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[ Abstract] Homocystein( HCY)is the product of intermediary metabolism of methionine demethylation. Usu-
ally, the level of plasma HCY exceeding 10 pmol/L is called hyper-homocysteinemia( HHCY ). The essential hyper-
tension with HHCY is defined as H-type hypertension. Hypertension and HHCY as double risk factors significantly
increased the risk of cardiovascular and cerebrovascular events. This paper provides an overview of the definition of
H-type hypertension, the metabolic pathways of HCY, existence forms of HCY in the plasma, clinical significance and
control strategy of H-type hypertension, in order to improve cognition and attention on H-type hypertension and even-
tually reduce the risks of cardiovascular and cerebrovascular events.
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B S pmol/L, BERIZ M ISR FEREGT K E 4> H in
0.5 mmHg F10.7 mmHg"™ , #&IE MY HCY FHEREE,
HAT, —feH HHCY 432 =Fi 42 FF (16 ~30 pmol/L) .
FEF(31 ~ 100 p,mol/L)&EE( > 100 pmol/L),

[RIZYf bt 28R ( homocystein, HCY ) B —F BH
AMEBERSHEER, REEMRB TR £ P
EREE . M BIESE, B HCY K50 &
IR FERIA SN R ARG RITHER RS

EIREEAX, HCY 8O 0 K 4h B L8 %
B EE R TSR . & HCY 5E L ENE
B H R BERIN T O R X, K TR
HEMEBBMD . &SR H B ILE R E
SL\HCY KIS VHCY ZE MR MAFEERUR
AU LR R R B S B i 3R, LURIR R X H
“‘“TE?B'ILBEB‘J%EEO
1 HEEOENEY
M3% HCY 7KFHE 10 pmol/L A B3, FRGE RIR
AERBEARR M (HHCY) ™, %I FEfE HCY F gl
SCh H RIBILES . BFFts HCY 7K > 18 umol/L
&, BRI fE B 0 JLF- BT #8600 3 %, HCY 455

VIR b, B RBEEEBRERGEF, B EN
BANER,

2 HCY HRBEHFERR

2.1 HCY WRREH&E HCY FEELFMERZH
TR, B R AR B MNFE SRR, PEARE. Y
50% i) HCY i 28 A MER; WA 5
%) 50% ¥ HCY S8R 7 Al 3 A4 i R E R
o-FTER, Wit BB F 4 4 X B6 KM ML HiE B &
AREG(CBS) AL . BLAh, Bk B MUA R R 2
LEAIMIA HCY MR RZ—, SHARAEIRER
FEUMR, KB ZEEAR A EHE A CBS W
FIRI
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2.2 HCY ZEmFPMFAEER HCY ZMRSE
ZMFREEE R HCY WU HCY F1 HCY-2E &R,
TEANE N EFE R HCY R, 4 75% ~90% it —
HEMAEASS BB RN _HikY, s
HCY %4 RAF S HCY(THCY) , I3 HCY F
RREE BIEERRASEEREE B REER(H
BR\Bg & By,) kT MEME T 41,

3 HEShEMEEEY

3.1 HEROESRZS HRERMESRE DS
HCY AR AT M5 KM H 3| RAG M. M AT EER
#, Bos IR £ B, HHCY 53 bk s &
MY REVIAHER, BB LE XN —1EENE
MEE, Wald P05, BIMEMS HCY £Rixs
REBBENFHNERER, EEMTER HCY i
BRI rp &t KBS S 0 K T 5 49 (CHD) 11
SRH$EE B, B ILE £ 3 HCY K
FHE R P B R0 A A T T A JRR 34 S A 2 ST
fEREE, TR, Towfighi S 7EIAR T £/
BJ5 %I, HHCY W% % T HCY IE% % (OR =
1.52,95%CI=1.01 ~2.29,P =0.045) , F&t, B 1
E&3# HHCY MEERZE P EERT TR MLE
5 HHCY #,

3.2 HEEMmMES® R Lihmann 2054 11 37
RGN AT AT, G557 1 TP X # HCY 3
A AE2 CHD WfaR R E , A 10 TP 35iA N
HCY A CHD AT A Fo Nilsson %A%
HHCY /K3F2 CHD i  EEMMLEREEZ
—o Humphrey & (252 S} 47 % B0, HCY B+
5 wmol/L, e Lo iR B 1436 i 20% , L34 57 F CHD f%
GfEMmEE, Girelli 1 WRTHE MBI IR & R 3h
k35 BERSHEA B 350 4, B 58 A 38133 41,
Horb 25 FIsEF O A4, R %9, HHCY BEiR
Sk BB AR B E T MM ST R T (RR =
5.02,95%CI=1.88 ~13.42,P =0.001) , ¥EXN &
PO HUSSE B R BT TS R8T, 3K HCY 545
BEEIKFEREIEHE(r=0.273,P <0.001), Wan
%P9 &I, HHCY 8 TARBE FHERH L
T4 M B U S T R e VRS R O L B B &
MBS . Kirlov U BT, 7% 89 HCY
BE— RN F U, AR R 3 B RE AR AL 0 i
RIE AR, INE PR AT M B S5 CHD,

