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Progress in Chlamydia plasmid protein Pgp3
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Abstract: Pgp3 is one of the products produced by a small (about 7.5 kb) but highly conserved cryptic
plasmid contained in some chlamydiae. This protein is secreted into the cytoplasm of the host cells and
known as a virulence factor associated with hydrosalpinx. Its native conformation is a triplex that can be
recognized by host immune system. Pgp3 can neutralize the antichlamydial activity of human cathelicidin
LL37. This review presents current research progress on the structure, pathogenesis and applications of

Pgp3, and provides the new sights in chlamydial pathogenesis and vaccine preparation.
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JEAK ( Chlamydia psittaci, Cps) Fl 70 HE A J7 44K
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KEB G A SR o 5 — A B vk ok, B Ty
G BE QR SFS TTZ AR AE T Ct, Cps B AR Jt 4K
(Chlamydia muridarum ,Cm) 45 Ifil 5 %I /b, Horp )
Ct il Cm BRI TS H Az . Ct F1 Cps JiURi
It 8 L S HE Copen reading frame, ORF)
ORF1~ORF8, HIEE:E i) Pgpl ~Pgp8; Cm Jii ki Ji
i 71~ ORF, £ B fi g i & [ 1) D REAS [A] , Pgp7?
R R A B AR Ah e A AR S ) A OCBE BR H, Pgpl
Pgp2.Pgp6.Pgp8 Sy G A 447 F1 &2 il fir Wi 5 » Pgp4
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Pgp5 T it S 5 145 Y (0 PR IR (1) 6 3514 5 17 Pgp3
SR M — B 4306 ) 1 2 40 0 5 e ) R AR L 7
K AARBCR AL R E AR, — LR ER R AR
IR BURL BT RS . A SCEE Pep3 MBS i e it 4T
SR

1 Pgp3 M REFE

Ct [y Pgp3 H1 ORF5 %ifth, L Fx Ky pORFS, Hi
264 NRILTR AL, Pep3 (1) K IR G514 Sy X o3
Bt i 24184 000fY — SR, AR I G 10T ) A 2 Hi A
APRBIH = RIRA DU S5 . % F il
A BRSNS AW 5 MR R I3 W
S LA A AR

Galaleldeen S5 5 i X LATHHHART E T
Ct Pgp3 Wy 451, & B BRAR 1 C I 45 44 4 (C-
terminal domain,CTD) & N ¥4t #43 (N-terminal
domain,NTD) iy = 5 ¥ i SR e & 2 i . 1% — &
B MR R 2 0P AT s B RRIR B AR M 5 AR B P e R
TN AR B T — o 5 L P A TR I e 4544
Pep3 J& 55 1 el A — A58 B =1 8
VRBELEAN B . IS R R BLAE A% AR 11 B
DNA #ifh 52t . Pep3 B URHELS 14 A — I
ZERIZRA T T4 WERR B IRELS A IR B AT 4R A
P8 X8 L KB AR N AMR B e 8 — R
N AT R A 5 BEAR KR B NTD 5 B
BELF 2 FAMA LS # t A AH RUPE . Clq S b Bl b A
Cl (B Z T HAM e 5 Pgp3 CTD 454415
AEARL, 308 3 e e 52 6 W R U0 5 R 2 SR MAGR 1R
TER IR G e e d 2R s Clq fg B4 Ml % 4 A B
TN s A FH L 4 B DR R T A WA FH S 2
TR

