HAERG IO PR 224 2024 4210 HES 47 555 10 8] Chin J Lab Med. October 2024, Vol. 47, No. 10 - 122

N

-

NIRRT R ERT A L PRI T I R SR

7”§ i%. f( 77 i
B RIEERKFHE—WEERARSEF, =5 RE 150001
B AEAE# : = & %=, Email: gxr0451@sina.com

[(F#8Z] FrAMERZT4E{L (1PF) 2 —Fhdg AN B peg pe v fa) ot il , R A AP U AN R, H
HEVLSEiR A . HATIPF i F 292 Wik om0 3R CT(HRCT) , & A sk B & A2 VR & 32 U520 K,
R MEAE . K, b 7 TBD IPF 02 W e Tl A 2 S A B AE AR B o A R O 22 1)
TR TE NI (Exos ) , OGS T A6 W Rfrad 0.0 1045 9500 55 SR 19 i 98 . 2+ 0 TRA (H H X TPF |
FARJEFE DL i A SE e B . eah, Sh A a] i AS 5] 20 it FUAS [R50 3, BLAE £ 708 TPF IXUSS: Rz Wi
il fe 7 AR B A T A 0 A

[<81iR) Mhet4ifk; 4FriktERmerdefk,; AShMA; AR, (KE&; i2Wr; BilG

Progress on the diagnosis and treatment of Exosomes in Idiopathic Pulmonary Fibrosis
Qi Yuan, Wang Chao, Guan Xiuru
Department of Laboratory Diagnostics, Harbin 150001, China
Corresponding author: Guan Xiuru,Email:gxr0451@sina.com

[ Abstract] Idiopathic Pulmonary Fibrosis is a chronic interstitial lung disease of unknown
etiology with a short survival period, poor prognosis, and difficult to completely cure. At present, the
main diagnostic method of IPF is High Resolution CT (HRCT), which has the disadvantage of high
subjective impact and low repeatability. Therefore, it is necessary to develop novel biomarkers to aid
in the diagnosis and prognosis of IPFE. In recent years, more and more studies have focused on
exosomes, whose specific regulatory mechanisms for IPF have not been fully elucidated, although it
has been extensively studied in the field of malignant tamors and cardiovascular disease. In addition,
exosomes can be secreted by different cells and body fluids, having potential applications in
suggesting [PF risk and diagnostic prognosis.
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cells; Body fluid; Diagnosis; Prognosis
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B-catenin {55 7 18 BRI 4 [ 12 0] 70 10 54 45 ok 7%, 2E 100 X IPF
I AN R 7= A 52w - PRI Z Zh , ADSCs-Exo ifs H- A7 i
of 50T f s B oK 52 e IPE R R HE S o HOIARNT
ADSCs-Exo U8 I8 77 T A 958 )0, 7 “’M i ﬁem% &, B
IRRvRS S SN O [ Y ARV 1 o S I P I AR LV [ s o B
UL L 2= B A TR AS [] - 20 B A 509 20 i AR A TP B’U ﬁil HAIL ]
TR A W, N IPF 26 R 1At . A itk ,
B2 R 5 9P I IR 2 i M 25 6 ARSR TR AT if
><~J'|’1-{JHEHE
() b 2 i B A Y S A XS TPF A H
. U 40 B Chuman broncehial epithelial cells,
HBEC) : IPF A RE L b iy G M 0 2 — 8w s b B Al Bl =2
Si ﬁ‘ﬂlkﬁcfk%%l-w)\i Ve L) WH’ fitl &1 =Y IPF it i
\atrhtu EP bR AN LCARE M ﬂf_, normal

