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Abstract

Chronic pelvic pain (CPP) is a common and frequent gynaecological disease, whose etiology is
complex, difficult to diagnosed and involves diseases of multiple systems, common diseases such
as endometriosis, pelvic inflammatory disease, interstitial cystitis, irritable bowel syndrome and
pelvic organ prolapse, tail bone pain, et al. Pain is a kind of nociceptive feeling. The occurrence of
CPP is pain nerve conduction process, mechanical stress and inflammation stimulation are the two
main reasons of CPP, in the process of the nerve conduction of pain, neuropeptides are also in-
volved in the regulation of chronic pain.
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1. 5|

18P 7 [ P06 (Chronic Pelvic Pain, CPP)J&# WLIIE RN, PR F B T2k IEHE. FERRHEL
B, MRV K PESCR, —MFEs 6 MHLL L, FElRT ek, & EAYSFARIEIT[L]. CPP
KIRRRE , IR R 4%, ¥ KA 18 W ERADEE (Endometriosis, EMS) . 71 46 14 <95 (Pelvic inflammatory
disease, P1D). 7 fix T %8 i 3 (pelvic organ prolapse, POP). & Jf (coccyx) % » A& — M =M 3Z, CPP
() A 2 P 9 I 2 4 I T R R T 403 T PR R 3 BB T I AR A S R o BRI 7 0 4% 19 i
CPP =AM FEF K, TEATBI A L S fE, WA Y2 518 Mm% .

2. MIBEERMGMWES)

71 CPP B R 2K 2K 2 BUR RN K AR SRR, R TR M 2 3 A 21 Al Ak 20 23 2 18] T R
ity (RISl LRI R a8 R s H M8 B 7 AL A f el % S BUR, B3 T E R AR RS
DX, NG EE BRI, B8 L W) B RURIE A AT 2 B SO [2] o 1 A R SRR 2 B R
TR ARE SR BRE , WEERERYEBR . T B WSRO BRI EREE A WRFAR B sE,
RPN Sy SR R VEAM I S5 . UL ORUR . T, B SRS 2 1] B2 PR I
SEOK G, GRS ML, JCHRIREIRIE R EMS T E EM R RS AR . A
PR AT SR ERL . AR LT EAIK RS ANE[3] [4]

B T TR T T S IS S A 5K G DR A, A L PR AR R K, B ZE Sl I bk S R T
ZIERE Pk 25 £ 93 D S A - 8 R OHL 2 2 s U 2 B SR A B B TE N 2> LR PR [5] L I E
fi s, [ € M BB 2 B A, R BN RS E R, M E R AR A 7 E A )
WA, FEURMERBC S RS E L T I, FESHIRFE T FRMENR] 2 HELBI[6], EATE HEE. dmAlmt A
NI RA T, O AR AN PRI o T LEATUH R 3R A2 (3 A0 7 i IR B2 2 IR B LR F
AL, [ AR P R GRS T

3. HERAE
CPP % LI #B 5 LA 2 A A R BT, BRI RIS, B Ay, A PeRmifs 5. %I
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T, AFaaR

(1 9RE K B 9E LA 3L IRIRSE R Tea BELAE KR8 5.
3.1. BhJBIAFTEEF-a (Tumor Necrosis Factor A, TNF-a)

TNF-a J& — P e JORE K7 A2 A5 R 7, 2l Thl 4043 WA[7]. CPP BRI FEh TNF-a /& E %
I JREE T . 24 EMS KA, SEAOLI0T 5 P B I ol LA 7 A e g i, 8RR s v il
Jis A I bk B AT AR B N, W K= ) TNF-a )2 IL-6. IL-8 2541 ¥, H TNF-a K &A1
EMS ™ H 2 FE BUEAROC[8] [9] [10]. PID KA 5 P 4 K & 28 REAH IR E , A2 TNF-o 2 W3E
e, TEHLHRIEREE, TNF-a KEIRBEIR[11]. 2S00 R AERS, JERYM. B . bR a0 i ss
WG BBURL, BETIE N TNF-ar, NF-xB {5 5 B IS P0E, 98 TNF-o R, (23 TNF-a 1)
Fik, R TNF-a 383 F R BHLE] BT NF-«B 5 55, —#MEEH, FEES b R
PR P A2 AR TR, T ORI S 8L, 3 B W IR S REAS 53— 2P TBOR [12] o MR RAY B8 32 25 AN B 2 Rl
B, AR IS RS, RIS AR .