Pgp3 1) CTD H A& 5 % I8 7€ Kl 7 (tumor
necrosis factor, TNF) G 53 AR IT S 4544 B
FEIE CTD 1Yy [a] 6 G 6o A4 456 >k (41 5 B i) e 4
2 .C1q 7B SR a3 i T TR 2 AP BE I S A
I BelA, Y HAT AW FhHE ™ . 1 NTD 2
SEAE R R RE 9 S R 5 4 1 R 22 R G
XK. CTD iy TNF # X35 BelA #4514 A5 2L,
BclA (%) NTD fef ffi TNF A 4544 358378 3 o o T 4h
i LA 6 B FH A A % B 5 Pgp3. Be2L-C Al
BelA (% CTD Sy 5WiFLah ¥y TNF 505 i 0t i A7
LIS 20 BT () U5 G A . Bk Ab , W 1 AR (PRD) i 58
A EAA IR TNF R X8, %00 28 8 A e s
4 ) R B A T SR L B e AEDN Pgp3 B9 CTD
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DX T BETE A = 200 e R % fk A 240 L 9 0 5 7
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JEUPAC IR 0 A 3 200 286 B R G R 1 5 T T S
HEAEH]

2 Pgp3 AERFEEHFHIER

2.1 FEHERERK
Mosolygo SFARSMIFFE & B Pep3 Al id i 30 4
M1 AN 58 5 i B Cextracellular signal-regulated
kinase, ERK) Fll p38/%z Z¢ J& 7% 1k 5 M ¥ B
(mitogen-activated protein kinase, MAPK) {5 5l
B, S THP-1 40 g 7 £ B 40 8 A R 1
(interleukin 18, 1L-1R) \IL-8 , TNF-a 25 Z Rl fij & 4
MR T, FFUESE Toll ¥£5Z {4 2(Toll-like receptor
2, TLR2) % 5iZiF S HLH . p38/MAPK il &
MAPK i e 7 A2 R E P 7 1 B A5 Sl aE . A
21 B A5AE AN TR ) ) pORFS f@il & 2 H 28 /N B
[Fi] — IS (I Ab AU T3 5 A= B 2H 21 & IR A i 21/ B
fi G A8 2 2 L AN ) A 32 0 Mo i RO 32 L/ ER
BF38E -5 200 i b 985 W % 1M ¥ T TNF-o IL-18
IKF-H4 52 v TR R 2% vh i (phosphate buffered
saline, PBS) % B 20 . 3R Pep3 gl fi /) AR
FEEZHEL, 1 TNF-a, IL-1B 4545 5E RAE K F 7K1
ThE .
Cao S5 ] Pgp3 JFUki A AL THP-1 40, %
i Pgp3 BEH# NALP3(NACHT, LRR and PYD
domains-containing protein 3) %M & & & mRNA
Fik, b At p38 WM AL . IR I REAE HE TL-18 F01
TL-18 5L [a] AL AR 1 1 #2357 . NALPS 4
PS5 1A i KA B R S 1 2 e 2 R 4R 1 g 1
(cysteine-containing aspartate-specific protease 1,
caspase-1) , NALP3 HI ASC (apoptosis-associated
speck-like protein containing a CARD) 41 A%, 7] i
i caspase-1 BY Y] AT A TL-13 1 TL-18 15 fk 4241t
T a0, 3 — 4 B NALP3-siRNA, ASC-
siRNA #63t THP-1 4l ffi ol i caspase-1 4 5 P41
il kb 3 THP-1 40, 74 Pgp3 Hli# THP-1 4f
JfL A B TL-1B8.1L-18 k4 B A%, B Pgp3 i i
Wil NALPS RYEE G755 THP-1 4073 4 TL-
1B A1 TL-18; p38 Wl R Al 7K ~F- 5 X B 4 AH LE TC B .
255, RWIHE NALP3 Xt p38/MAPK {553 [ 1%
S 5 T ] p38 41 il 7] 79 Ak F 40 g, 5] Pgp3 il
AN, TL-18.1L-18 3R 3K 7KF- 24 B i R B, 47
Pgp3 #i% HY p38/MAPK {5 538 % e 52 il NALP3
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TG . LA EZ5 3R, Ct Pgp3 #814 % IL-18.1L-
18 SFHT A 0E R 7B 1, 7] g 5 3%0% p38/MAPK {5
S O, st NALP3 4 P& A AR il i B i
ARy TIL-18,1L-18,
2.2 FERNERENEESHEF

