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Abstract

Idiopathic pulmonary fibrosis (IPF) is an interstitial pneumonia of unknown etiology, with a me-
dian survival of 2~4 years. Early IPF is usually asymptomatic and often results in delayed diagno-
sis and treatment. So far, there is no good clinical biomarker that can accurately diagnose, eva-
luate the condition and prognosis of IPF. However, with further research on IPF and the support of
large numbers of samples, they may become useful tools for diagnosis, monitoring of disease pro-
gression and treatment effectiveness. In this paper, new clinical biomarkers related to IPF were
reviewed to provide some reference for improving clinical diagnosis and treatment.
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1. 87

W R il £ 44k (Idiopathic pulmonary fibrosis, IPF) & — s KA BH AP « AN Al 300 14 2 fA) i 38 995
DAAEAT P o0 ) O PR e Ay R R I, DAAN Rl ) i T 8 e R - L ) S A il 98 O = BEARAE[ 1] ER T
B X BRI TR BB Z R, HINZERORATRFRES R ERER, HRpWEEN S
£ 10 5 AHAH 2 412 60 FIASE[2] [3]. IPF —BHUGEZE, SWi)a b EfEmf ey 2~4 4£[4]. HTA
[F G RER AL, B (AR PT AR IR [5]. IPF S AT RE R TR, BE G s 2k i 28 T HH IO 80P e i
JOHATHERFIR R S, s i R O SO B S R, I7 K. HATFERHEER 2 Mhistd
W2 ek e A FINL AR JE B, TR e itk JR AU TS 6] BEAE RHBR ARG, AEWibrd
VITESIR I R ST BT VPAG R 5 ok sk 1 2 AV I [7] [8] AHL H R AEAbs S5 ATY SR AR M HE R Tl
I 1PF (s FEAG BAAN B3 HIVR YT IR, o X R £73A B TEXT 1PF A G FRIHT I #4 sl PR AR W05 AT 2558
A XTI IR A BT B o

2. SFTPA2

Jifi RGP RAE S B 1 A2 (SFTPA2/SP-A2) /2 i Je I HLAEMliEL 1 AL b Rz 4 vh R IA & B o3
HIEAZ —, SFTPA2 B n ¥ & ¢ Wik 4 NEEMIR: nunX . BJREFEX . ZEXOR C BY AL pE 1R
B[9]. Horh C AMEHE BRI R R B B B AR ME N, IRk R EAEMRAN IS, w5l
P PO S SR PN R AL T R SOIR S B N SO AR LR, rT OB S R &
(unfolded protein response, UPR)F#IE . P45 WX B S0F1 UPR 573 0%, S 20t L iz 41 ffg (alveolar ep-
ithelial cell, AEC)#i 5 fME H RE F13 2k, i ik AEC P T, Ht i S 28U 45 410 7= 42 [10]« B0 Lv Liu Z5[11]
K A A0 LN SR 5 B N — IPF SR i L R, K Realtime-PCR 1 Western blotting X4 5 (1)
RAARHAT RSN DN RERT FE o AT A I IPF BFEAFAE SFTPA2 JEPRIA7 i1 p.N207Y 2R3, HIhaeEmtsiik
—UF SRR i S AT 20 AB49 4H il SFTPA2 40, 1755 A LI REBURNA AR T2, 5 Il 4F 44k T i
HHRAHI. BT SFTPA2 7K1 AT AFE S8 il g e ¥ (bronchoalveolar lavage fluid, BALF)FI L H il
&, BT DATE R T AR 440 S S R AN A T TR FEVE A -

