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Abstract

Chronic multi lobar segmental bronchial stenosis or obstruction features as multiple bronchial
stenoses both on the chest CT and its bronchoscopy. Unlike chronic obstructive pulmonary disease
(COPD), this disease occurs in elderly women who are chronically exposed to biomass smoke (bs),
and is characterized by significant geographic and environmental exposures. Tuberculosis infec-
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tion is closely related to this disease. Here, we discuss the etiology of chronic multilobar bronchial
stenosis and obstruction in order to provide some reference for clinics.
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1. 87

ik

15 1k %2 I B S 54 3k 42 [H 22 (Chronic multilobar bronchial stenosis or obstruction) e 3% [ 74 4k 1 X LA &
ERRE. R, AU, PSRN SEHAR O I, A SO R dr o “ BN 7, —Lar 440N R E T
gujia il FHZEAAE BORDIRUIE . R R LR 4L ” Z5[1]. 1998 4E Chuang & 5E#2EH “bronchial
anthrocofibrosis” KAk B A 2 B30 M A FHZERFIE RO IB i [2] . 42[3) 4 LN “ LR BRI
erdetk” , b HAT, X AEEANAE . b TES, BB RS RENER S &
BHZEPENT 28 . JER gy I DA 51545, T H 5518 14 [ 2 1% it %< )93 (Chronic Obstructive Pulmonary
Disease, COPD) =i £ AHALLA I PRAEAR DA S STE NS P 4 i S S HLBE, (A3 LR BIRTE I IR b iR 128
COPD [4] [5].

P21t 22 W B SR UE R BRZE I i 5 COPD [ S FRARFLBOR . A6 W 70K SR COPD ) —
FHARPR[S]. X AT BEARXT BRI MR — MR X, ESRE COPD. BERGZEH A MBI AT R R . 7 S0k
M IRAREIR DL AR TT 77 5, (R HARAR TR AR . Bk, AR # S5 T —Fis. H5%E
$eth 2 BV AR BHLIE VT e R AR AR AL it N I AOE (R — B It ST HaE R [6]. BRIk, TGk
J& LM i 44 38 i BN 4 385 1 GRAT T R 1 22 I B SS9 7 T 2 T R O\ R 4 A0 1) — P e P 9 R 1)
R, ARTCVZKe LG 20T AR SO AL A SR B B, T IX B0 A TT BEE WA T 5 B AR 45 25 683 119 S 5 M
R[], F, KGR AT R SRR . 7R BRATE X M iy 4 v 2 B S AU
BH 2E .

5 COPD MI/NRIBED)RERIGANE], 81t 2 B S AU AR R B ZE R AR 4E KT, IR MBS
EIFOAL, fEME CT LRI Z M BSCUE AP ZE7] [8] [9] [10]. Das A [9]5F kil S UE M A
i 5o S 35 ARFAIE . Mirsadraee [LOTFR B bk B 285 405 A0 20X S B i 38 I AR e i, HOIRA R
Ao Kim [SHRIE, KRB FHA 9% A7 7E IR S Tk 25 B KB4k, I FLw 3 R 7R i e Ji K 45 4k,
WG A AR AL T B e B 2E SR I [7]-[15] 0 beAh, HRIE[LLIFR, 181 2 i B S B 7 PH 2E (1 fi
SEF R ER (LT COPD. Kim [5]#Rkil, S84 COPD LG, M2 i iU &% A4 R W] &A% T COPD
(33% VS 80%, p < 0.001), HLA F9E—wF5E, HHlE P A8 05 2 4% 9 25 i S 0T 400 35 72 B R 1)
BB

HRAB [L61FK, 1811 22 I B SV A A BH 2 (14 i 1y e 2 I R %o S U9 51K 701 DG e v 1 R ) 424 e 7= ) i
5, Mo NRE B RERERG . BTSRRI, MRS EY KA FEVI/FVC < 0.7)8 2
It COPD &3 A 25%JFAF1%4E COPD [, T Skbr B iz 18 1 2 B U SRR B 2E . 2 [7155 HLAL
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YN i

18 PE 2 i B SR B AR TH2E 5 AR 18 1 2 B SR R B 26 B I Tl S Dh Rediads, I ME 2 Bl
R THFE R 5 3 RN 2 B ZE PRl S Th RERR AT . Kim [S] DA N8I 51, 181 2 B S = Hk
78 FHLZE IR D g 52 o 2 P ZE Ml S D e bl , PP U T REFa b FEV1%A1 FEV1I/FVC%-5 F4li COPD AH
PO FREIFA IR . BAT, E NS TASM: 2 m B RUE RAE BL ZE AL 4l COPD 2 [AJ il Dy fig 22 5 1) L R
ik, HEBEREMSNGIIGE b, MR SRR S IR BN e S BN . SCHRIC T2 B0 B IR A
2. JA[15)54RE, FEEE. B SRR AE . AN ARRRE. —DFR[L718K, FEVL HTHE
M E B R BE S S B T B LR 4E ARG, (AR — DA .

