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Pulmonary pericytes and their potential as therapeutic

targets in idiopathic pulmonary fibrosis
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Abstract: The lung is a highly vascularized organ and receives a dual blood supply from the pulmonary and
bronchial circulations. Pericytes are combined with endothelial cells to form microvessels, which has an
important regulatory effect in regulating vascular morphology and homeostasis. Through tireless exploration
by scholars worldwide, a new understanding of the properties and functions of pulmonary pericytes has
emerged. Numerous studies have revealed that pulmonary pericytes played a vital role in idiopathic pulmonary

fibrosis and could serve as a potential therapeutic target in the future. This paper reviewed the research on the
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characteristics, markers, functions and new therapeutic targets of pulmonary pericytes.
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TOREEZAER . 20124, — M K RIEMIH T2
& EIWT TR i G A L 2T 4 4
e, Bt geemfE My, s TR A M
ZRE. FAh, T AR RE S X e R AE T
S, S A0 R R R B T R AR TR R
RS BB At A 3R SS , eRki
UEYE o, JE A0 AR e R AR RS L il O 45}
P BB 55T R AR AR SR I A 2
MEEIRFTE S AR ThAg AR AR KRBT IR T 48 R 55
7 AT A

1 B RIRE

“JE 40 B (pericyte)” — A HI LG 11923
., HZimmerman B (X3EH, EXTZI504EAT(191H:
Z8705EAR) I P57 B} 2 2K Rouget M Eberth B Y33 1)
5 BN L E Y R A0 I 41 1A A B BE 20 10 1 47 1) A
%, BONEANIL T B 55 I iR A — 2 i
JREET, FE AH B A AE TN B /N R ORI 4 I
o, MR MUE B AR OB S . K, S A
Bl i & i LA B B AR A E — AN E &
A IR BER ARz, K5 A B
MR ELAVE S R AR TS R AR AE S B
AFETEAZSR: PR Rg T, Ak E
IR FIETE: RS, M4z 2R/E: o
B i A i B R e K RS, B K
P HE ] TN e

HUAT, 400 B = i B e 1 AR 6
NEZA QN TR vl AN /- e e ol VS R
(platelet-derived growth factor receptor-p, PDGFR-
B). 4K, CD146. CDI13. HILEA. LK
JfiHi )i -2(neural/glial antigen-2, NG-2)FGHEH1E
515 K ¥ 5(regulators of G-protein signaling 5,
RGS5). PDGFR-B/2 il 40 b ik ) V2 173 F A

£ —, PDGF-B/PDGFR-B& 5 il BR A IE S %F & 2
OB TE A 3L e E D CD146 4 B 0 R4 i

Rk, WEE N EA AR, BRI,
CD146 7] T PDGFR-BZ 55 1 17 I fii [t P 1) 5 5
P, CD13/ZIEAREENZ — Rl 45 A 10 4 B B A
Mg, EeAIHE S HE RAN bR Y, w5 AE G
iR R ED . o-FI HULEHEE A (a-smooth
muscle actin, a-SMA). 258 AP & H 2 H 40

M BT RE I E A . 74, RGSSHIRIL
Al 5NG-2FIPDGFR-BHE & FRIA . A[FEFAL K 4
fbr SV ESR, a-SMA— B AL B AN
X2 RG M MMERIL, —fckit, RASE
RN GRS RS =RN - ¢ P |
MR B a-SMA, ik (1) 41 i ) 28 M ) AS 32
ko FIREEIR, DK B ME ) g0
ENG-2FHPE, 1 FE K E A0 ENG-20 Y, Bt E
S 11T 1) ) 20 AR A RURNG-2"/a-SMA™, 1T/
) Jok JE 20 PR R /S K R 4 B 43 0 NG -2/ a-
SMA". CDI146 FIPDGFR-B™ ., 3G5Hi A2 Kz Jj
Y BARE AR B, ANTET A R 4 R 2 s i AR
R 28 AR R S A2, R A RO I A
2100, B UL A A A 22 I LR UL 4 Ak R
71, HEBEEBEAV. ULUEEA. bR
filf. WILEAAING-2. PDGFR-B. a-SMA"", R
EOAWEWSAERMRRE, BhTFHEER
A 2 23 R A & S DY e AR AE 2 AR, 184 i ei&E
THrA ML) 5y AR &, H EUR I IX 28 R 4
R £ AR A ) A SR, WICD146 AT 7E
ISR JULAH L DA S P R 4 23k

