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Abstract

Paeoniflorin (PF) is a bioactive compound purified from hairy family peony with anti-inflamma-
tory, antioxidant, immunomodulatory effects. At present, many scholars have found that paeonif-
lorin has a broad research prospect in the field of anti-inflammation. The occurrence and progres-
sion of respiratory diseases are often closely related to the transition secretion of inflammatory
factors in the body. Therefore, the research progress of the anti-inflammatory effect of paeoniflo-
rin in respiratory diseases is reviewed.
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1. 5]

AJUHRBEAHEN AT A EEETER Y 2 —, BT RREER T, Tk, KE AR ISR
®W, AJERAYIR. PUEA. PUMRE. P GRPRRE L WUREEER . R S ER, HaEgRIER
No AJEH G EAE S H e s 2 M E Sl s A ¢, AJZE R o ald@ it ] ERK (extracellular re-
gulated protein kinases, ERK)/MMP-9 (matrix metalloprotein-9, MMP-9). STAT3 (signal transducers andac
tivators of transcription 3, STAT3). PI3K (Phospho Inositide-3 Kinase, PI3K)/PKB (protein kinase B, PKB)i#
%, BUME p38 MAPK (p38 mitogen-activated protein kinases, p38 MAPK)HI NF-«xB (Nuclear factor xB,
NE-«B)iH i, 101 8 A A AN AR T, 2R (kg s ATZ5FPRERS T 1 NO. MDA, ROS.
NOX4 K H202 Rik, #HlsE 4 cidt, %10 Nrf2 (nuclear factor erythroid-2 related factor, Nrf2)$i & {4 1E
B, i Nef2 KHCRUPTAGEE GSH. SOD. GSH-Px Fil T-AOC [3iA, M S BE A A
Pk AR I JR R i X S e PR R KT, 2 0F HPA Bl 2L, R B XS AN ) 5-HT 32
R, T AL P A R SRR RRIL, R BIFTMASHIAE s AT 25T P S A A
G2 FH S 41 i X 73 K 40 Epo G-CSF A1 IL-6 (Interleukin-6, IL-6)# ik, 5 885 A Fi/KF, 11 NF-«B
Rk, (LibE G AR, AL, RAE R AN IAEI[1]. B RTA AT B R A BT A
W%, RZ2EE RN EF PR AE R S HaEME @ 2 212 112 TNF-a (tumor necrosis factor-a, TNF-a)+
NF-xB Ml IL-1 (Interleukin-1, IL-1)55 SAEAH G FAIR KK R, RIHER IIAT 244 B AT ] SORE R 170
RN BEIE, BCEIRAAEIR BTN, IR EWRAE AT 2 AEVR YT RAEAH SR R g 1 HI_EA AR R )
WHFOE, B, ASCHIAT 25 FE IR 2R SR S H 10 B R T 47k

2. SHEERMAEMMERTIIER

i 1 B 2 P Jili 7 97 (chronic obstructive pulmonary disease, COPD), & —Fh DARREE F{AS ] 1 (1) SR 52 B
VR I8 S D e PE 0, COPD [ AL 32 EEEL4E SENLH] . R B - HrdE A B R AT AL &
EREAMR Gl N

RREVEA MR 7 (103 BRI, AU COPD ALz —, 2 COPD it N 1) )5 A . Tan %
2R FERBL, ATZGE AR LARGE COPD KR, TEah 2. FithZEEES — oL, 38 n] LAY i K RUm
JIR 1 (lung compliance, CL)~ /1 filii% & (forced vital capacity, FVC)Z5 fili I B8 ¥6 b5 M 1T 23 K BRI I Th g .
AJ 25 I8 A LA IS 1 4% TLR2 (Toll-like receptors, TLR)/NF-xB iB 4, M ifij 471l IL-1/IL-6IL-8 (Interleukin-8,
IL-8). IL-18 (Interleukin-1 B, IL-18). TNF-o %5 RAEPK TR, 22 COPD FSEIR . EALNIEOE 18 M PH 28
Pt A AL b i S RRIEZ —, Lin 2831 50K, ZER SR K) COPD /NS, AFZH A
AT DU I K ROS B AL AT, 383 Nref2 L] i HO-1. -GCS Al SOD &4t AUk g >Rk i
FIHE S S AASE, NTSCETIRe, FMMAZUKM, SEEE /A RIS . Li 55[4]

