A MR BRI B b RN B R VE AR 2
WA 350 52 B PMAE A7 (1 S A R e, A0 JA ifiL )
Hh PR 240 e T A R R T, T O Bk R
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F H 5 YL 1 7 R A OB, AR OR, BB N
CD11b. CDISHFFT RN, X o P02 i (1) Th g Fn
WEAH 7 HERSHINH, CD11b. CDI18HI{E HIHLH
o 25 5 51D A 0 S R P B YR T SR T
EINE
3.1.2 DCs  DCs#2 A A T fe i 1) L IR P 5 2
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P B2y T-(MHC-I2E ) 7 FMIMHC-1128 73 1) Al 3t
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H R AR SR S B B 540, S BRI LA TAH 434k
ST, 5 S 40 i B I Th g

T Rl S R A v s i o s R iy B LA
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HENMUAA I S5, mDCTE 55 55 FT 2 9 IR A4 S 7 H
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Jf 2 I AEPMASE A 1R B L T, pDCHE
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BEAE . X FlpDCsi= A8 1 40 i IR 7 A 5 09
FE A 5L, 1 ik SmDCH BRI TSH i/ S 1
RRERITE B K o
3.1.3 NK#mjie  IEW ANEUN R 238 A NKA
FL, $EoRFLAE A 2R 30 R A B B ThRE4), Y
Jiti 348 52 1) JE B, NKCEH P A 4 555 380 Jgk s 3 o7 1
NKZH e w] 3@ ok AR 3848 78 LA 530 P 55 53
PG ) S N PR B AR . (DE R0
i A TR G L T L, 4 o8 R AR 1 AR K. NKAH AN
5 R B, 4 55 58 ORI PR 0 998 TR BR AR N N A
Ji, BIAT B4 SR A 5 Al 2 SR e A g, i V6 I 4
Jf 73 A FRTTL-1 2 3] SN A R R T30 28 L 3% 2 R T,
RAE A M EE AR Y. (2)3E A0 NKZH i 7] 43 WATFN-
y(interferon-y) FI TNF-o 5= 2 i [K] 5, 345 H LA STk g
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NKZH AP IRIEN{R 5 55 TEN-y (1 K T 1% 7T AEAR
R ANE R IEIRTT N 25V i 9% J G
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W RN, B8 T 5 5 5, WFIGE Pk 24
P 22, AR TIbk B 4 B 7 Ml K R SR 5,

B NI & A D i 4 i, 765 58 51k
Jiti 0 e v TR EL 4 e 3 i R A 2 4 AMURTINK 4]
I 25 92 4T L 3 Y0 114 200 Y DR 47 352 381 il g 9500

Forh, Th1740 Mo AN Treg 4 A 76 i 0 J8 4% 4o 7%
RCE B ME . 2 — 5 iR 6 26 I T 25 58 JURL Y I
W T8 3 N il P9, Thil 740 i B 373 il R 1) e Ml 0 /e
PeMLHRIAE LA R LA . 25—, Th174088 77 4
I 2 BRI FIL-17512, Ji5 25 0T DLE ik 5 5 LA 28 PR 41
MoK F-, INTNF-0. GM-CSF. IL-8LA Sz a1 R -1 1)
Fak, SEELAIE bt e ) e 2 AR AN R A, {2
BEIE B S, 85, IL-1738 BE A2 3k il b R s
T T R, AN B2 0ok 55 T A s 1 Ak, 38 mT DL
MPWEER, FRMEAER. (e Es, F=,
Th177= 4 1 55— A~ 5 40 g [R-FIL-22 68 2 i3k H2 47
SRS B AR, SR B, WfifE—
SEREFE bk SO R R A

Tregdf fi & — S H A S e 40 4 FH A T4H g
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Treg 4 ffd i &2 2 1A A 7 T 0 1) 98 h kA2 K e, g
R T 280N T4 PRI I 0 D Ak 1) e I % 5] ke 40 21
ik P 4549 G 8 NG 2 T ST AT, DG i R A it R
Hh i R AL G R 0T PR K R FE AEPM
w8 2% P S S B 2 R, Thl 740 g B 2508 A7
IL-17 8 &+ i, TregH i A H 73 WATL- 105548 i X+
FEA, M5 EThl 740 f 1 Treg 4t Ho S AH 5< 41 B X1
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SRR B AT ML A B A T 3 7 1)
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REAE B 95 S, 25 S BRI (PM10EL PM2.5)
WP BT = 10580 B AL 7K, IR R G0 IR AE T
PARS: T 5 291%, WFIR R GE i AR B 2 F1 S22
RETHRE2%~3%" e AR EUH K117 28 5 B0 It
RS/ S YN AN ey S

TR ER 22 R UE 48 2 B, 40 0 2R B T ORI BURS
YLy, AT 5] I B B gt . 1 AR A
NPT o B SIS T R IR, PMANAR B Ji [ 3L [
VEFALAS AR NV S I N N EE T, JLEE . Z4E A
A B Wit 995 9 S PR N A B I 05 1) B RN,
HAHSHI FUR B, PM] 5| B A (1) St 104090,

P IIRCT . RS . REEUR .
VR B, RERLAR IR S R G A IS AR
BRI, il P 1) S % 2 R A DR AP RN it 2H 23 4 %
PGB EAE A . R IR IRGE B A HCPIPM. 41 1R
V5 5 AR FAMLA, (2 AR 2 S RS 124 PRI .
U A P PR RIS, 55 58 P A 5T 2 R I T
AR B AN 2, AT RE Sk 5 & bR R IE
RGP . PMAFE T 3 5 B (AT REBR B il 8 e K
BRI S50) 3 N i, BT ] R 98 1) R A B FTUEBH, /N ER
2B 3 T 8 B K B 1 M 9% 1 R M i 2H 2R G 9% AL T
7], 5O R S il A 2R G BE O B, (e ik Tl = R
FEVETE s, 0T 5 BB [ 5 AR 0, axX B e B
IL-4. IL-SZETZR4H MR L Th2gm A H Ao 41 g
YRR,

RREL 5 55 FIOF I TE, 25 5 5] R i g 1 5%
JiE, 4 K ERCOPD. PM2.5K K811 T COPD A
PERAERIR A RS, KERATHRERE R, A
FAK M FE T PM2.5, il 16 R AR R B R K
2RI,

WAEWIRY, 55 RN 2R, R
ST TR AR RIORE ) AN RSO A (1) o i 1 1 A, ol a4 <
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SORMEMZ E k. LR 32 21 5 55 45 010 S B S5
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