2. fmEHLE
21 XMRERE, FEGF. BRI

WHIC[LIR Y, B2 B UEa HEE M B 2 EENF R E ROV S AR, Hd, LfEs
HORBREDEL B AR ERE, BrEEEN DR R TR . MAEVIREIA T 2T,
P A G M ORI A LA R AT TR N ORI (PMIL0 2 FL 20 5 PM2.5) RT3 HIE K /IME SUBYITRR,  [R LAt
FL#[7] [8] [9] [10] [L1]HfEMENE 2 i B S S R AE BHZEME T RE S BS HH (10 PERURLITE SOV B IR S B
R AR LA R Ml P 401 (pulmonary macrophages, PM) 5 75 308 4 XE R A 9%, 24 BS FFIATIRN
P VEBURL ) RN R G, AR IR TSRS R R R T, Kb — A E R S
(mucociliary system)iiF, &8 UTE R RN LB i15 30 K ARAKTh RS, OIS 358 0 TR ks g R e AE <5
Gy XALH) PM IR, BB S I PM AT, JERARAER T, ToVETHAGIE AR PM R4, &k
JEAThREETE, REF RN, RAT R ATERFEE R IE RS AT .

B AT TR PM Ah, FEARIREHRBEE 7242 COL NO. SO, 7K. IR 1E . —HE LR EYR .
TR, AIRE P 2E A i R R 40 f5[18], FF B S0 2 AR E S8 DNA il
TR R I = AN ST G[19], BRI BS X ARG R B 2 T CS. WFFT[1]R W, B BS
(19 N T FEAS P SV 98 A RUR 2 A5 PV VIR N BE I s o S AR ST[201F%, 452k BS > 10 4F (AN %
PEEEB M S AU R MR ik 72%. DRI BS ATAEE L CS B tE R KB R EM R, HAIEARE
/N

WHIE[21] KB, CS M ERMBEAMEIEMH, — 51 CS i R = RN b 5 20 i ™ A 58 hiE 4
J R K (CCL), S feEdiiéit e, S 5EEBRESEY. Hh, CS s &R
ZRAHR) S &, S AE AR Y AR 0E AHRICOX2/PGE2/LXA-4 4%,  LARH ISz <& B 4 i
KB Awji [22] &30, AR BS it 0 AHR #0155 AHRR 21k, DIBHBT AHR 5 AHR ##%ia
REIAEAER, AT PR COX-2 A mPGES-1 R IA K H I CS HusE i UE ST R I #E[23]. X5 Kim [5]
SEHGE B, H Kim IR R BS 5 CS A SN S R E H E

2.2. GigRG, MERMRINGERER

SCHR[L] [B]4RE, 184 2 it BB M PHEE R 5y & R IR I G, JUH R S5 %K Gy . Das [9]55 ki 45
%518 11 2 - B RUEBE T 26 G JR AR E 22 5k 60%. Mirsadraee [10]#3E M0 & IF 451 L2
N 32.3%. P[241554RIE 76.74% G FF A% R Gy . Fdlt — WU U [ 254 TE 45 % 1% ) 87.7%, FEINAZEX
AT RE A 2R N . TR [14)5 0%, BAF 5% 54 45 8% (Endobronchial Tuberculosis, EBTB)Ji 5 bk B2 126 7Y
XAE NRERAFAE R E RN FNBIMIZ[7155FR, RPN E ORIUERA S TB FEUIMI].
SR BRI A6 e DL B AT — B, R R 518 2 i BB AR T ZE R . 5K
[12]55 % B AL 288 92 9 g R AL K IO s R TG A 2 b« IR DA S IR IR, R M 2 it B R A
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BHZE K2 SR IH M S % .

WA RIE[12]F8 5 COPD —#, TB {2 M BECUE R IEM M. H%, EBTB 51k
LB R LB AR E S e AR FIMIBOW, EBTB JRIRPHIAEZOR, N A &% R, HFH
BRZT 2K, WIGERSCAERMBN . 10178 oG 38 DR SE o AR, 1 SR80 14 22 1 B SRk
78 PHZE LA WA 00U 2 R RS i, I BRI H R AR N, P e BB AL,
B AT ST B35 LA TR G IFIE S, AR SR bz v S S8 S SE U e A i .
W, WFIAERT, FHEELNE, EXAENZEEEH BRI RN B RERES
HXRE AW, HIGKRZERK, BRJEEWRARE, HIX 7 O FikoE. X EREAENL BS #
Fe N, TB G A IR ET A R 8 1 2 B U B e B ZE 2 R R B ) O

