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Abstract  Pulmonary macrophages are innate immune cells with significant heterogeneity in origin, activa-
tion, and function, playing crucial roles in host defense, maintenance of immune homeostasis, and immunoregula-
tion. They consist of AMs (alveolar macrophages) and pulmonary IMs (interstitial macrophages). Recent studies
indicate that AMs originate from the yolk sac and maintain themselves through self-renewal under steady-state con-
ditions. However, during disease states, AMs can be replaced by bone marrow-derived monocytes. Based on their
origin, AMs can be classified into TR-AMs (tissue-resident alveolar macrophages) and MO-AMs (monocyte-derived
alveolar macrophages). In contrast, IMs have a mixed origin from both yolk sac and postnatal bone marrow-derived
monocytes, and their renewal typically relies on bone marrow-derived monocytes. Therefore, this article integrates

the latest research advances to summarize pulmonary macrophage subsets across diverse origins, subtypes, ana-
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tomical locations, and functions, aiming to elucidate their roles and mechanisms in pulmonary diseases and provide

a theoretical basis for developing therapies targeting specific macrophage subsets.
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Jilti W 2 B 5 il v BN 40 fl(alveolar
macrophage, AM)AIfifi [f] Jii = W5 41 fi(interstitial
macrophage, IM), ‘& A143 ) A5z T il 6 s 0 i 1]
. KHIPLK, Bi% & W40 i R Gi(mononuclear
phagocyte system, MPS)E G AA1) 2 4252, i BV
M AN 9 R B A A AT R . BE A I AR
L is R BRI O R e, R 2 1Bt TR R
B, il M i B TR TR D R S o 12 1) [
B A SR RN B R4 M A=) 7 D Re it 9t
(iR, 3 B I EEGE MR S R A £ B
W £ SV AFE PR D B8 i Gk 24 o P A 0 A T
JIs 5 4 STV 5 i 8 s DA R 2 i 5 Wk 4 B )
PIRIRTT MG TN JT HOREBEAT 22250

1 FhEREAHRR Y B K R E AR SHT

I A E B S0 (v SRR ) AR TRD BT (If A
PREE ., WRELE M S HZ ) R Rs, e WL EAT Sk
LRI AT, Wil b R TE 5 AN R A A
PR (BRI R R A BRI N R E
Fedeful, Rk, B gm M A o bl 23 b S H A
BHEE R R, vEd AR, PURRE . BIK
RUENTREEH, S 5MHARERE. A8
Rt Y6 2 T 14 A0 JO 9 ok A R AR PR )R, 4R
HRR L.

1.1 A E R4 A TE 2%

Jits L WG 4T 4G AMURT TMM . AM = 2437 il
fis N B, DB T NVSE, AR A R B, SiE
Wk 210 BRI 75%, e At 2H SR AE 5 5 Ak [10) 2 — 3 B o
JZHZH AMAMU S EFE, H @i s
EPAS . L, KIALIK, AM— B2 RFEFATGER
5, S 5IURRE R, ALUBE 5T, B
TR, [ RS 73 2H 2305 BE 1) E R 4 il — 4, AMIED
VT RE A A M, T 3B SRR 1R 3 i 2 B
MAE SR RGLRES TR, FA R IR AME 702 i
Bl R ) AL A B AR ™. BRI AR BE R IR AN ], AM
I3 N EH 20 B YA B R 4 Y (tissue-resident alveolar
macrophage, TR-AM)F1ERAZ 4 fo fi7 A= il v 5 05 41 g

alveolar macrophages; pulmonary interstitial macrophages; origin; activation; heterogeneity;

(monocyte-derived alveolar macrophage, MO-AM).

