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Abstract: Chlamydia has a wide pathogenic spectrum and can cause a variety of diseases, and secretory proteins

play an important role in the pathogenesis of Chlamydia. Pgp3 (plasmid gene protein 3) is a secretory protein

encoded by the plasmid gene of Chlamydia. It is mainly located in the host cytoplasm and has a variety of biological

functions such as regulating inflammation, apoptosis and autophagy. Pgp3 is also an immunodominant antigen that

can be used in the diagnosis of Chlamydia infection and as a target for vaccine development. Comprehensive and

in-depth study of the function of this protein will be helpful to further understand the pathogenesis of Chlamydia,

and provide a new idea for the diagnosis and prevention of Chlamydia infection.
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KGR — R BRI SAHR E I &
M FF AR R R AR TR YD, ARG N R B ) AT 3
R . 5N R A 3 B,
o ) o B RE B JFAK (Chlamydia psittaci, Cps). fifi
KA JFAK (Chlamydia pneumonia, Cpn) Fl b iR 4 J5
{& (Chlamydia trachomatis, Ct). Cps 1] il i & 2 &
e NFEN GBI o Cpn AL A 51 M 2 il %
RIS B Wy S PR TE B 5 Ct ] 5| RS R A A2
ARG, S I A AR D A A 9 T e A
Z— B B IR A IRYT W R R SE, 5] R R
B Wk, KRB E It o Y RIEAERT

B YL e 11 JF 4K (elementary body, EB) Ji %k |-
B AL, 7EZ0 N T RCEL IR AR, SR R A A o e IR
PEAEAR G K B R4 (reticulate body, RB), RB kK
5 J5 ) EB 404k, 7RI 5 BRI EB 2115 3
YRS A TR, SEELAR SR A ) B AR e 1,
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K& Cps F1 Cpn B4l 7 B #k,  HLAR AR R A
Bty —> 7.5 kb HIEE#E R, JEA 8 ANTT T8
BEAE, Zwmhd 8 AL EL I (plasmid gene protein, Pgp),
B Pgpl1~8. & J5i ki i 25 I DY REAN[F], Pgpl A1
Pop2 & iUk 4E R (1) 00 2L 56+ Pgp5 1 Pgp6 254y
DX F0$5 DLECH 4% ; Pgp7 A Pgp8 2 5 i ki 52 )
11} Pgp4 i 1% Pgp3 R HL (A I &5l (GlgA) FIRIE,
WANE 25 544 55 77 PR AR 4 60, 36k 1 3 i 380 15 3
AT T Pp3 S AR R A K 4w A fr) B B2 EE )
T, WIREME— AN W B TE 4 M T TR B
F, S i ] e AEAR SRR 5 18 4B i) BLARE
RIFBEEAEH . AR CHAE AR Pep3 8 H B 7T
R —2rik .

1 Pgp3miE{I=4F1E

1.1 Pgp3fY 5345 m AL 4FE

Pgp3 52 A J5L K J5UREL 2 AL PR AR X 43 0T B2 28
kDa ()73 WA R, BRI AR R AR Sk G B8 3 1) S 28 L
IR T, Li %™ K Pep3 S EATAE T AR A K
U AR BT b, T POk G b 1 HoA 7 A R EANAE
TET AR . Pgp3 17 WML AN A T HoAh 1 25 77
I, AMRAAE S T BRI 9008 R . Lei %
RIN Pgp3 MAR i A7 A 16k 4 32 A 21 48 B o 52 21—
TR AR SR BURL AR 1) 73 Wk R A, 73 R4t
AIRE AR R A& RB 70 & ORI ERIRZ5 M LR, BRAR
gER) R T Pgp3 4b, I&F GlgA Fl Pgpd R H.
Pgp4 i 45 BRCIR 25 44 1) % 1, 918 % Pgp3 1 GlgA
ExYaf