HH T JE 40 B A7 S ABL T 18] 70 )5 - 40 1 ) 434k
BE 1, ASTRALZAEAS IR BRS040 i 2B
W EVMRIEM S R AR G, MBE IR
DR 755 A2 £ 3 P A 4 62 & 40 B a-SMA . NG-
2 IRy AR PR R R L, B PR A
T A% 2825 v R 2 2 v R A 45 A L AR KR O
7 S AL A KA F-B(transforming growth factor-B,
TGF-B). & N AEKE Faf)RiER N, EME
REGH, YR T P R 20 M R0 o 28 1 5 41 2
), #ikPDGFR-p. NG-2F155E [,

BN, I — bR TR AR TR A 4 BT A
R DUREA 1 FE 40 B bs E AT SR 2 e s, 1R A
Y B T LA 2 Bhobr v, ELRE5 PN B 4 B AR X 1
L& TEAFMBAERR L.

2 [ EZARE(pulmonary pericyte)

2.1 fiEAMRAIER. HBERIREY

19665F, ANSEE IE &N 1 B g 4
I il oo 2 21 L 4. 19744, Weibel " HiE
SE T N SR At L 0 49 14 i 6 400 1L R A A A
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Y. J A R SR ICT BBURR, TR AR R AR S R X
BB R, R 40 5 Py R 4
M HE A2 00110, AT AR BT AR BP 42 R G2
U (1:1~1:3) 0 AEAERE /) L 40 i AT A% IR 17
Kato®5 VR B, il J& 441 M 5 4 B 40 A ) EL A3y
1:7~1:9. A4k g8EMAEE, H
PDGFR-B/2 i i 40 B i) — AN i . e AR =&
Y, Bt SR PDGFR-BEPDGF-B, 4S80
R b LT 58 A A R A

73 V25 i i) 248 i 368 5 A N — AN B
o 7500 ) B B 2 A BN 73 T )il 4 g v 7 32
gif, SRJGEAEE TN R Y IR AR K BT B 3R 3
PREE IR IRAWT TR, Bl 40 & RE
PDGFR-B, 0] FH e ARE A/ 5R it o 43 358 2
Mo E 2 B A N il 44H i d TR IR AR A
}iNG-2. CD105. 3G5. CD73. CD9O(t /& —F
A bR S FICDA4 . BRI, XUk
WA AR AR SR A0 b 0k, PR LR A
PR AR SR RIS R R B 2

HAT, WA —Fh 8 — B bR S8 7] LU ) 5
Al gRRE, WK EMIEA R ES, &
B fit ) A P B AE S B . BEFURIN, R —
4y PDGFR-B 4l (£160%) K IENG-2"", EHING-2
A REAN S /N BT 0 B — A AR B . AR
HS b, NG-2 OB R A I8 A BRI 2 23 2 v
SN bR S . 5/ BN 4 AR, PDGFR-
BTN 4H L [FICD 146 R A UK. WHFLRD], i)
S M A TR, AR 4 N IR ) T E 2 S
& — AN IELEREAT HORF 7 T

Cre-LoxP(cyclization recombinase-locus of X-
over P1)kP| B AL AT FI T B 72 fis ) 4 i e It
e s PR ¥ Fox D 1 H) R34 765 545 AL 40 ML A 1 o fir
A, i F£iLFoxDI1)E 5T I Cre 5 4 i
AT B R 3 7 I 4 0 O6 A B = B R T
NI, FoxDIATA: AL A 237 A I8~ 1 L
Yo FI AN I H OB . Cre-LoxPHEIAR I W] 75 51l JA
2 2% P S A R R G AR 1) VY A ) 4
Wit 2 2t 2 B R ATP S & B W KRG R I 2
(ATP binding cassette subfamily G member 2,
ABCG2)bic 7= A= J& 41 i 1) ) 78 o AL 430 a5 5%
BAEB B TR BABCG2 M, S5 REW, il

Fo 5 T 40 B TE AR S0 AT 434k NG-2 FE 41 R P 1z 240
B, B H RTA L, B R 2R B 40 L A
WEBEZREA BT, (B2, LIS T —Mae
(753, AT LLAE AR A0 2 ST 7 A A N iR 24 it 44 i
R, NESNEA R R AL T — MR TR

SRR UL, B A A R IR, RRAE
KW FE L AR BT AR I . Tl 4 A )
Fi, 5B PDGFR-BAE KA A £ 4 7 1% I [X 4
HAh AR A . [FIE,  ER T R 4B A A AR R
PE, FANRHBERAANFR W IIREE R, L
A TR HARRE. AL, Cre-LoxP3E A 55 4H
A2 R T F 5 A S YR R R S
DRI VA HIL I o I FE) 00 L D P 006 T RN T AR T
S A I A R A A B L L
2.2 ffiEZARS IE