IM = A7 i8] J5g ), 5200 i I 40 i DA
MME Ik T S A 2G5 2 UM AT 1, (Rt IM ]
I AR e e A L S o 4 A PR A, S R 4
FEMUA T2 2 G e RS U TM o il 5 005 400 A 2501
25%, 40 EH KT AM, W B0, L
W SCE I REBE IR, HDIRERT R LA IR . i
ek, B T NEOR AR AT I T E R R, N
TR IMBE A W& 72 i i, HFE4ERr i H 2502
T il 98 RE P 5 97 1R R A R R T R A A TR e L
PIFER ™. 20174 Gibbings%5 PR CD11c(cluster
of differentiation 11¢)#! MHCII(major histocompat-
ibility complex class I1)FKEKFFIAFE, HIM5»
3R, 435 5& CD11¢°CD206 " MHCIT®(IM 1)
CD11¢°CD206 " MHCII"(IM2) A1 CD11c"CD206"
MHCII"(IM3). 20194F, ChakarovZ: 'R F f# k&
15 /N B 2 4 A0SR 45 5 B A il Y R Kk
B, IMAZELE 2N FERE, B Lyvel "MHCIT™ IMAHA
Lyve "MHCII" IM; Schyns% "3 F RNA-seq i
5, B/ IMZ) R CD206° IMAITCD206™ IM 24N F
HE o X LR ST 0 [ BAAE L 55 IMUIE A I A8 A F £
RHEFREWA L, (B IMIERER SR R IR A —
#, Lyvel "MHCII" IMXB.CD206" IM(EFIM1+IM2),
Lyvel"MHCII® IMX} M CD206 IM(RIIM3). {573
TEE1F 2, Lambrechts Az F[7) 55 U2 1 K IMIR) % 5%
HHHE 5 N A0 M s AT LexT, R N SR JE
IMHAEAE 24N RE, 70 5 7N B Lyve 1 "MHCIT™
IM(IM1+IM2) }2 Lyve "MHCII" IM(IM3)Z Bl H 4% 5%
FEAYE , R NAR NSRBI . X B
JRPER IM, AT BETE Ml 2H SRR A M i3 h R 5 AN )
E I,

1.2 FERMABKRERED

AMATIM BRI g, AT A5 BT 2 A3 1
PR EPHEAT X 43 U0, /N E R, E4E AM
FIM, )3 I8 CD64(cluster of differentiation 64).
MerTK(MER tyrosine kinase)F1 F4/80(F4/80 antigen).
CD644& 1gG Fey* 4K I(Fc gamma receptor I, FcyRI),
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Table 1 Surface markers of human and murine alveolar macrophages and pulmonary interstitial macrophages

. /N B s 5 R 200 A NI W 2 i I -
bR Murine pulmonary macrophage subsets Human pulmonary macrophage subsets SH
Marker P il pee P il pee References

TR-AM MO-AM M1 M2 M3 AM M
CD64 + + + + [18-19,22]
MerTK + + [18,22]
F4/80 + + + + [7]
CDl11b lo hi hi hi - + [14-15,18-20]
CX3CRI1 - +/— + + ND [7,19]
CSF-IR [7]
SiglecF hi [18,22]
CDllc hi + + ND [18-19]
CD206 hi lo lo hi lo + +/— [7,19]
CD36 + + + + - + [14,18]
CD169 + + +/— [18-19]
CD45 + + + + + [19,23-24]
CD86 + + ND [19,23-24]
MHCII +- - - + + [18,22]
Lyvel + ND - [7,19,22]
CCR2 - +/— + [7]
HLA-DR + + [14-15,19-20]
CD14 - ND + + + - + [7,19,24]
MARCO + - [14-15]
CD71 + ND [19,24]

hic FRIE; Lo IREIE; +: ik — AL, +/— BN BEE BT 26E; ND: RGBSR El . 2% L TTH AR 12 AR A M CEAH S R o

FILNE BUAE 51 TR SRR o R I AR B A L

hi: high expression; lo: low expression; +: positive expression; —: negative expression; +/—: partial or low-level expression; ND: no detection or no rel-

evant data available. Blank cells indicate that the expression of the marker in the corresponding subset is not reported or no specific data are available in

the cited literature.

B AR e BB ET I BE 7, X IgGER AR R L =
A7) MerTKAE 2. GG 4H A 22 G 72 #0011
(AR — BN 2 PE A2k, e R T I S BRI 52 4k
) TAM(Tyro3/AxI/Mer)Z %, 1E4 23 B Ng 40 3%
5 R, MerTKAI CD64 X E 1A i A /N fUit B
Wik 4 L 1%) T 5 B A, F% /0 BRI R 24 5 R R 4
i 8 A e P A L X 43 R U617, AR — P X 43
/N AMANIM, 1675 ZHABR TR EY . N AMS
FIE SiglecFACD11c!™), 1/ i IME 21X CD11b
A CX3CH: 7 fafb K 752 44 1(CX3C motif chemokine
receptor 1, CX3CR1)™, #R1fi1, N AMATIMFIRE 1
RIAbREDAXT R H Al RIS G40 b5
DR (human leukocyte antigen-DR, HLA-DR). CD64%
Y Nt BRI ; AME#RIA CD169. MARCO%E,
1M IM 281k CD36, AJ H5 itk — 0 X 73 P 2 41 ffa 1)
/I BTN RS ity e 24 i 5 I 29 3 [] R LR AT R