Pgp3 DL=RMTE A7 AE, BRG] 47 5 VE T
5%t Pep3 HITRBIKH T Pep3 MIRMIIR, H =%
AR IR 5] Pgp3 AT b 75 1 ). Galaleldeen 25 [
FIFH B X AT BRI € T Ct Pgp3 MM A,
RIFLERIRA C i 45 #4)48 (C-terminal domain, CTD)
5 N ¥ 45 # 38 (N-terminal domain, NTD) f = & 4
M e e #e M B, CTD BAA 540K+ TNF XKk
BRI 2 458, $2or Pgp3 Aeiliid fili# TNFR1
WP S A RRE. CTD & [RIYRY A HE Kk B #E
ZAH W R8T (Burkholderia cenocepacia) [t 5E
. AMAR) Clq Bedr FIES 5 IR IH 2 F0F B (Bacillus
anthracis) ¥ F [H 2 H BelA, XL G 4EY %
BHfE . NTD 5958 4 4k ik Qe RS 1 347 b
HARME, AT 585 A S5 A4 (1) 41 M 4= 28 AH 5%
1.2 Pgp3f[R A RIS i R

Li %5 "4 Pgp3 DL GST filif 2 (I R RIE,

i ELISA S23e &I, Rl E a4 15 MR R AR
FHE B IS RA IR, BAG S )SIE ; Western
blot AT 2 15 4y 2 LI 55 Pep3 A& H 45
AR AR PR, SEAMEAEETER T
(chlamydial protease-like activity factor, CPAF) tH1LL,
K Pgp3 e — P AR . APUAEXT Pgp3 (1)
EER AR AISRIR, Pgp3 W T AR SRR G 5 112
WA S I . Horner %5 " J2 B 7 Pgp3 MU e 0vk,
i i Pgp3 XU 5 I 0 15 ELISA Al jA] $22 ELISA X%}
800 Z f IMLIF HEAT R I, & LA 5 BU Jim &5 B UK,
Pgp3 Ifil {F FH P H 28 5 157 5 Pgp3 XL R KO ik
ELISA il & I, 83 44 7E 26 & 5 YR il hy BH 14 1)
BEMMIELE 12 a2, 138 Pep3 JrikrE A
A R 4 77 4E . Danavall %5 ™ 3@ i b #¢ Pgp3-ELISA
F1 Pgp3-MBA (multiplex bead assay) ¥F{ffi T 2013—
2016 SESNK [ i BEAVE SRk i 2 14~39 ¥ &
P 1) C L3R FH P 00 » R B A v AL HH R — 2
{H Pgp3-MBA B & FH T~ R A il & 1R R o

Pgp3 115 4 2 J M $R 7 AT DA Dy v £ 1) 9%
BARIEDUR, 7E T AR S A R e b R R
Li %5 " il 4 4 Pep3-DNA JEHi 37 1 Ct &G/l
RS, R BB B ) /0N B i DN B R 1O
LB R s YR (26 SN SIS 1 R NV =
K, Ui W] Pgp3-DNA & i $: Fi 5 W] 0 5 /)N B Ct
HIPURR YL RE J1. BT DNA W E RS N2
FROAIG T 28 Ji 1 DA S 40 g 4 DNA (1) 5 [ fi# 4%, DNA
P& WA AR AE LR Tl K . Luan 28 ' 5 Pgp3
AT /AR SR, KIN Pgp3 RETE T/ BT
AR S M IS TR AN 5 1 Thl 20 S N2, I
H ARk R AEFEIE BRAC 54K (Chlamydia muridarum,
Cm) F7E BR ARG OFE FAK . BRI, JokE S A 1)
B Pgp3 WA A A 2 P BT LA L