3.2. B4ERa4Y FE(Interleukin, IL)

IL & FORIE B4Rk, 1ENMRE IG5, vT L 2 a4, MES 5
FIET 22 5T AR B B AR . IL W] 40 R R R AT R R RS, R R IL-1, IL-2.
IL-6. 1L-8. IL-12, Hu# -+ F 2% IL-4 A IL-10.

2] 18%/1) PID HE 3 ffis 2 SV R ARG R KV T B TT A A A 18 B 2 s 0 1 Ve, 1) 8 0 e
JOL AT S PR R . WAL IR[13] PID RERYZH K BT 5 Fh A b R AR MR BRIV« BRI T . R L,
SYEANIE AE . KE R VA RIE K R S T, s T E A F IL-18. 1L-8. TNF-a /K-FFhE, 1L-10
GEBEE, PRI E KBRS LA IL-18. IL-8 S R F AT FEIK. FiR KT IL-10 58T,
T ERGEL b R 20 B ) 28 VR ROREURAR 1 BH 2 ) TNF-o B30 Sk B PR . M it 55 (1) s A
R, EATHUER S, B BIHT R BURIE A .

EMS Sz LR BRI, 5 SEUR I AE R S, SIEME . DNEARSEAE . AR E[14]0
%% 50 BIIE IS T R 1) EMS B I35 AN IL-6. 1L-8 M TNF-a FiEHm T IEH &, XBBetm%[15]
W) % B 5 R LI% (Adenomyosis, AM) & A0 E 1L 1L-10 AP & T IEW &, FAREIT)E IL-10 B3& %
fiX, HIL-10 &5 AM JREL G R BARE I 0, A i, IL-10 & & Mm . R EMS fl AM
R R e S AR S Z80L, 77— RINVRIER 1, (LRE O N IRIIRIE . A ed, 7 A8 MM .

3.3. #EKEF-p (Transforming Growth Factor-g, TGF-p)

TGF-B 25 #RERPLEA M, BEAPLRIEM, SCHERRIER, TGF-B /KT 1 s B 23 e B 1) 28
FEFERE, PID AU/ T2 24U O A AN I TGF-B /K A AR A4 BT m, B J7 &id
BT R HEIGIT 538 TFE[16], TGF-B /K-FHIBEAK 5 B PID AL/ B -5 A0 P SLZH 24 1) 20E S RLIAR
[ A

EMS B G XGRS TGF-pL /K FRIZHE S T IEH %, H TGF-A1 &85 EMS 4 FEA R
FERIEM . TGF-g 25 EMS MEURE A £ %i&1%: O TGF-4 1i%5F miRNA-183 KA ] NK 41
H M DNAX B 12 IR, AR NK 4R R 2 A e LRI E 5% S, BUERALR
PR ATt B 25 5 T Ab T RS 512 28 [17]; @ TGF-p A #0E Wnt/g-catenin {5582 5 EMS 4 4ifbid
Fe, IR R R AEAL N IR TGF-AL /K- AT B S AL SR A I 1) oSMAL | Y. CTGF #1 FN 1
MRNA [J3RIE, SFECHAL AL P I 57 20 i R S e e iR e 4 B S5 BRI [18); ® 734k, TGF-B l =ik
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Warburg Z¢Ri[19], BEEZ M SHE K HIFIA. PDK1. LDHA 7£ EMS F:A7 A IR IA 7K1 T AEAL I,
JE AT I A BB AH 23 BL OE A 2R RR T = 7K P HIFLA K SLC2AL, [Hi TGF-A1 ] it A 7] 5z 4 i 7= 28 FLIR
FLIR 2> 1Y 5 20 A AR 28 PR IR 0B AR U TR R 8 BRI BRI PH B B SUPT Ve A R R IR S 1) TGF-B,
T HIFLA mRNA )22k DL KB i AH 52 3 K] mRNA FIAE R, Bl TGF-g i85t 7 EMS B A N LR
SR, B AMNERAE IR . I, TGF-g AMUZ S EMS I k(1 JORE S S, [ 9 J=) 395
M H A BIE A RIS, (3 & A K g, B R Im ) B R AE .