Jit ) 248 6 0 PR 7 0 A N TR — S RS |-
JE T TN UTAE 25 A L K R P 4R B 2 8] 1) £ 4 i
BEOERAE &, JF@Eid 5% 0 Wb bl A B AR
F o LA 110 TE 5 AR AR T 19 e 400 i 2 [ Ty e A
VAT R IE . i 40 AL T A R A i
IR, BPRMEER, EAZ /N ERI A 2
) ) Bt 0 T A L R R B N T R A

FEREAR KA 1F], PDGF-B/PDGFR-BIE 5 4kt
JE 40 PR 5 B A I A R L, I R AR X i A
HEPRAILBTEREE. PFRRY, BKHEHM
PP B A5 5 il i) 5 B0 A S A BB A IS i B
T LR M G FE A, Y R4 43 W PDGF-B
Wi A 5 8 40 i (OPDGFR-P4E &, JFBOE(E S1%
S g DR Bt B A M s T . R . N R AR
S PDGFR-pHE R 6 T 80 5 4H B #E3% , PDGF-B
(7K Sl 7 4R S5 A A iR £, {HPDGF-BRIX
FE 35 R B 1A A G A e Y, T e A
A JE 4R B K N e 4R, PDGE-B/PDGFR-B1E 5 il
HARERIEVEM . B0, PDGF-BSZAAFINEAL )&
Y1 B 7 A R s AN S A KR R I R R B
FE i R R IE B E N, AERKMEFE SRS
JIE R G HT R R B R AR R A . R MR TR
FEBER MRS R, HEMERE,
AT 3 A ) JE 4 B bR B TE B e ) R i I S
HRIE, NERRMERIER G PRI 100655
LT YAV I TN PDGFR - B #6358 87 F 2,
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TGF-Bif % /2 PN K 41 0 5 F8 40 M AH LA FH 9742
SE ARG 5 — A BB N R, TGF-BLAE R 1
J7 AFAE T N B 4t i v, ) 4 e 36 5 4 i ] i o
FEWOETGE-B, 1M TGFE-BIHOE AL 1 40 1
EETH. ik, 57— ME9 R E R T Sem3A
(semaphoring 3 A) K| B8 3G I J& 40 Bl 1) 78 75 6E 71 1T
WEOGTERT S BRI P9 5 R 1 B T T A A R T
R it A ) R 3 5 A R Y. BELIBT Akt/Jagged 1/Notch
5 R T 2 3 B S I SRR 5 AR AN T
He o FEATFH M EE 3R 5 3 00 I 4 i AR A v
e AR 252 3] fi 38 3 P A AR AR, W P 4 et
TEH 5 B Ty R 1 2 W] R AN S AR

JitiZ Jik 751 & (pulmonary arterial hypertension,
PAH)BERY 7, &) 48 i 5 Jili A9 e 248 i ) A EL AR
FEUA IR R PAHR A I E EREE AR . 75
N PAHfiti A 145 S P it s Jok e e AR AR b, i i 7
Bl 7 ) 40 B (G It 3G S G i e ) B 1S, i & 48
i 38 00 A A A W 21 B Ik e AR A 2 Hi e s A 2 i
AL IR AR 4k R F i sh f1 2 a5
WAL, oK E PR 40 B A 4 40 2B A R -2
A AN F 655 KA PAHM [ AE 3 T F 40 fg 1%
¥, #25 TPAHKRR . PRI, BfE1EPAH
AR LA 9K X sk = A B g 5, Tl B
JE 240 it 7 o R0 R A S 1 A R R AR DR L % g
RAEIR, AEN B K e A B o R 4 B A 5
SR TR . Crakovic 01 3 ATRNAJ
7 RIRN T fRPAH R I 30 Rk Y () 24t o 2H R AR AL
SERRIL, Tzl K L BE N AF A SR 2 R OG 2k
DRI, I FLIH JE 40 i 5 7 T LAt B 1 e s v B2
FEABL