2 Pgp3fEURIER R ENH

2.1 Pgp3EUHiNERTIER

R AR AR SRR @ A T, 2 R
U SEREMEA 4L, RASEHEWERK, H
FERNAZ, Sigar 25 U SR AN [R] 9 A< R B R Ja i
ANER, R ILET AR Ct B b bE IR SR R bR B L EE
JHRE AR A 1Y) B 0 PR T Rl i e A AR B R R
B 1 /B 2 i SR 186 58 A JELAA (1 5073 1 o L 25 17
WL B S UE T, Pgp3 Bk 2 B AR AN BE T 5
/N BT IR BRUK, 371 Pgp3 e AR LA IR e 5 B
YN A () /7K 7. Huang %5 " K Pgp3
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N %y C i Bl [A] 45 A 4 2 1 C SR /N ER, 45
I Pp3 N s AT A ) 45 44 35 5k 2 AN RE 155 i oY
BRUK, M C a2k T T/ BRI FE i U0 A AKX,
Ui BH Pgp3 [ 45 i) 5 B M o T A4 i 4k Jak e 5 S5 o
EHUKIEFEE ., 281, Pgp3 I{LHEAR R AN 4 o
EIE, &S ERONE SO FRUKCRI PH 2 550 A
NN T 3 RS A 1 5 9 1) O e, 2 Pgp3 IS0 L
H T — P AR E AR B T B E .
2.2 Pep3EHIKRIEAEETEME

A SRR 22 A SRR, AR SRR B e A B
T8 J T 5 e bt b S B i . Shao % 1V j@ it Pgp3
S R AR RN Pgp4 w2 ok B 18 42 b 8 I e P /N B
Ja KDL, WARKRY HE B %iE. Pgp4 1= Pgp3,
1M Pgp3 4§21 Pgpd [k, K] Pgp3 J& 4K J5 14
FATEAHEFE B E BB EEE AT
Zhang %5 P @) Pep3 BRCHRIE B R B IR ER
SR BE /N BT CSTBL /NER, R IILAE B WA 21 5 IR 5k B
INERHRAE I B A T RERS U B R I, 1A 7E C57BL
ANERARRTIN S W E O B R AR B SRR Y
T, 1 Pgp3 REMEHCHT B BR, MM AE 45 A< S5 44 8 1
TR BgE. FIRFFFREEB, Pep3 ol DLy IR
PEBERE, (2@t Cm /BB HiE. REHBEN Cm
WEUR B EIERNEE, HEREF R Cm ol g 2i#E
i — R A R AR A FE I Cm B0 PE BV . BEAT
PASI RSt Y, 38 0] DA 31 E RORE OB,
JR A B T (1 A i AR B5005 1
2.3 Pgp3R{R R1ERH

K JF ARG TE 322 J5 m 5] ek i gy, S
TR T J B P2, Ct R e 5] 7S i b JR A B 3 R
i S B BURZRE R AU gk ) AR R, £
Tl % 9 4 Mo I8 7 A A R 7, S IL-1a. 1L-6,
IL-8, IL-18, TNF-a, ¥JH BT KEAETE S R IER
P AR R R E B 2 A RE S BB T A
SiE IR 1A= A2 AT 5 RS U A 98 0E S o Zhou 2 )
WF 98 % B, Pgp3 ] % 5 THP-1 4 fg 7= 2 TNF-a.
IL-1B A1 IL-8 S5 4t M DX+, (78 {3 FH 4 S PR Bt
TLR-2 $ii#A )5, Pep3 5 S =4 4 IR 7 &5 & /b
$2R Pgp3 Xt AE K 71 F/EA 5 TLR-2 {5 5@
PR IR0 A 55, Cao 25 PO B R AESE, Pgp3 il i
% p38/MAPK {55 1@ %A1 NALP3 28 5iE/IMA F IL-1B
A IL-18 19 7= 4 (& 1). Dong % 7 Hj Cm 43 5 &
e TLR2 S [A] B /I B0 TNFR1 3 [A] 65 Fg /)N B
JRI TNFR J5 PRk e /) BR 4 B9 /87 AR K (1) R A= 2= 0
P RV B A, TNFRI {35530 BR LA I &