AR S WRFTR

2 FhENEZpa I BEHI TN EE

TERSHAE N, AMBE B TERT I 25 18], STl
R A SR AR () B — T BT 2R . AMUZ < A i 5 1)
W OE ELVE AN, VR AR IR T G R S R
HE/ER, W IMALT A, 5 2 R A AR,
IM B 7E il G e Fa 5 1 s b R A5 EE IR
2.1 HWEINAE

AMAE NI s g 32 B0 [ e di i, B
BRI ARVERE ST, AT R R SR AR K )
FURLI2; T TM 32 B2 5 A il 1) 5, SR 50 kit e A o
B55, 525 5HLMIA SR T, AE SOE R
NEVEThEE R B2 FIM. T #Gibbings [ APt 5T
R, NINEeRIKSE , 7EAR A S5 H, IMIATIM2X}
FLIR R ER S A A RO I AR 2R 3 T IM3, (BT
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AM; T B ARSI, 22 & AN IOk (1 4 i 2% A1
FRACAIRS 3 3200 A P M E g U 30 LR AR I 7K
o TR-AMAE S iy £ 1 52 3014 W ) 12 4 0 P e
J1RERT MO-AMP, w]id i S 8 i 3R 1 H (effero-
cytosis) (e i JETH IR A LUE E | T MO-AMAF IR I
ToZM P AR e AR A0S, V2 T SE A 1) T R 3R
By, W] RE- S B D INE RREE I IE Z2 SRETH IR
2.2 YEFADERE AR ST

AM J2 1 T i 6 3 183 14 40 Jo B A 11 i
B 20 PRI B, T IMOG e AT D R BT v R T
T A 5T HH 90% IR 5T A1 10% 25 11 J5T #4) e, 7] AT i
MR TK Sy, B PP AORIE SRR, AR iy
Jifiif b Bz i 5 AMAL [RI4EHF . AM I RE R G4 3
BOR NS MEY) B H OO, 51 R JE R M e B 0t
FRYE (pulmonary alveolar proteinosis, PAP) Mz - 5
o 90% iR &P PAP HHRL A 0 41 it 4 7% 3 3
f (granulocyte-macrophage colony stimulating factor,
GM-CSF)H &9k 35, D% GM-CSF32 k2 A
FiERH 5P, GM-CSF 8¢ Csf2rb” /NS AM
SRR BRI HY 02K PAPRAY | )i 28/ bR Hh A 1 BT A
TS AMUAT it 25 75 [ i pAY S 5 AR SR FR) 3 T M
o035 PAPFESR BE AR, UF S AMAFA IR TS EY)
JRAR T BE XS 4 R il AR 2 AN W] Bk
2.3 VEHEHUIARIER

R 4 6 D ] A 928 2% 0 1 B S A AT
A WA B HOBUE W SV . 75 4R SN E I
FAET, AR YR AL S D e 2 ¢ 2 0 M1KE
AIM2FEIRZS , T A A fir I 400 B 81 S o 44 B A2 %
FIE S MUMARACRE I AR AEA BT, P HLAA SAE
B 7EJREVIH, TR-AMK S FEu, 5 80U N AM
AL LA Bk, R UE SRR 4 R T SR AR
il s, A MO-AM. & HEZ£ ¥ (lipopolysac-
charide, LPS)HI#J5 , MO-AMT] & R IA & 0H 1 K&
IL-1. IL-6. IL-10540E R 7. IMERRSFMT
S A RS AT e BEIL- 109 A2 5, $273
HAT G 2 79 1 U)o I A IMOTE A e Jo AP 46 32 5T,
Gibbings%5 Wt R B, IM1 4040 T I8 A [, mp 40
) 9 S N 5 il 20 A 4T kA, S Bk IMT £ Ja) L
Bl PR MRV IM2. IM3 & 4 T4
2, PR AR . X TR ARTS
ANTI e L 10 7 o 2k R SOE B L ) 9 S B 03, N
ik A i 28 SO0 e S FR it 17 B 10 JE AL