3.3 HEFGMEERERE  N5,10-T F & OaH KR
% JR g ( N5, 10-Methylenetetrahydrofolate reductase,
MTHFR) & HCY R E B i ms, KEE2E

Y5 i Ae KU S Y0 A 36 . MTHFR {E MR SIS0 H
&, AR HCY R H, 51 HHCY,, Toffoli
&[V13) 2 ,MTHFR MR R LA S SMHERREX,
% MTHFR677C—T &, 5| AN i BB BR GBS B
Ap , BE T S B RS AR PR, B HCY R ZHTIE
HCY F5,# TT EE A B MK HCY /K BEH
T, L2 e de ot R R B o i 2 e 1 XU 3¢
CCHEFERZ BEMM, REARMN TTEEEMK
B RN N 25% ,ERTHEIEK 10% ~16% , TT
BRAM SR EERBETHX™,
4 HEBMENERE

FEIEH,H S IER ORI ERRNEER
BEREE, BILES HHCY £SO ML E S 4
FEEBRERMNERLR ., Fit, i H A
ExH AR SR AR EEE X
4.1 BEHERABRYPTFH EREZUH ME . HHCY
BIL,EHO ZHBE”, MERSTN ER A,
WA AR ESWAE . IRRE R,
FRIFAETR, EFHTREAESE. HERD
EHIBE RS R E R BB REE AR KB
IR
4.2 H—FFFE H RIS MEM TT 2 H A i
HAT, RE S ILE SR E S &I HHCY W HAIR A
75% 2, My EIESE, TT %6 B 2 5% A= Bk 0 E R
0 R 1 P4 Ao B R SRR B , 3R HCY AKFE R
MK K. REIETBRERREIIMRELXE
REFRTXTEMMLRFE, NE—HEHNEHN
MEELEEERMEZIAMEG S T, 2R ILER
PGS, AR B AR L, Holmes % i1
HIBST S & T H B ] & 4% HCY, /> MTHFR677C—
TEEERSFBEPNER, H—FE,EKKT
YEd , X E AR AT 3 IS 40 (@ R A T 5
fHIfIR HCY KRR 3, AT 6 H 28 5 o FE 78
BRI
4.3 BFEFBREATH SE&TREFBEREFRX
FHE54H T, HREMEMNZGYTIE ST
IR R HCY . SREZEHTFR WIRIBEFIM R A
(M B & 5 %05, o [ B B . = A HCY, B
EBRRE Lo Wang P R ch 23, 4
FErERF] M HCY T REME LT 20% , 3 i il 35 v X
B FHE25% . Albert %' f— i BEHLIT S %89, I
BRI R LB I3 (ACED) 2508 FE 259 At TR 7E
B EE A ERAHBMBEER(P=0.03),
B G R B AR SR 3R 86 T #EHE . Lonn
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PHMBR(MEBEAEBR) , ARAE THILE, K
FRTERAORBEESNEERAY., BE, EHK—
BABHRERARERBRE KRB OB T
REHRTFEBRA RS, B 2010 4, 5F
FEUELHY 12 064 5], B 6.7 4F-#9 SEARCH 5%,
HBmramdBArETE LN EEHF 45 R
25.5% F124. 8% ! | Clarke 25171 g A 3% 37 485 4.
BETH 5 SEAEGNZEZE ST BA, H BRI T A RER 2
FEERIFKFHLRR & 95% CI 3557 A x4
A3R10%91.01(0.96 ~1.07) F11.03(0.96 ~1.10) ],
Zhou %'V 1 BB 3 R 43R PE A PubMed 3R HE
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The research progress of pelvic floor dysfunction disease LING Dan,ZHAO Ren-feng. Department of Gynecology,
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[ Abstract] With the aging of our population, the female pelvic floor dysfunction(PFD) have become increas-

ingly prominent, seriously affecting middle-aged women's health and quality of life. Early diagnosis and prompt treat-
ment is extremely important for PFD. In recent years, along with a variety of treatments, especially patch technology,
treatment of PFD disease has been new progress. In this paper, new progress of etiology, diagnosis, treatment options
in PFD disease are reviewed.

[Key words] Pelvic floor dysfunction(PFD); Research progress

BRI HEE#% (female pelvic floor dysfunc-
tion, FPFD ) 218 % Bl S B M 2R ST 55, 2
T #2 R RE AR B AR 8 5 | R A A e 2 B S B AT
AR, HoE ¥ 48 B i (pelvic organ pro-

lapsed ,POP) JRIG S\ ZE R 48 MR Th REFR A (B E &
e, FPFD REMAREEREBM KRG H
BIRZ —, INFR AL . FPFD B— AN ERBRTE
BN H SR ERNESDAERE, EEL2AD