4. HEZRKIEPIR

M RRY I 5 AR A R KA T C 2R 4E G 00, 2 ARRE IR S50 R4 R T R
MZREACH T 2SN H AT, OfFEA P Y. MEMER. MEEKET. WA Y %, Eksk
HH C 44, HREE R AP TR R AR FE R, SE PRItk T

4.1. P # (Substance P, SP)

SP R FIRFA R P I BUR AN E IR, S50 F R B EBE T A L. EMS B R AT E
PR FEAL 75 N SP BH RIS IR & T IE R B3, EMS B #Ia+ SP 1 mRNA & & ME N
(I B B3 = [20], K& SP Al BRI RBRGEM& oy, SFEURMLE, Fril CPP KA A4 SP
AKFFE . 21N DIURS N EEE R AM & 40 1, 2 HIFU 1697 )5 1% SP /KB & T %,
HITFERK, SP/K-TE{K, DRG Ui 15 Bk, B mEm IR T i B o .

4.2. MEMEZE (Arginine Vasopressin, AVP)

AVP KB BE T HI—F, 2 R EHE RN FERG N, FE@ESEH T FE sk
RS2, WsRT B NUZ/AN WA, M5 72 A Rl s A . T8 2R 5 [22) %% 32 f] EMS
WA B E NP AN TN, EITEIMIE R AVP KU & TEREHP < 0.05), JAIT/E AVP KFiRE
T, B AVP Z 5P RIS, 8T AVP KRR R . Mechsner Z5[23] 4 B In I & %
W(VPLaR)TE AM i kb b Bz 248 R [ 53 40 B 20 P2 TR RN 3R0E AXHE 55 P08 JULAH R A I vh oA 2%
ik, HUCHERT, AM SRS B M5E AVP KT S F B U s A gk, i FEURZ

4.3. #MZ4KHEF(Nerve Growth Factor, NGF)

NGF Z 5 &iGsh AT« JAE OB I P A I SR o s st R IR[24], AME 98 Ve i A
/N BRI IR AR JE 7 D NG Rk SR BH I, e Yot HAP & o /e 20U M DRG HRRiE B2, HyEm
DRG H1f) SP & & INE T TH i, Hll¥s 1k 5 NGF 72/ BUR B F1 DRG [k IRk, B0 40 5
FEAERIIIEN T AR T2t NGF (=4, 1 NGF ZRgk SR JOREN i . e 7 7= 4, b
M AT l—Fh B R T, 2 59 i T ORI 455

HEEH R AM BE LA NGF & &, SR Em ™ E, iiric Lg% EMS
i NGF 1% & ) DRG & RGEE, i NGF )i 7F1 k252a FHIEr NGF 5 #48 J ke i 2 98 /> [25]
UL NGF X & o B IR E A HAT & GG IR AEKAER . B K AE TR NGF (15725 i,
BB AR KR E LA, WE IR RIE, FERE Ju P N 7 WA D) R R ELAR G

4.4, #ZRK Y (Nerve Peptide Y, NPY)