Liu 5543 51| #4) 1 e 2% 5T kL HE ) Pgp3., Pgp4d &k
Pgp7 ) Cm S ALKk » 388 3 AN [R1EB A7 Jg 4 /N BRL LA
RO BIRTY . S5 BN, H Pep3 5k Pgp4 fit
M) Cm F AL BRI /N BRI AN g 5 3500 U0 48 TR
1M Pgp7 ik 1Y Cm 4 AL R RE IS T4 U0 A5 AR . itk
Fh, 5 Ct #1l, Cm 1y Pgp4 12 K ¥, Pgpd 6t
ST W] AR Pgp3 ik 1 Pgp3 i AN Ak i 3 5
M Pgpd Kk, WA, Liu 58 K AL 8K Pepd 1Y
Cm FEALBREE IR I AN 3] Pep3 BEH . Pgp3 Bkl
SR A4 FE i (lower genital tract, LGT)Cm %%
/D TE DT Bk (O NP S, b AR FHIE Cupper
genital tract, UGT) #7159 Cm %t A FrBE AL,
DL BB RRWT, Pep3 ANH RS T /) B i B 48 B
S/ U B0 A8 AR 1 1 800 R T HL 2 Cm
FEARBE I8 A A7 R R B s B R A, Rk
Pgp3 [ R AR G5 S Fe e 1) = R4k, CTD 25U T
TNF-a 32 R 45 A 305 W H T 5838 i #0% TNF
K 1(tumor necrosis factor receptor 1, TNFR1)
5 R Cm 75 BP A A
2.3 HFIAER LL37 MK R & E 4

A AR A% e Pk L 4K (elementary body,
EB) 735 2115 3 4t A f 5T A0 Rk e Al 48 B, AN AT sk
e AR S A R DU ) 5 Y 20 I AR R BT
JKo i LL37 SHHU i BRI o —£A4E T AR
UK o A2 rh M 40 AR R ORE () 2 L I A7
TETH PR | A% A M 2 20 K B T etk e
G i, BT — 1 AR R o R R
Hou SEWFFE A B, 5 5 F BT B I LL37 4b PRATAH
kb . Pgp3 5 LL37 H:[a] 4h BEA 40 i TNF-a 357K
BETE. HAh, H Pgp3 5 A A 2 ] b 3 41 i
J5 s LL37 [ 3K K AR FEAIG, #2755 Pep3 fE Al
LL37 a4 pg 3 il A ST AR . i — 2D R 5e R W
B Pgp3 e T imr . Horp ME ISR . BRIT A
KL, Pgp3 S i H: o ] [X 48 (middle region of
Pgp3, Pep3m) 5 LL37 Z5& T8 it & & i v
LL37 WHTA S AT 1 . PR R ] Pep3 REME BRI
JOROXSH A JEAAR (14 2% 5 » ZEAR S AR B0 vh A 4 d A
HsFpr FI/E G T Pgp3 1) = RIKLEH .

2.4 FHEBPHNERPER

AR, A /N BB X6 SR B2 Ak R T 5
KA R BB AL A T R WPk R . Sigar 45
SRR 388 o A T SV T RN BRUS S A B ORS¢
BT JC ORI Ct F BB bk A FE M E L e
B REAL. RUITE/N BURSR Bk R R IR Ct
R SR T S 3 R Cm B /N RS
Cm BYy it Al 8 5 BRI, RN IF 9T B, AR
NI A R T S A 7 72 DAL= N1 (1F7 = bk A
Cm ARBTG5 B o 807N BRUAS 23 H 20 4 O
BRI, i B, Cm Al Ct B R RETE#2/
SR B R sh W g g S 22, H ok &
H e/ IR — 2 B PR AP S i  Fh R 47 4
S JFAR TR i Y 8 N A WRERR .