ik
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WEFURIN, —Fh AT 255 8 E B 5 2 — TR BL251C 7 ECC-BYFII (The effective-component compatibility
of Bufei Yishen formula 11, ECC-BYFIL), R LAJE i 10t A bR 40 i RN A8 A 52 R Ak 7 A 3 25 11 MUCSAC
A1 MUCSB KA BRI 70, B35 S S AR, RIS, Alf 134 3L ECC-BYFIL 41 iE &
W ML AT B 5 H 2 5 EGFR (Epidermal Growth Factor Receptor, EGFR)/PI3K (phosphatidylinosi-
tol-3-kinase, PI3K)/mTOR (Mammalian target of rapamycin, mTOR)@# % [~ i K.

3. AHEEEmPHER

S¢S B (bronchial asthma) (I FRIZER , 5 —Fft DL ST SO AN UTE v SR D RFAE R 57 BP0
FORIFNL T2 A TE G - JOENL AR 22 T LA 55

KR 28 E G 0 R IR 10 2 12 Wiy AT AL v i iy BB — 34, Jin S5 [5]3E I A R R BE AT 2 1 T
OVA /N BRI, AT 257 AT B 5 AT I i ) B S =V M v E e Y b 2 RE VR T 44 R 4R K% Th2 4
A7+ IL-4 (Interleukin- 4, IL-4). IL-5 (Interleukin-5, IL-5). IL-13 (Interleukin-13, IL-13)7K~F. Liu %[6]
WEFCR I, AT AT LA RO B A M A5 78 /N B AL fie 28 TR TL-6 T TNF-ac (R97KF, - AT 0l 9 RE PR 5
IR . Fa4bh, A5Z5EEn] LA MIP-38 (MacrophagelnflammatoryProtein-34, MIP-3f). CCL21 (C-CMotif
Chemokine Ligand21, CCL21) A a1k [K T 5248 CCR7 [5G, 3k M 001 28 i IR 7 (K 4 b, 2 At B ity <08 %
AE[6]e BRIXPIMALE] 2 Ah, ARATIE A BT 254 7] LLIE I 587> BT NF-«B, 4] p-1xB F1 p-p65 HH IR
KM AR F —E KPR . Duan ZFE[7]0F 50K I, ~J25H 7] LLiH] ROS (reactive oxygen species,
ROS)/TXNIP (thioredoxin-interacting protein, TXNIP)/NLRP3 (NOD-like receptor thermal protein domain as-
sociated protein 3, NLRP3)/Caspase-1 (cysteinyl aspartate specific proteinase-1, Caspase-1){5 5@, @iLH]
Hil7& N ROS B E A, 2T FEL BT TXNIP 25 F H)3E 16 2 NLRP3 S/ MA 0 , i Caspase-1 Al 4 [ IL-15.
IL-6 % TNF-o [RPRETEE S, 328 30 8 1 g 1) SORE S LR P o /= e s I APE i W i 5 9 1) — AN
TR, Liu SE[QVTFUAIL, 525 W] DA 0 ] JAE A B AN O0E P 7 KPR PR A i sk 7,
ARG R N . Zhou FFE[OVWFFUAIL, AT 25 AT UE I ] PI3K/PKB {5 5 i B oK . 2 4 i
PDGF-BB (platelet derived growth factor-BB, PDGF-BB) %5 5 (1108 “F-IF WU A K, I T 28 A B2 s 114 i A S
Ko Shou ZE[101RM T He sk A A 22 BRI FR I, A7 257 7T LIOE s W35 e Wi AR . RAE S
AR L&A 55 2 M AEY) 2 ThRE, REMERIER . KERSCHRIESS, AT 251 7E M B JO5E A R
eI Z AV E RT3, SR BIAT 25X — SR U AR e iy R I 7 Al ¥ b B BRI 0 ST Fe A .