3 FhEEMEEIREMBEREHN

KHILLR, MPSEIRH AT N2, 40
(1) 15k 4 A3 DA A EH i SR U P PR A% 48 A T
K)o I IAR FH A A is s R R R I, B4 i
e — R B R I Y A S A
3.1 MERMENERESAE

5CHT A FT R L, AMUGES IR T IV i B 34 14 O 3%
TP B, BABRERFRE )P, E4ER s
HOREEERMEM Y, BERH, AR ER
2 R T R B P AN R ) £ R R AR A
20 fif (erythro-myeloid precursor, EMP)P®?, AME T
Y B B A I N R A AR R B I EMP, Hm R IA
c-MybIfi{k# ik CSF-1R. 7EMGE 9.5K (embryonic
day 9.5, E9.5)B, /NR MG — H 57, c-Myb”
EMPHL 2T NN BRIIIG I, T2 2 15 2R (114
A, EIEARI AR, EE13.5~E14.50), JIGF
BAAZ A L 7E 5T I ZE WU AH OC HR ] (plasmalemma vesicle
associated protein, PLVAP)F AT T #E N ML 134
LR B M2l Z . 76 2 2RO B (B ifi b iz 48
0 53 ER) 24 L R ARG = D IVE R, i T B A%
a0 B IR B oA N AMPH . AMFI R B 5% 3] GM-CSF
A TGF-BXUE 5 Mt R 4%, HR B R T %
SR PR 1 S A ) Bl VR S BB D B0 S2 A -y (peroxisome
proliferator-activated receptor-y, PPAR-y)[I % . £E
75 13 K -F-2(colony-stimulating factor 2, CSF2; X Hx
GM-CSF) T 2 th i b Sz 4 p ™4, A& Ra TS A% 240
L B N AMB) B4R IR 1, DK Bh BA% 4 i Kk
3% [K 5~ PPAR-y, AMIE i 73 A 3% s R ) ot
AW RS, IF DAUGTE B & 3R TS T oL, 4ERF
ftaAs. AR, TGF-pid it B 53 Wb Al 5% 55 s 77 A
HE G I HAZ A0 01 9 AM; 78 BGEEANAR T, TGE-B
5 ] B AMAR S ERFRRAG L2 PPAR-yRIAIK
SR B, AL AT BEI K 22 2 I i A B 1 BN (mito
gen-activated protein kinase, MAPK)FISMAD X J% i,
71 3(SMAD family member 3, SMAD3){5 5 18 #% X}
PPAR-yRIL K4 . BRULLLAL, Egr2(early growth
response 2). Bhlhe40(basic helix-loop-helix family
member e40). Bhlhe41(basic helix-loop-helix family
member e41). Bach2(BTB domain and CNC homolog
2)F KIf4(Kruppel-like factor 4)% 5% 5% K1 C R AIE 5L
Z5AMINKE, IF4ERF A Z0F BRI A0 B R85
(AR
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NE 2 & AL RSN OB S T 451
G EEAZ A, (H IMIF IR R A 2 42, T HA
FARIER D . 20164, TanFl Krasnow™ M FH Runx -
CreER % JE Rl /N B AT 1 FIB R &I, 1 1 FE Rk IF
(R I A Wk 4 ] W Rl = A T L A LAY T, B
Ab, FE/NEH AR TS, B SR 2 P o TR A S AR B i
SE, TR A0 A T S B M. BRI, IMA A
N EAAIR G ATUR, A A Ak 5] I 2 VR i 30 O o
FERIF AN AR S5 B A 2 B R ) R A
3.2 FhERMAEABHRERHN