Li S pIF 5 W], HT Ct Pgp3 DNA $£ # G fi /s
BT /I B AR B G A AR R e B AR R Y
Ramsey %5l P R AR 2 Bk Pep3 9 CTL2 #!
WA 22 FTIE B /N R BF 9T Pep3 78 A R AR B0
MIVER . 45R LB, AR LLIC R ) Ct BBk, 58 48 5
WL EEAR B S AL B TR R RE A 808 i B L T 5 2 1
F e N ik — DA EE Y Pgp3 il AR 28/ B
FH3E 300 5 RISl DBk S N 225 il UGT 4 2 Ik
Y [ R PR, Mosolygd 2575 /N B T 1 5t
F 4l Pgp3 Hl Pgpd [, % 3 I Cm J5 .
R I /)N BT 28 2 e A i A 28t b 25 AT AT B
v T4 £ (interferon 7y, IFN-7) K EFEARST 5 FH ARz
/N ERARAT A I35 ZE AR N AP 2EAT Cm Fh RS2 S, & 1
/NEUIZH 2 Cm B8 IF R BRI T B i /N B
3B CDA ™ GUE 4 B ixk 4k % 72 J5 /)N BRU 2H 21
SRR B REAR, DL S5 SR R , Pep3 XA A
R AR, B RIAEE T RAE R HE BT
ARG % e /INEREA — s DR AP VR S i
PRI VEH B CD4™ 4ilig 5.

3 Pgp3 R—MEBEABNE

Galaleldeen 25X} Ct %) Pgp3 25 #1704, K&
MZE AT HRZ W M55 IhE0, 5 5Ptk
B E AN AT B A A DG A I ST R R A
B AE IR B D S5 RRAE . A, — B A 80
325 T T BB T A A D R SR g e — B SRR AT I
A PR B i 7 25 T TC e B SR e RN, L SEE
e W, Pgp3 A% M2 5 T e v/ A SR A4 A AL Bl 2
b ) B I I ik e A A D AR T /)N BRI o D A
JRITR A E 5 BRAZ AL . R B Pep3 AR v X A S 4
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SR BAT — 2 M R R . DL R 25 SRR,
Pep3 £G5S0 W RRAIE » AT SR A T A8 1 1)
BLi% N

Pgp3 1 & — > FAR A SR AARRE 5 P e e b e
A RE A A A A I A2 W eIt e P I S5 AE
e Ct B Gy 1% 2% J0 3 8 1 i & B, 76 Pgp3.,
CPAF., CT143. CT101, CT694, CT875, CT813,
MOMP. IncA #1 HSP60 ix 10 ff Ct Sy E N
h, Pgp3.CT694 Fl CT875 4H 457 1 i IR 2 52 46
S5 5 T OB AN B 3R A AR 4 ik
97.73% (43/44) 1 92.86% (13/14) , iZ &K H 4 & %t
Ct fi A (1) R 5y o e 5 FE ik . Horh Pgp3 1Y
PR MR, PO KT e d i, R B Pgp3 W AR A&
JEAAIS W 9 fe e BT . Horner 45 3/ A5 % 31, H]
Pgp3 XL Ji e o0 il 16 A 95 W B 3 3% (enzyme-
linked immunosorbent assay, ELISA) #;:ill] Ct it 7
WO = TR Se Y [ 4% Pgp3 ELISA, H7E K 28Uk
Ju Ct 1y L AR N se A I 21 Ct ¢ 2 19 Pgp3 it
R AR, Pgp3 A SRy Bt JE ARG I A 5 {4 Je e
Jz i L O R A5 i B T A 4 21 (World Health
Organization, WHO)#EF . W FH Pgp3 S i
FEIE VDR A 7905 27 8 A, ] Az I v IR S 51 I i 7 —
WYL R

4 Z5iE

Pgp3 J& NG A S (A 18] (4 G e PS4t It
TEAR JEUAEOR Fh kL E 24 L T AR AR B B
Wl E A BEH T ARV SR A R AR K
JEE NS CAFSE T Ct 1) Pgp3 Jk X 45 1 Al
SrUifiE. 7E CtBGRAIr AW I . H AL B
SER TS BERAM A Pep3 #ilfE Ct B2 H 52 Wit
JEL Ty Ct ISR 16 5512 Wi T R8T 9 U 18 75
P2 %) Pep3 B BA R & A | S A A
FI#E5E
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