K2, T RRRT P B A i I R 4 4 i ) T
SMThfERaE, M PDGF-B/PDGFR-BE 5 it T &
S M) 4 A A EEAE A . A RRER S
~, PDGF-BHI&E 4 i () I8 7K~V A B A, dn
TS iz i A 4 95 R O B T I R R ) L B A
& HHPDGF-BAI A 40 il 3R I8 B &3 n . 1 fEPAHAR
R, SR E N R A R AT 4E 40 i A K R 281
MFRofE T RUMEHE T E Mg 5 . A S
HUGE W] REAEPAH AR AL | vh okl o5 F AR .
2.3 [ S KIEEE

b F Ok A A i G AN B T AR S R gk i

BTN AR A I 25 M BESH F ) D RE . SR T,
K R 22 1) BL S SR HE R B, X SRR R 1 4
ARERA Tz A TR B BT
2 B R B 9 A R A A LA S TR B R T
JE A AE 98 3 Hh 1) 0 0 E 38 R B O R ph 28 R
GUIITEFC: B0 S50 R K5 3% 00 N it J 240 it 0 42 O
JIs JE) 40 R AT XS 98 0E A5 5 AR R RE, b 4 i R
(P2eak, T Mk EE 25 A L RE 0 1T 55
S SRE S JE A B AE A 5 R B S A8 RE S
B E R EAE o AR R 4 A I e i o
JE BBl 43 AT ———BIE AT P 7 41 B A At i b Rz 4,
N 41 B T B VR B — RN 2 —, TE
SAE 1 18] J& 4 B 38 0k 5% 40 WAE 5 RN B B R Al
W Bz AR e b R A R R B AR . R T AR
PEANML R 7 4h, A nraE i B g Ttk
PEI I R A i — P HOR RAEE 5, FForild
S L A B Jo A 0 I R L T R T i . T
7N, NIt 41 i 32 2@ d TLR2/6(Toll-like  receptor
2/6)MTLR4ME 5@ i CXCLI. CXCL2.
CXCLS8. CCL2. CAMIFFMR K & E M % IE &
R, e Ah, RaynerZE N FU 4SRRI, A4
ATLLE S (g i i an e e TS S S S R
R, ] 9 JER AR AH 5% 358 RN 2H 245 4 A o6 43
TR, MITAE S 0E e S R B AR
SRR 8 E AL, B AR I H
PR, &R 5l m S I 4G 2 5 202 0 i
LR, AR R AR L, T BE A 280
B, I8P B A R I R RN Ok 25 ) b B B
B T G H R . RSN, REE R
Nigx PR ERR B R4, SRR S
i A0 D e S2 o PR 42 ) i P A S 0 3 R Y (1)
FERMLEE H BT 00T AR R 7 il 2 4 A0 B ]
T A ) 2 TN A R i UL R T A A .
Y X LR AT 4E G B v A B R . TR B DA
AT A R 2 R R 4 A R 2 Bk
PPV, BT ABCG2AR10 = A= 41 B 18] 78 i 4.4
M, SRER, ABCG2Axic i) 78 53 HH 41 A 1) 5%
FAJE 40 S AR TR SR R 1A 3 B A 4E AL
AR Ja Pk 2T H ILE D R AR R 2. Wnt/B-
cateninif % £ ABCG 24510 1 8] 78 51 #H 41 B i it
JE 3R I T BUR AR M ENAS B, I B
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Jilr 2T 4 A RTB A L E D RE R A, R W 1) T i AR
2 0 53 A D A R T e P D 4 R i 1 A A2
2H

JE A A JOE S B KR ERAE A, E
G0 Wh % AR B ANAE T A R L 2 ) AR i ) g
(04 M SN2 R OR RAEAS 5o BeAh, A s
fiieF il b i mEAE R, RE AT E R,
I HL A i VLR 2T 248 240 1 1) 2 R, 5 18] 7e ot 1
Y B R TR P A E BN . B
b, PR T 4 B R Tl e A AL ) ) T B AR AN V6 9T Al
TR, I T A B )

3 FEMME. RFATHES

S T il Je 4 A M P B MR T BE , AR R
Xt HLAE i F I KT AE AR 2B AT T IR AR R .
R VF 2 070 B, il o) 248 P A 5 R A i £ 44
(idiopathic pulmonary fibrosis, IPF)H /& 5 24E
FHRSH 384k, FRATIx FE 4 et il 27 4 Ak A
IR FLREAT TS5 (R1). IPF2— Mgt AT ik
() o e, DR LR T BRI A, DL R x4
S AL VAR S B NE , AEAETS K%, TPF
AL AEAF AN 3~54F, KB B3 i SE T I
3. IPFTE % b RHE MR IR = AR
S B A0 5 0 LR AT A 40 R o UL RS 4 40 e R
MRV T M R T, S MTaE EA
—EMES. AUFURIL, KB IPFEE K 4
JLAE A S HE TR T o A I WURET 4R A, R
A PR Ay JE 20 B - JUL P T 24k 40 i %% A2 %) (pericyte-
myofibroblast transition, PMT). J& 40 HuKIE TN