3. MUC5B

FHEEH 5B (mucin-5 subtype B, MUC5B)/ & — it 4 R U R R IR A i = A I R ER 1 o 7 2011 4F
Seibold %[ 12]F] F 4> L R & B F 4, /&I IPF &5 1) MUCSB RIA 2 G IPF 35 1 14.1 %, H 5 MUC5B
IS INAH AT IR 1535705950, M 71 Wi 7 B A5 Y S5 7 B PR 4 45 - (1 3Rk & R 2 e i 2 R 3 1)
37.4 f5. TN HFFUHRIE MUCSB rs35705950 Z8748 2 3 4 R I B it S R IR 7, o IPF JR:73 IRU: TR 35 1)
30%~35% [13]. H B 7L o W B h (AT R SR (SR A 7% s fgk BT HEZH 29%), H L4575 1 KU AL
- SN AR XS AR 24 [14]. B P AFFE[15] [16]FIFE SRR IPF 5B 1%L R () RAS R i T RE AR, R

ik
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ZAR S 53R E IPF R IH A OG . Rs35705950 [l £ 58AF 5 AT 51 2 MUCSB S & BN, 420 iy
B 5 A0 2R S < A i, 3222 19 MUCSB & 1 AT g3 i T it b Bz 40 55 40 it A/ 35 J5i 1)
THAEH, SEME LR, BESTmAHASNIEREBE, SEISEA4EEA17]. AT Z R
MUCSB FJRESIERG AT BIIRE, SEMAYIR ST 4890, FREZ . MAEYS) T B, b
I (A HERS , 453493 (10993 kb T 5 SRR L ZA R S VR AT 4 A, 5 S 4 4 A0 gk e [18]. B #il
MUC5B £ 3145 IPF Fil G B vPAL 250697 SRR R AR I, 75— P R &R .

4. SAP130

B BAH 5 2K 9 130 (Spliceosome-associated protein 130, SAP130) 7R A] LAFK Ay SF3b-3, & BI4[K 1 3b
(splicing factor, SF3b) & E ARG 73 2 —, IEH AL TR 4Rz, A0 f AT T 82 40 i o] LAY 1K
TR TR G M S35 T [19]. SF3b & —Fh i f14% SAP49. SAP130. SAP145 &L A4 D T8N
450 kDa )& H it B & 14[20]. SF3b 5 U2 #Z%/MZFEZE A E EP)(U2 snRNP)45 &, TR REE ) 17SU2
SNRNP E&1k, &Ll ATP K1 77 5 W& 7 pre-mRNA 7337 A7 A B 454 . R SF3b 76 BT 44
AL RE A, TR0 o SRR SR 37 BT 2T A G E E[21]. 1 SAP130 & SF3b HME—ANfRE 5 AT By 2
EE AT MRNA BRSSP HE, HAEARN EE A STAGA (SPT3-TAFII31-GCN5L-ACETYLASE,
e ILEEY) - HE O LRI E SR 4 & STAGA TER N = E 2 i mRNA 8T8z, JHM
DNA 545 & THIEAE A, 2B )fiE . DNA B s S8 22]. SAP130 17524 STAGA K
LIV fi6 e e 25 R BN BT L) P e s DA Y 2% o

A SAP130 i£ AT LS5 Mincle (EWEZIAE S C BUEHE R) AR IELE &, 78 & Rl ol AR B etk
RIE NI RASF[23] JLIHAEARIE YL 58 0E /7T, Gong 26 [24] K ILiE 3l 1% Crohn’s disease (CD)&E#H
M35 & 4 A 23 SAP130 /K122 Ty, H S5P0m™ B B E K. 1 2020 4F Liu [25]% —XdExR
SAP130 7£ IPF &4 5 R fl i = I R 7 3. IPF HE A LTS SAPL30 /K- B i i 1% i 4H.(824.2 +
29.84 vs 413.8 + 19.77 pg/mL, P < 0.0001); @it xffiliZH L s LRI, SXTRELHAEL, SAP130 7EI1EH
i ZH 2Rt 2B RIL, MAE IPF B SAPL30 yRig I 7 A T iyl I fe py BENA] . 7R ThAEE /5T, IPF A&
# SAP130 /K°F-5 DLCO. FEV1 £F7AH3, i SAP130 /K Pk, RiEHM™E, sz A 2
RIL, iR B s SAPL30 /K5 HRCT SF4:LFLE 2 IFMC. HEZMARARR D, BFE
2 HTHETE 2t AT SRR B 51 R IGIE o