UbAh, SCHR[26]HIE , MESSPIR A ) & FF A% B G 1) J5 R B K RT i 5 i vl 38 T VA0 it 2k v DA R R
Y M 2 ThREA 5% . i L 40 i (pulmonary macrophage, PM)J2& 25 5 435 fiti N S22 7480 . il PO AR R IR A 1
AU S A S, it NP 95%, B HERRE AR iE W4 B (alveolar macrophage, AM).
(i) Joi 516 241 ffd (interstitial pulmonary macrophage, iPM)LL & 79 ¥ B Wi 4H fiid (circulation pulmonary macro-
phage, cPM). i 7tEK, PM BA 5S4 HEKERSTHRES[27]. PM FEA RIS 8] 5 R A FPRAS
TA M N AR RAEF ) M1 % (Pro-inflammatory macrophages) A1 5 A 4t & VE FH Y M2 78 10 4 i
(Anti-inflammatory macrophages)#%1£[28] [29]. Genin [30]4 & #l PM1 @i B TNF-a. I/ RZEA R
CXCL F1 iNOS 4§, R ENLAA S5E S S, 11 7E 12 PEAR 28 5 15 5 R 0 LAEAG Bt 28 AR 21 4E A0 A I PM2
AF . Bazzan [3L]KIL PM1 Al PM2 {E1E % #4141 5 AR bic. Eapenandco [32]%M], PM1 f£/N<iH
S HAL, PM2 E B AR TSR A . YE[33]5FUESE T ARIE R IhRESZ PM 2. B 5T[34] [35]
RO, SERZRETE BRI N KBS 2SI R BNy PH R, SRPUVA B AO 45 4% 0 BR b B A
SCHLR) s HIR, ARG B AR A R, S BRI A KA B, AR AR KRR R
Jo7 G A R [ BEAE 9753, T ik 9 B M 4 LA P e R v e o, TEBRAR IR . X R, 1
18 PE 2 i B SR B A BHZE M BT 25 2 & T G B M R R, — D7 THD AR M 280E 5 S0 il o
Y M2 B9, A IR R AT R S SR R R IR KT i, R TSR RKE O, (RE M 2 B
SRR FHEE MR 5 & HE A5 ARG SR AR S AT AN B, 0 75 20 15 4l 2 T 03— 2D A 9

2.3. M B EFZE

it P A7 KB A i A LT J5 174 SR 0 B P B 0 i RN A 2 8 ) 66 4 R P i 2L R B
Sozio [36]##E M I E 5 iImiL HL RN EE 3 AUEMER . SCUE S U LEFHEE . HEE
PRI RE R . W A B AR MR B HUATE SIS ) . AR B R AR R R
SERURAT . IR P R 2R 28 R bk C S B [ 3 [28] o i P EL AR EL BT e B A ANV I S e 4T 28
T 1 TRk E 285 0 A ] [t s A2 AN S AU LA o o P LR B 1 T g rpot [ 3 2 kAt . TE Ml 1%
WL % (Pulmonary lymphangitic carcinomatosis, PLC)IFI[3718/F 7+, K BUBANIR 1 Je 4k 2 T 3
RIS, FRAT RIS A, MR I T TR R EL A b O, A R DX AR R S AT S B, g
SHAR NN, HEMEE AR, RIS, thih, BARS AT %% RN
ik P9 T e R B R 457, T Je I NIRRT . RS ER SR P A K, e PR R
FARA B A ke, IF B A 2T 4R 2H 24 14 £ [38]

D, 7ENS M 22 i B s S A s FHLZE R ALH T e b, 0 2 KSR A V) AR e 4T B IE RIS, £
PM B NI BV RIS bk B 45, AR R JRE SN, 3 PHZE R B B A 2%, 7ERES CT RN SR RE
WE, U2 KA IRl R (R H A DA R & bk B 5 I R B A A e, LK SR R R o
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WS DIRERENT,  JFIRTECNRE IR H B T BERr MBSO 13X — R,
3. B&

H RS T8k 2 i BSOS PR BLZE R SRASA ) IR, 2RI R T 2R AR Lot AR
R EERN . SRR 2 i BOCUE R R E R A E B S CT MR R & MR, WE(E
e H—BIW] F LAi2 W, H B CSTHR PP PRI (R DR IR S LRI I, IF HOR 2 Bt itk 2 i B U e
PHIERZA . EUS . R LTSI AT VE B A CT REA G, Hwizin &4, Wik,
PO BB S AL CT SRtk FIHR M XM Im AR &, BRRIR 2R 2

E&UH

Hil A AR5 4 (21JR11RA005) .
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