S 2T 24 4 e 30 5 WS A v B 2L 2L R TS L A7 R o
A B B A 2 45 AL A ot A 2 il 3F 555 1) O 1t &
PR [ B E IS 0 AN BN P R R ) B
AT BT TE], PMT 240 35 9 B 4 B i A i 1k
fEMERZ KAESBRMEE . KB RERY,
PMT 1 71) () 2k — D 0F FE 0 B llim R B, PMTH
il 7 AT e B — FiOET VR YT U7

A, — It s 4E , Notchl/PDGFR-B/
ROCK 13 2% 7E Jii 20 1 384 5 S G 1va) JUL RS2 44 40 1 o
et FE b B (e BEfE FT, mTRERE — 2 T Ja i 4 24
LRAEARSY ., %I FEARIE T Noteh L1 7518 L 410 i) A
2T 388 B A T R 2 il ) BRI 2T R A R
RS RN AL SR T — Fh T G )T % .
T [ 2 3 W S5 B RO B 9T (R REE S T I 4% Noteh 1/
PDGFA& 5 it % 7 411 ] Je 200 JH 1) AL Bl 2T 4 40 i 4
o 53—J71H, Sava® IR TR AME T it 40
JH 2 1e) JUL S 21 44 400 B e Ak, A 1 JI 21 44k 1 %
B, FEEREEE TR R B (tyrosine-kinase,
TK) M 71)- JE 18 Je A B 1 X Bl L ke 21 4 20 it e £
FA AN, AR m e ek o il i A B ) i 4%, R B P A 4
HPE R, H LU 2 2 & 8 R
(matrix metalloproteinases, MMPs) 173 ¥R K
PAEER . 5ILFIRE, Leonard-DukeZs % 7 —
A2 RPZTHSRRL, ASEIDL P B 200 i R R 240 i o )
NS A% T S B 40 i T 38 ORI 2 25 il B A
Bi, 45 R [RIFER B Je ik Je A i ad s IPF A A B 24
J-FE AR ARG, TS BIGTAT 4Et TEH

HAr, Xt A 4t himfEH B4
RE) 7 THZNE, AR L] AR B IR

*1 FAMHBESIPFXRENAR

W% BRIk UEEEE = gk ZH R
A+ Z8B RT-qPCRERIRE L Yeta MyD88 MyD88 & M T Ui BB IRAK4 N IS [36]
1] FE) 200 L 0 S 0 1 JUL BT 44 40 B Fr) A
A ARG AP AT G 8, % G 8 2H AL AS U TGF-p ETGF-BESHIERT, AapEpEeg™  [37]
A AT YA
EA RT-gPCR. Westernblot 2 7% 414k Notchl Notch & 5@ % 7] Geidd /1 3 A 4Upu g5 [38]
iRl Ao AR R 1 R
EAT Westernblot. A Juth K HAKE-F  Endostatin Endostatin 7] i3 Notch1/PDGF{E Sk #1  [39]
AR/ 1] T L ) JUL B 4 A L O 6 Ak
R RT-qPCR ¢ Ly Y4, Tyrosinekinase  7E MLE P L4HMIFI AT e 4nfd P g 2] [40]

JE I i % 38 i MMPs i 77 A 3 AT B AT ME4H
ZAE I
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Myofibroblasts

ECM 1T

E1  FEmpaEIPFHR{ER

i, WAVSEE T H AT UR 2R IE R (1),
SR i) B L B0 ) 40 B AE TP A AR i i A v )

FAERT, BARRSRTTREVEAE ROIA T LA, BN
JRIPE B HRT T R B 2 1Bl ok o
ZRERE

5T A% 22 5250 A 0 I 1 R JE Y R AS i 4
%,ﬁMN%%m%T%@ﬁH%OH%%KN
XMEMERMGEEXREE, 5 REBE
REFSetl, 7695 KM I 27 4 A0 b R 3% 2 R AR .
B SRR, BRI 4R (E S E e, ]
O] P 7 400 e ) UL 2T 4 A i 5 Ak, st — 2B B Ik
RAE Ak R VELF AL FE . AT IFLEXT PMTH)
#1750, Notchl4# 7). MMPs LK TKI#HIFIE T
BN

R T A Al M sk = 5 S AR S, BRI 4
FEAS TR BURES T 1) 22 S MR, A DR i A0 4y
[N R S . oy e el i i N e |
Y1 M ) 7SR N I R R E R EE, [H
I, AR AT T 7 B B N R - A TR P A T
55 ML e 4 R 380 A 4405 RS R EE R AR
B H SR

WERE, #iaE. HurlkR SIPFREYT FEE

AR AT I SR, Ak SR N R R i 40 AR 2
P, AR A AV TIPER TSR &5, NIPFHRZE
TR B

2 E Xk
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