FEIEFEI T, NPY FE7E 5 A BE T M B P A A 2 e A S B 21 Ja MR T, FEIRGE A0 2R O I 240 ML A4
HORGRIE, I B ARG S NPY KPR EFt. T B BSE(POP) B BliEEE A T H#E. 19 d4lgd
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RS A AN Y. Wi, HIX Sl 2 i B AR (VIP). NPY SRR IE A, POP k™
VIP. NPY HHFXAK TS, EE. FEM. EPAS g o 45 5 N 26]. BERIZR[27)% 77
TP E R AT W T, I B T8 B i e = 4 LU AR 2 P2 i P E BE b VIPL NPY 3 b . NPY BF
W I L. 152 B EIRER AR, NPY S0, W& LF i /b, [ e 2 i 2
Wl WIAR B AR, BRENEAR R E ke T3, HILA R S B e o

45, pE45EEFE KRk (Calctionin Gene Related Peptide, CGRP)

MIRESEA FR RPN, C F4elus, JMNEME R AR, FRRHB SP. CGRP. k.
AR MEIZE . NO %, HISRR M EBEMIRE, XAy PPt 20E” o F7E 1988 4
Holzer 25 CLESE, Itk AE 1 & SP 1 CGRP 4+ 5:[28]. CGRP fEi% -5 A\ B4 & Bt b 7
IL-8, HTEH KAAE mRNA /KF, CGRP 5ifb (s A% 4l fHzfik 3 h 5t AE 1755 IL-8BmRNA KA 138
[FBT, 1L-18+ 1L-6 Fll TNF-o 175 5 3235 170 462 27 R FBU CGRP MK BB Jbk 4% 35 PR RS2 28 R RE T8 [29] [30]
FAN, FEVEFR SIS T R ERAR AL, DRG F1f) CGRP-mRNA #iA L], CGRP & ., @idfhse
1% % DRG IR, Z5uils Bk idh K vt B [31].

4.6. f-AMEERK (Beta endorphins, -EP)

s # M CPP B3 h 2 HE R A 1 TR T I LIS B-EP AKCPERIT AT R THm, H B-EP /KFHfI
B IR B AR VY 4y OB AH 9G[32] . Hh 24 e v IR #al g /> EMS KR I TXB2 /K-F, Jhim
6-keto-PGFla K S-EP /KT Ja i35 /N BRI IR[33] PRI 72 &R i B p-EP B A X BUR1E T, iX 1 B-EP
FEERE L - |, ERASERS, BAWNIEEPREURERE K.

B-EP IMELET R HX R G LIS AN E 230, itk fad, p-EP RIfER LR AMh &, 5
RYERPBL, HACT SRR R A SEFERE . 100 517 J5 B I B 42 R 1 B UG LK B-EP 7K T F%,
FAEANGIRIEIR I [34] . 30 Bl4T T & VIR B FH K IEATRER B A48 2, 7RG RJE 4h. 24h4ih
WANA MR B-EP, KIMFKF-S5ARATHLEA PN, ARJF 24 h g-EP K-V A%, 5 HISMNE LK B-EP 7K
A e S 5 A 1) T AR B [35] o
5. it 5RE

CPP W I iz, KIWHLEIE A, ZWiNME, HRTSR=ZE 0 250y, T ARIGIT 22400t
T B A RBESACRE S, (HFARIOMG IR B2, 1B M0 R R AR ™ B0 L P B O R
PR AT I, AL SRR, SR AR R, A LA — B IR CPP R LA
THa S PKIZIT B AR 25 B = L.

& H

TR IR, R R AR IR R TT A8 1 2 YR B R VA B T (YR 5. 14401930100)

EREAREEH FIH, HT NGF-p38MAPK {5 51 B A & 7 1% EMs 90 1) 4 T HL (4
5: 81674009).

g RS R R AT AR, SR IRIERRR IR AR Fe Bk i W 0 H (9w 5 - ZY3-CCCX-1-1006).
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