4. AHEERF R ML RHER

R R MW 4T 41k (idiopathic pulmonary fibrosis, IPF)/& —Ff i@k, BEATMH: . A gEfb vk R s v, il
Y L2 RN /B 5 A HE AR CT IR 1 2R A 387 38 2 11 )5 % fili 8 (Usually  Interstitial Pneumonia, UIP), IPF
B REEE , I ARREIR R IE SN PR N A, Wb e, HETmx, HaSEiRAY &,

H B IPF (5w HLHIRR BBl M ANE 2, 6T IPF a7 i 0 £ 2 AR B O T, i [11 560 5T
KB, 2525 ] LLE I R & AR PRI A 2 1 B R SR A e il 223 EMC  (extracellular
ma-trix, ECM)IJUTAR, Z2fif IPF TS E e . L — R ATZH AT DL IR 5 375 2 (1) IPF /) BRA Y il 26
R LR AT 4E A I IO S MEFRIC Y a-SMA (a-smooth muscle actin, a-SMA) I 7K, M $0a) T 70 g J& 21 4
A o e, AT 2 I T I8 ) TGF-p/Smad £ 18 B 982> 55 K K - Snail M p-Smad2/3 73 FHI3RiX,
FFPE s Smad7 7 ¥ HIKT[12], BEMTA0H] 1R & E, ] TGF-g B 3 EMT F)5- 010 B Brit
ZA AR IR AT 255 T TS ) BLM 53 1)/ U ZH 234 TFN-y (interferon-y, IFN-y)7K-F-406F FEZH A
Fr i, 0 IFN-y o2 — A Zoh it e 4 1, XA A H P 4 E TR 5 TFN-y A Kk,
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FHEALFRFR(HA, LN, IV-C A1 PCII) A2 YA il 2 2R 4T AL FR B 1) — AN B AR UE, Yu ZE[ 13 &I, 524
FHEA RS TAV B 51 ALL 35 113% PCIT HA LN Fl IV-C BI7KF, A SR B T 4L .

5. AHEHES MR HER

St 73 (acute lung injury, ALI)R &l B BRI B 2000 R R 5 S0 Mt ve b 5z 4 B A B 40 & PN B2
0 457 407 AT X S 7 3 1 M ) 52 S It AR I R B R A AT VA S ML IR I, RS AR R FE
B —FREREE, WS ECE I E I8 45 A JE (adult respiratory distress syndrome, ARDS).

JIE 2 08 AT LIS I 1755 2ORE PR 140 W 1 17 51 A 8 28 R i ALL [ 147, eskBe B IR 208 51 K 1) ALL
NGB RR AT R FT, Zhang ZE[15|10F S0 R I, A7 25 AAT BLdE L i il 21 234 MPO (myeloperoxidase,
MPO) )3 Wb B Ty A9 1) v PR 0 ) Bl AH 2020, 38 W] DA I ] TNF P 252 2k i 400 s o PR 200 e 1 il
LRI, BRIz Ab, A1 A 0 FH AT 245 T 22 5 1/ BRI 2H 24 cPLA2 (Cytoplasmic phospholipase
A2, cPLA2) W FR A /K 32 35 FRAIK, XN AT 25 E 4] ALL IR ML B2 4 T — DAt 70 % . Lin 25168
TR, AT TG PIREAE ALL KRB, 3 Keapl (Kelch-1ike ECH- associated proteinl, Keap1)
FRIEFEAR, MR EF Nrf2 Al HO-1 (Hemeoxygenase-1, HO-1) R IA IR &, X R IHAT 25 0T LIIE i s
Nrf2/Keapl 15 5@, %] RAER T 40 TNF-a. IL-6 %A, o503 AL PRGN, R, flifilis
RIMGATZE TG, MERER BRI AN P IR R SO WETE R Z 1N, e TaFs MDA & & &
R, X UEIAT 2 ER AT eI I e H A SR T R RE R OR A ALL FR A A . R R B
A DL 5 5 A P B A S I S ) B AR RRIAR iy 7K i S5 B S 2 B0 ALL [17], Yu SF[ 13T FEK
M, AFEFA AT LLd IS 6] TGF-B1 FIEEE R avp3 MIFRIE KR e i )5 8 AU RN 90E OB, 3
AJ LLd@ R ] NF-«B Fl P38MAPK & H [ 3RE K, AT A B ()45 538 B 0E . 3G R 2ORE4H i
(R WATK R R, S I 2R ) SRE OBLo ik, ARATTRE R I, AT25H BeA REAC MG+ PCIIL. HA,
LN 1 IV-C PUFR A 4EA IR AR IR, R BAAT 258 18 Hp U A 2 A Ak e B — 5@ i Pt £ 16