MU AR B, A fedE— PR AL
2.4 Pgp3gIHuATIER

ST M R T R b BRI A SR AR K, O g
IR N, H 2= SEALHG P AR 5 s
MR E R, AREAR MG T 2R E 3
YA T SRR P B UR I, Pgp3 Al B
PI3K/AKT 155, {iE @k BSR4 5: A 2 (mouse
double-microsomal gene 2, MDM2) fif i 14, 1 M 4 ity
JIRANAZ, ISR P53 72 25440 i A T 0011 4 7 1 (&
1), 8 A PI3K ¢ 5 1t 417 1] 7] LY294002 1 MDM2
41177 Nutlin-3a #1] PI3K/AKT 3@ % 1 MDM2-p53
M EAEH, KI Bax F£i& FHA Bel-2 &5 K i,
P T E WA NN, IE 5% Pep3 i8It U PI3K/AKT
i B A 5 MDM2-P53 il 411 1] 28 b7 44 A~ 5 1) 48 g 7
T2 P, Pep3 ML AR A Bh T AR AR R 5 32 4
AN AEKKE, 588 EB ) RB 1848 Wi 16 5 4>
2 EB, $im A R AR B e 2, 38 0 R Ak
HOw AT RE
2.5 Pgp3tviR BEE{ERA

H W R S BOIRAS N 4R IR BE RS 1 —
o B AL o 4 6 30 5 A A 4 4 B PN 2 A 1 )
AR, PR 0 — SR Al A4 R S o
P 4N MO TE RO A T BT 521, 4ERRAN A ) A5
fads P, DIERFIUR I, KRR LU S0 £ 40
KA EWE P, Pep3 fEAK IR S AT S 40 1 v
MR EHEETIEM R ES S R, Pep3 i
P HeLa 45, BWRA ISR D 1 425 3
(LC3). Beclin-1 1 LC3- 1 /LC3- 1 Ky T-0 i
Y. Pgp3 AIUE B IS R A P 5 S (protein
kinase R-like ER kinase, PERK), {£i# MAPK/ERK 7
M fh, 4955 R 9S8 5 H ) B (unfolded protein
reaction, UPR)™( [&] 1), UPR "] LA IRElo. PERK
FATF4 = B2 28 W05 & B {5 S8 8%, M
BOG AR S T, B MR E AP,
Pgp3 B YL 15 3 40l J5 3805 (19 UPR 1 R ML A R
WU 1R IT A SR AR 07

LR A [ W A R R P VB 2 R EZ AR
Py 20 A Sk 42 i) 28 4 5 B f — b W ML A B
BRI, Pgp3 &Y HeLa 4if )G, milfe Rk
5  BI1 (high-mobility group protein B1, HMGB1) %
ISHETN, KRR T, FEH LC3 AT E MM
SENL TR, Bk HMGBI1 7] LA Pgp3
FHRI AW B 1), Pep3 By 40T UPR
A HMGBI {15 B4 & 2E F I, SKIRECE 2 18
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Bl Pep3BiERAER . AR F0E M

I T (i i3E L
2.6 FEHILL-37HEBAE M

LL-37 @ME—fAE T AR PUE AR, A IE
R S B AR I b R i, T DA LR A
AP B A B UY Hou 25 MU HESU R I, Pgp3
Wit 5 LL-37 g5 & it e &4, i Fl
LL-37 (A ARG (B 2) o B 15 4544 43 BT R IR
Pgp3 [ IE] Jr B = BB 45 14, 5 LL-37 AL,
PR Pep3 i@ i A E] B SR e 45 M 5 LL-37 R
FasE Z AW, M LL-37 /1A JE 4K 3%
LL-37 Bk T HUAR SRR LSS, 38 n] L™ 9% 5N
AL b B 4 B3 WA A2 7% 4 LR 5 R4 55 R RE 4H
Mo W5, Pgp3 mI LARH W LL-37 ¥ A\ T
= 4R IL-6. IL-8 724 F1 LL-37 i 5
() o 4 e Ak 3 B M. Pgp3 RS 4T LL-37 U7
TRV A R T A S AR b N LA )i B, S RS
JER Y T A AR TR A 75

3 Pgp3xTEEEHMIncRNARIARIFIZ{ER
Ct /&% 4% HeLa 4l iy & T 800 R A MRIARE

ARk B, T SRR R 9 5 e R R A A R R
SRR KA W, Pap3 FE A R AR R 4 5 ) —
Rl A, Zou 25 WML & A B R LR
SR REFE YL Pep3 FEH £ HeLa iR 5 314 NMEHZE
S #iL, qRT-PCR Fll Western blot 52 56 iIF 52 H. o7 9
PR /e 2 Rk, H HMGBI FRiA | 40
il T8 MM T . Pep3 X E EEARIAR A HEE
H, ZXerRRRENEASEMAN. Wi Le s
AR, WO BARE LA R T — 2
B Pgp3 FEA JEAR I B BOR HLI o