EFEA T, TR-AMIs JF A7 195 52 3
B, X RN TR AR AR AR 7R B /N B
RIS N , AMIPISRIGFE RE 77 0] BRR T MURe 1 %
IR, RMEZRIA FIMafB(MAF bZIP transcription fac-
tor B)fllc-Maf(MAF bZIP transcription factor) A & 5314
(1] [ F 581 i #7557 Bhlhe40/Bhlhed 15, 7E 575 UK
FURAET , AMPANANLH RIS T . 24 TR-AM
IR 4545 B B R, MO-AMAT 2 5 AMith B 22 .
EAERNZ, RE MO-AMABETEELE A RS54
TR-AMERUFIE, {H I AL A AR DR B AR 4%
SKEME P, Hashimoto ] BA\PHIESK TR-AMAE 1A% i1k
EEEAL R0 fa Y am S 5E SR B 4, T Lai
5 DRI TR-AMAESE S B G S TR i i | 3 Bk &2
Hem, X5 B/ AT 2 e P b 7e AL TR Rt B G
bt X LERIE AL ZE AN , AMIPIRN FE ML AT RE R T
FEMAEE 5 SRE R B AL ¢ B2 BT AR S 5
3=, 17 E AR I ) T AR A A AP

IME AR A YR, AT T 99 5 38 A il 5 A%
Y, & — A EAT AR S o v ) A e A . AR
FEEVRAT, IME A8 Rl PR A ZH S 0T, S
KB 21 235F B 1 E VR 40 R A i B RIS SR AN R
IM$ 4 52 Cer2(C-C motif chemokine receptor 2)kf# i
BRI, ¢ B B A 200 S B A b R i 3 2 B840,
ATIS 7N ER SEB IR SEIMAE A 5 BAA KR EERE ), (H
AT A A I AT A i B 5 R 2 i (monocyte-derived
interstitial macrophage, MO-IM)iZ 5 B4X.. B A I /E,
IMAE S 2F- b I A2 R B H 7] AMER B4 T e
X g PR W R P mT SRS AL TR A

4 PhENRMEIEES Fh IR
AMFITM A fifi 20 25 5 B2 (1) i e e i, it 7%

WE LIRS 22 s R AR R . HR0 SR A R g

PAR AR S iIE ., IR 2L 2R . B
HIAMNAEH SRS YR RAE R ZAEH, 1 HS %
JiE A E T AR iR S5 1) R AR R R B YA
Ko

4.1 PhENELHRETE BRI AR A 4E 1L

FEFHIR A5, TR-AMAT MO-AMAE fifi 7 44k ]
RERIFBEARRBER W, IRRI, EHRERES
()78 BRI T e AR R b ) MO-AM 1 BAE i i 47 4k
RAFKE, T TR-AMPIELF4EALRE 355 ), Xt
TR-AMAI MO-AMIEA T 20 73 i I, A% RUR )
AMTEEFYEAL A B R RB S R E R Z . 20194F,
Aran®§ VTR R 5 T G A 4R 40/ BT 54
DU 43 AT i 45 AR IGAE TiX— ISR . R, XFAfist
Yeqb B3 Il ZH ST A ) e ) 45 SRR, 7R
— IR, B A IR 5 il [
I A7 7E AT e AT 4E 40 i) MO-AMAIZR RN 1E % )
TR-AM¥7,

AR, Z AN FE A BAAR 44 IE 52 IME A B 2 1)
WHEAIThEE 3 i ME . ChakarovZs MK IR R K5
T/ U AF YA R S5 G B A R U 7 B AR IR, Ly-
vel "MHCII" IM 3= 5047 T4 & R E ], i
Lyvel"MHCII" IM 3 25040 Tl 21 23 M & ] 5 449k
WA B, Lyve"MHCII™ IMAV ST R $2 52 8 77 5o,
1M Lyve I"MHCII® IMZIA B 57K~V #) Cxel2 Cxcld,
T-10%% . Ry St B Lyve "MHCIT® IMA] N 5 5k 25
RiE TN RIBLT4ELL , #2758 Lyve"MHCIT® IMP]
BAFETAALRIVER] . Schyns UIRF5E & FIL, CD206"
IMALT3CAE L B B3R EEHRe /1A 2 E
B A, 7] = AR e KT IR A R R0 S e 4 B 7
CD206" IMAAFE T ifila) i v, B RO b5 42 2 fe
J7o BRIk, ANFIIMIE#E T 7RIl £F4EAL R AEA R
.