6. AL E AR BRRERPIER

Jiti## /& G (pulmonary infection) 3= B & FE Ml th T52 2] Ve 4HER . SRR AR A DL A B 1 46 J8%
TR 5] 7 475 28 AR P fl K il ] S5 P PR TS S A, i S B 4 PR i A IR o5 R I A WP IR PR 3
A PRI, PR A o Il PR R R AL )M R BB B A L SO R A

NLRP3 (Nod-like receptor pyrin domain-containing protein 3, NLRP3)-5 i35 /B 4L 4 35 15 A 55 % AN vl 4y
(9% 22[18], Huang Z5[ 191385 FHAT 258 TS UVE b B 20 B B 4% S0 B A SRS AL R B, A5 2478 mT DU it
LA ROS =4 251 S 80 NLRP3 55 IL-18 4 1R 1A caspase-1 & 5% 4635 F F%, 10 NLPR3
RAE AN T TR SR 3 BT B IR G (0 BN 2 —, YIRS 2 AE TR RIS, 1 B A SR AR
KON IR TR AL T —ASE R . Qian SE[201WF FU AT, AT Fii e i B 4 S 4% S ER A IR
1 4 g (carbapenem-resistant Klebsiella pneumoniae, CRKP)E G B RIAEKINHIEN, & PF 4B FH
CRKP 41, HANM ATP WREZRETFE, pH WIR T, XU CRKP MBS BMER] 7R, X&
IR AT 24 0] DL 35 A I B T K CRKP, X IRURF CTIE S 1 AT 24 7E U B 75 55 e 28 il 98 5 76 111
K 25t & LA R E S 7.

7. AHEAER R RIERREHERFRER

ARG M PLIRIE (systemic lupus erythematosus, SLE)&— 28 B §1 & HLH AN BRI 5 & o8 5,
HIGRERINH R LR RS, BT RG LRI = 5 5T B UE LR 22 A I IT J7 R [21], FEAKEE
HVNIRTT, WHIRIRTT G BUE L B R TUEER « S M ) B ) A= R DA R S B W B 22 56 4 BhR TT
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H 5 g% OB 5| 9 hE T BUR AL U 28 B %2 B /& SLE R INE I IR 22—, [RIHAT 254 B2 (bt
RAERAE SLE BT A Fih e 17 2 #8100 . T (2315 0 KB, AT2575 R) L] E w4
H IRAK1 (IL-1 receptor associated kinase 1, IRAK1) & H 25845 1 FIEE 740 IL-1. IL-6+ TNF-a /15>
WARIREEA R JE N o 22 T SR AT AR I8 — R 2901 5 SLE R H 5 AR 98 SR S B
X R IAAT AL B G50 IR YT A A6 R K IR FE 15

8. 4518

gr BRTIR, ATETE BT AR R 2 I 2 I R R 4% 02 A GRS S T ) 22 b SR R 1) 43
IR T 2L A R JRE SN o BB N AR RATEH LRI R GEBi I B Ve N AT B T R RS

E&WE

[E 2 5 AR5 4:(82000090); 57 TH H AR THRIIH (2021 YXNS134); 375 2B B &K | SRR
FEERFIHJYP2019KI26); %712 2 e i I 2= B 17+ B Af 3 4:(2020-BS-003)

SE

(11 &R, F6F. AT25H 25 E IR FEBE )], AR EEZ% 8, 2019, 38(1): 105-108.
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