5.CD163

CD163 & —F K/ 130 kDa 1) | ESEEH, JUFRERZ/ERMp FRE, &5 &R
THIE R B RS2 B [26]. 128 FEE A= PRy M2 B B A iRy 5 M br 54 [27]. CD163 7] LA
WML AR E AT A, HEHESETE LB E R MER T, 7R A4 &7 s 45 &
BIEL NIRFIEEER, SE— R KL & AR E[28]; H4 CD163"ENE4ith 2 5 S RERITHE M. 14D
A M A RIS A2 [29]. CD163 AMUAFELE TAUMIAE 1, AR A Getk JORE . JRBOL I A Bk
Fr RIS, S T UM 52 TR G 40 B R TR i B ot 3 P [30] . I PV PE CD163 /K E R 5 T
A 2R GV R S5 2T A 7 B AR MR 55 [31] [32]. B, A 4RIE AR I I A2 40 o -4 mT LA 1PF
97 15 7 B R S TS [33] T EA A%/ M T P P A g 3R 2 = BEAE R 7E CDI163 1ERIA b, [RGB R AR 2 11
5T I CD1637E 4850 IPF. VPAR g 175 ™ A2 B K T A B 2 R = X [34] [35]. {H H T CD163 5 IPF
PR A BARHLE AN BN, ATAE/E CD163 BNl iuxt 5 IPF AL B B A Ry 1E . Ye %5
[36]FikiE 1PF 5835 iyt B R 2 Ff 1M 21 3% N4 i-1 RIS FEAIK. 1T CD163 /2 M4 R 45 & ki B A HIiE R
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S, AT RRARI L0 3 0 AU A R 1
6. KL6

I YA E A0 BB B Bt Ji (Krebs von den Lungen-6, KL6) & 7E1E g g3, w1 B 2 itk gn
SR bR A AN SR IR IR VAR BT A b . FERT RS G . 1 B 20 A AR R 22 Rl ] A R
Ji(Interstitial lung disease, ILD) i fETE SN HL[37]. WTFT[38] A KL-6 fEELHE IPF fENHZ F ILD &3
(IR 35076 Ty o BRI ILE KL-6 7K PANBEA U450 IPF 5 At ILD . (HA T 72 [39] e n i 4L & KL-6
AKCF AT P AP A B0 kR A UG B BB R R R o AT IPF A2 i 3, i KL-6 [ B & T
OB B, BUE KL-6 /K12 AE-IPF &% () Rl K 25 [40] . fils 1) — TR G458 F1 Meta 73 A B, IPF
HKL-6 PS8 g AE KU I — AN T $E AR, (BRUT- 530 R TEK[41]. Bk T ILIE KL-6 4k, XSE
Jiti ¥ 38 3 ¥ (oronchoalveolar lavage fluid, BALF) ] KL-6 /KPG8 FH kR %, A 1T 7 4kid BALF H
[ KL-6 7KL X 73 IPF 5 34t ILD ) —MRe s bR E4[42] . 1M1 Bennet 45 [43]8F FEilESE, BALF H
KL-6 7K FAMX AT %51 IPF 5 HoAth ILD, &) A R0 Al it i = AR EE . 534k KL-6 ZEHT4EA R 7 e U
TR B LA T AR EE . TR LR, MR SR RRYA YT I RS IE KL-6 BIAR AR 9 [44];
Bergantini 55 [45]% 5 JE ik e A VA YT HY IPF B 3EAT ML KL-6 FIZhaS M, &I KL-6 IEZ 5675 6
A H K12 AN H B 1 1% B (forced vital capacity, FVC)All— %4k 5% 7% i & (carbon monoxide diffusing
capacity, DLCO)f i 3 FH K1 .

7. B4

IN=A

HATBEE XS IPF BT FCH AR, ORI B SV ORI, AR ARER, Xty
PRSP RERPRAE R RS FP A 2UB0AIE, DA s i i Wi HERa e, PPASEITRCR, 1B A2 hg ik
BT A AR T RN 2 AL -

SE
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