4.2 B E NG 4HRE L BB IS

Tk B 19 Wi o — b Al B PR T B 2(T helper
2 cell, Th2)/™ 3 B T 58 E P 81, A <3
25 [ 40 (1 55— 3 BR B , AMAE I 250 R 35 45 XL
FEIFEAER . — 71, AMPINF 1R F e B %
HH R 3 5 (R S LT A S e A I A
RE 70 A PR A B R SR R 52401, X T B I
Wee 1 R 48 A S IOIN R, 3 Th R 2R i 5 R W M (1)
RIERG VI, 55— 71, AMIEE 70 WA IL-1B.
IL-6. TNF-o%5 42 % /1 5 % i 48 E Ik s 5, e
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IL-1B/IL-65l AT {2 #ECD4™ THNL = A IL-5, 155 iR
PERCAH M VEYE o TAT IMOUE I 43 8 TL- 1OF i) i ok
JE R B4 91K 41 g (bone marrow-derived dendritic cell,
BMDC) i #% , BH W Th2 40 B ) 45 36 b —— 4
BMDCH IM3L3: 750, BIiE & H (ovalbumin, OVA)
RS PEIgE/K T Th2gB MR 40 i THH MR
T4 14 56 35 52 380 S 25 A ], [R) I ACTE v e A A
BE 2 9 2 7 DR, il 5 06k 4 i ot e B i R
A EE R AN
4.3 FhELR4Ra I 315 184 PE ZE M4 B R s

P2 [ 2€ P ifi %595 (chronic obstructive pulmo-
nary disease, COPD) 4Bk i AE 2 2. 142, H 2
R EEN B R 2 — ¥, COPDE il 4
R IMASE AMER I HY B 35 35 (1) 412 98 DR 3R IR RRE
$27~ N2 COPD KR Ll v v] Re A7 AE 5 /N R AH
AR IM 3= AR PO A 0 0 B 2 R A o LT .
i3t CX3CR1"CD11b" B A% 7 ik 240 I 15 fi 7] i 1) 2R
£, M0 Cx3cr I DR R 53 /) BRI 2 30t op fil b f e
. Shibata [ BACULE /N ERAT A R B, A% 48 Ji ok
PR IMUT it 2 2R 5F B8 (1) AM, o2 R it 42 i 2 1 Il
12(matrix metalloproteinase 12, MMP-12)1] == % /=4
o AR R SCIGUE ST, BEAR A R B A% A M AE
T HHR 2 0t A MMP-127 IMIfT4E AM, 1X— 4>
g2 5 ISR B A BAEAE G . bk, fE 5
P H B 3 1 COPD/ RS RS Hpr Bl B R A (—
b B SEODUBE IR 6 ) B i e B 1 175 R o M 2 T
(F4/80"CD11b"CD11C) & T2 e 2 fifi =i B2, %41
R A5 5 Shibata® BUE U IMBHIE =1 2V &,
— B IEIMPECOPD HEFE Hh R #35 B ZEAE
4.4 FHEERMETEFITHENAERXRE

FE N R AR R R R, AN [) it W 4 i T A
I 25 VR A D) e B . TR-AME IR
FHA R R PR IR 2 5 T R 20 f AR R A
J7 3, KAE— 5 B S I AR HU R RS A . SR,
WAL, £ A K 524k (epidermal growth
factor receptor, EGFR )3z} 74 fili i Ja 5 78 | ofryeg
40 Hf 43 WA ) GM-CSF RT3 TR-AM H (1) PPAR-y {5
5, B H R AN FACH E g R, AT A MR 4 g
PRALARU S RF H AL 2 M A K B, MO-AMAE &
i JE ST T s o ek e A O I 4 i ) R 2
4y, BRI IL-10. TGF-BAIFE FPEFET-FEAA 1(pro-
grammed death-ligand 1, PD-L1)% %% 1] 731,

Zx 55 ey gt G P H ) B P 5 IR R I AR S TR
O fif ) 276 A B8 T R RS . IME S SE A T R il 2 K
I/ JE B )5, HerFolr2 /FRP Lyvel IM i@ i i
25 2 B 1 5 ot B 9 5 0 A G 2T 4 AT i LA DA
T 5 W) T R B g B 2 5 Rt e Y. BT
F SR AR s 3 R A I I T S R 4 R
M REMEFEE, HFMO-AMELE SR
TG % VAR G B B AN IR e 5 14 1 fie 98 A O B
Wik 241 a2 15 B 98 Jit s e R O B O R L LR 4
TERL, 7 L W 20 fi o I 55 1) Sl v 7 SR s 2
AL T B 0 BRAL ARAE A TE 7 B,
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