-

human bronchial epithelial cells, NHBEs) Y5 IPF £ & 2 704
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1 &1k HAKIM T HBEC KUY EV i 2% 1Y miRNA GEWZ ]
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fr 1 IPF G & B N AR 2T 4E 4 g B EV 9 W 1 A [H]
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EWCHE 1 IPF B3 /S RO SO I Rl 2 I, A B
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A4 IR . 28 AR | aX e miRNAs 0] DIE M IPF & g vh
TR EIR T 7l e T e
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Dinh 55 *° 75 [ 3 8 2 Il — L a5 S5 19 K Bk e
1 LSC-Exo 3397 A LA3m aof 7 44 1 5 0% fili 700 45 44 ek 20 g Tt
FR YU ET 45 41 B 158 58 K 0 55 IPF . HAKIT 5 L LSC-Exo
GIT G T AQPS+F1 vWEF+ 4 g Jf- il o« SMA* 41 Jifg & 1k Dk
D A L AE B &K BR LSC-Exo 18 97 = & K 40 M A F
SMAD3 il MCP-1 f 7K F- — 5T kB, LSC-Exo 1F fit
e il 21 4k 1k F Pk &2 '@ ﬁi fifi I 5 7 1l L T MSC-Exo.
[.SC-Exo By RNA I 5 43 #r & 78 miR-30a. miR-let-7 Fl
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miR-let-7d . miR-29a-5p . miR-181b-3p Hl miR-199a-3p, 4 7~
DR TR R Y A A A ) miRN A 3% v 4 4 W 19142 W (4 G A P
fili o eAb, Lia 55 84T 3408 Il 0 7 18 W (bronchoalveolar
lavage fluid, BALF) " Zh i A 36 25 19 miRNA 3% 47 174G
25 W R, IPF f 4 BALF P miR-30a-5p £ ik F# I DL &
TGF-B G fL Bl 1/MAP3KT7 455G H 3Rk, #k—$ %
W miR-30a-5p ik &35 0] LUl 55 TCF-B1 {5 515 S5 10 2T 4k )2
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B2 Ihe T4 miR-302a-3p I M2 78 g 2 fif i, 2% [18]
[PF

MKV FENEE T miRNA Let-7 fE K ROS F1 LOX1 1y 7KF, I /> NLRP3 A9 i Z& [20]
21 fif [PF

SRR o e P42 EMT of £ U89 T 40 i Sy 1 A i F5fa 28 i 2% [21]
[PF
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NE SN U miR-27a-3p, miR-203a, miR-34a. miR-150. FFE{LMEE CDA'T M .CD8™T 41 M Mz [a] for 5 w4l okl 2% [ 27 ]
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Al BXCLR 2 miR-30a .miR-let7 . miR-99 Ll A~ B i 2% [36]
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FAOC-B-2F ZLAE 11 i , HOTAIRM1 5 1< 5% 4E % i RNA HOXA §%4 58 A e L RNAL, HSF1 B #AK s 5% sf K1 1, YY1 N5 5k K F Yin-Yang 1,
OXPHOS KH & LB 1k , FAMI3A b 5 I 5 AL 3 K 13A, ECM R 40 M 70 35 5, STIMATE iy STIM #4775 39 558 -, CaN by Ba] 5 #f 28 Wl % i
TGF-B R1 M fb A K K 15214 1, Smad3 A LT AORE R 54 3

R, X 158 BALF #b iAMA miR-30a-5p P& 0] GE S 12 W IPF /Y PR E & Y . HAMERTIEEA SIS EE B
YRR . AR B ML 7S EV miR-21-5p 3828 /K 7 5 95 9% F i (1

() AMMAALE IPF TS A 94 % VC REAR) 25 40 5%, IF HA 304~ A BT I N gy s T2 %

d’ Alessandro 25 HL 90 19 IPF A& & 1Y IMLEE , JH MACSPlex A5, AR EE /RS EV H Y microRNA A3 0] GE 5% A Fit i)
b A3 77 A A8 I 37 S AN IMA g i R . Hop IPF (8 & fl s A bR B8 . b, Njock 35 1 L By R B AE
[PF # # CD19.CD69 .CD8.CD86.CD209.CD133/1 M {0 & [PF A& 2 /Y I3 H A 31 48 {8 7K F /Y L 21 48 e or
T2 AH LR K R S 2 M AN 32 IR R = R T A I LSz 4K miR-141 1 %¢ &5 /K F 89 & £2F 4k 1€ 70 F miR-7, [a] i} 3% Bl
| 15 & 355 T X BRZH L IPF P CD25 K E 4K, [R5 & miR-7 89 L 5% W ™ EFREEA K. 75— 7, Kaur
PR IR = B CD8 MIZRIAHAIK Y CD25 5 IPF & H A R 4542 38 113 { ] Nanosight #7-f- 38 &£ #1 TEM X BALF # 9 &b
WA . 10—t Hfth e 35 o8 A e PR & MM T R AE 45 R R SRR B9 AR MR T B ZH AH LE TPF A&
ZiAEF /DR R G M E EV 3% 19 miR-21-5p {F IPF & A 9 Fh 2 5 5% 15 19 miRNAs, H 1 miR-375-3p.
PERFEI (55 7 K ) M PR LT 4 fb 1 (56 28 K) £ 7 & | R miR-200a-3p . miR-200b-3p . miR-141-3p . miR-423-3p 7£ IPF

TElm RAF2E H, L7 EV 8826 B miR-21-5p 1 [PF f& #  Bf B ) BALF & 3% R, HiAh 4 B A2 FF miR-22-3p .
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