KBEAEZ Y RNA (long non-coding RNA, IncRNA)
R E T2 RIET NMESFAL N —FAS Y
Yt i HACEE S KT 200 nt (R SRA, 7RS0T
EY R  R I EEAEA Y, Wen % B IR,
Ct /&% ¢ HeLa Ji IncRNA FGD5-AS1 % iA& Eifl, If
i i Wnt/B-Catenin {55 5 18 2% #0 1 40 Jfd 8 7. Luo
2 VSPLEE 52 % B, IncRNA MIAT fl ZEB1-AS1 i#
5S4 A miRNA 52015 & mRNA )%, #iK
urE F A T TRt Ct Fral ik gy, Pgp3 &
A% A 5 L G A f — P R L5 )[R, Wen &5 B
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() pgps

W LL-37

<:> sk

E2 Pgp3tEinLL-37~EE

{5 IncRNA &5 Rl 44 7 Pep3 Jsi A2k (1) HeLa
Y0 IncRNA [)3I51E, Il A Y1E 50
M TP 9256 & I, IncRNA ZFAS1 £ik L3 5
MAPK/p38 5 ‘5@ $HkPifE FA4HME T, RIS &
INZESFRIAN IncRNA £234 271 Fh, {HIEAE Ct BUH
MU R R IV IR AN 48 . fR4E Ct J& s HeLa B}
[N, 225269511 IncRNA AR, 1 H. IncRNA
FEAR A (5 A R [, HoR A B shRE AR — 30 B,
AT A9 AIE 78 i SR A AN K W] Pgp3 i 4% IncRNA $ #
T-IAER, 15 Pep3 MIEUHRMLHIAIRZ, IncRNA 7E
g b AR IE AR 2, H AT KR A 2
DLk B Pgp3 # ) I 4% A [A] 7 IncRNA A 177 & 5 A
A D ReRE T e 2 Ct &g

IncRNA I mRNA KLYz H TR R 500
R or PR, R 7 B R e RN 4 B R
45 P, IncRNA 38 I 42 mRNA 9% 55 A1
Mz 2 A BEPAEY LR, w1
B AT B AR 37 (cytoprotection) 25 B, I il Pgp3 i
1 HeLa 41 i 32 2 mRNA F1 IncRNA [1 3%,
it AEYE B AR AR TR IncRNA F mRNA 2 [d] [ 56
Z, A f# AT Pgp3-IncRNA-mRNA #H H {E A X 4%
A RT3 T8 % Pep3 18 A J5L A4 ik e v (14 S0 AL 1 1)
N, CtRG 12 WG T S AR 37 1 S 2%

4 RE

MR, A TR AR IR e 3 BRI AR L
PUER AR AR R ARG, (BTN 24 T BB 46 1

hn, it EA AR SEWERE T TR, K
AT G PR . Pgp3 2 JiRE G A 1 Ak — —Ffr 23 Wb
UGN R R, AR SRR O I R R B
J1H ¥ Pgp3 BIME % AF H Be % 5 85028 JE 18 &0
Pep3 MIPLIHT: . 2 B WA FIPT B R R, AR
FREFEAEN AP E MK, a5 kKRR
Je, FEUIRMERZ, Wk IR s A2
H AT 5 R B, Pgp3 HIHUME £ 40 i 7T 5 30 mRNA
AT IncRNA Rk AR, T # 40 AT T,
B2, Pgp3 HAAITIAE R T AT IncRNA 9% I8 75 3k
— I, R A BT B T DLd iR A S A i
i 4 B (1) Pgp3 AE J9 B8 SR 1 RN EE TS A T, B
RIS R I . 7240 7 fif Pep3 1 EUH
MU, FIFH Pgp3 il Hi 12 Wbt J5 A ) th A ke
AR, TR RIS TR A B LR I R

(E £ X #
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