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i
HE: otz J3Es (chronic heart failure , CHF) E3% MiEMEINE C /K FAEARRF L IhAE
SRS DL, PRI MG AN E C /K 5 180 7 3 v o 2 E A R A DG 1k
Jitk: WA 2017 4F 1 & 2019 4 1 A1 K2R ABE AR — M B2 a0 P R BT 2 I8 10
v HARRSIETT 60 % 1 8 291 B AIRIRZH, 2 HESEE AL 0IER %2 (New York HeartAssoci
ation, NYHA) H1 6 738 B AT O TR 73 BT 34T 50 2, 43 N0 ThRe T O IDREITZR. L IIREIV 4L
#2118 Dereux 1 Ganau #r#E¥s CHF & 70 MO F HEA (VR FHELEEMA (Non-VR) , [FlHf
PR RHEEO ) s BARRSEDT 60 2 I NIEEAE X AL, RAE A Nikxd R — i R BT RHE
B, WFEER. MR B RE. WRSE. R, Sk, O R, TS e
AR B AEA. I, Hm =N, HEE., s%EEEA. [EEEEA. mEVE. RES
KSR, ABkHRESEMIL, KA 4 B3 A Fr ol miE B % C (Cystatin C,Cys C)
MR R Z S8R A8 5 12 WA E L 85K RKNE (Left ventricular End-diastolic
dimension,LVEDd) . /= = 5 BEJE & ( Posterior Wall Thickness, PWT) . = 8] 5% CInterventricular
septal thichness,IVST) . =477k % & (End-Diastolic Volume,EDV) . EIi4iZ & (End-Systolic
Volume,ESV) . ZE 51143 % (Left ventricular ejection fraction, LVEF) Z&&7r, @iditHE M A
O EFETREL (Left ventricular mass index,LVMID) K AHX % HEJE B (Relative wall thickness, RWT)
Pl i B R SPSS 21 Si it A #EAT 404, HisE P AH, Giitai RIYLL P<0.05 NG EE L
Z£8. (L AFROIYEE CHF RIS HAX A TEFR . R R4 (Body mass index , BMID . &
i, FPEKE. DR IS A, WAL miE. e O BERF . MR AE B AT,
SR ERERTGIHFE N (P>0.05) ;5 VR 5 Non-VR fEIEAB RIS EL, fEI4EE. &F9KE. O
. BMIL BHS . BERRR . FMZER TSGR L (P>0.05) , EFE. A, ik,
W EZERAGIH AR (P<0.05) o (2) FEARGIIRE CHF RIGH AN IRA X N B EH
HIMERE. H=Ee. JEERE. SEEAREA . B ERES. WEVIE. RESRIRMES T,
SR BIRERTGHFR L (P>0.05) ; Cys C fE4Ln £ HE Lz RA giit2¢E L (P<0.05) ; VR
5 Non-VR fEAALIE %t LE . W41 ALB. GLU. TC. TG. HDL. LDL. Scr. Urea ZRF L& ¥E
X (P>0.05) , M4l Cys C ZRALG ¥R YL (P<0.05) . (3) XHEHLHFERAIFL=EEMWIT
JG Logistic [H]JH, ZERIERIEFR. Wl millE. i RSN ZE CHE O BRI, 4
Cys C AK-FTh— Nz, g /)38 B R A O S A B G R RS I 0.952 f% . (4) CysC
55 AR FRTEA 0T . 45 5 BoR Cys C 5 LVEDd. PWT. IVST. LVMI. EDV. ESV. RWT.
LVEF RFEFEEEMAESC (r 402 0535, 0425, 0.342. 0.565. 0.485. 0.528. -0.399. -0.618, ¥
P<0.001) .
Zi: Cys C 5EEgt0 g B O E BAMKNE, 2 Cys C AT AR, ZEEIE0T
v B R AL = AR fE R G .
KRR 1@kO g PR C L=EEN; LI



Abstract

Objective: To analyze the changes of serum cystatin C levels in patients with chronic heart failure (CHF)
in different cardiac function grading, and to explore the correlation between serum cystatin C level and
ventricular remodeling in chronic heart failure.

Methods: 291 patients with chronic heart failure diagnosed with chronic heart failure and aged over 60
years were enrolled in the Department of Cardiology Between January 2017 and January 2019, according
to the New York Heart Association(NYHA) and 6-minute walking cardiac function grading method were
graded into heart function level I1, heart function level I, heart function level 1V; according to Dereuxand
Ganau criteria into ventricular remodeling group (VR) and non-ventricular remodeling Group(Non-VR),
subjects with non-heart failure in the physical examination department and aged over 60 years old were
selected as the control group; Collect general clinical information of patients, including age, gender, height,
weight, smoking or not, blood pressure, hypertension, coronary heart disease, diabetes, anemia,
etc.Collection of examination results of patients with albumin, blood glucose, triglyceride,
cholesterol,high-density lipoprotein, low-density lipoprotein, serum creatinine, urea, etc. Blood was taken
on an emptystomach the next morning, and the concentration of serum cystatin C (Cysstat C) was
measured by anautomatic biochemical analyzer. Measurement of ventricular remodeling by Doppler color
ultrasound,including Left ventricular end-diastolic dimension (LVEDd), Posterior Wall Thickness
(PWT),Interventricular septal thickness (Interventricular septal) Thichness, IVST), End-Diastolic Volume
(EDV),End-Systolic Volume (ESV), Left Ventricular ejection fraction (LVEF), etc. Left ventricular mass
index(LVMI) and relative wall thickness (RWT) were calculated from the above indicators.The measured
datawere analyzed by SPSS 21 statistical software, and the P value was determined. The statistical results
werestatistically significant at P<0.05.

Results: (1) The CHF test group and the control group were statistically analyzed on the basic information
such as age, body mass index (BMI), systolic blood pressure, diastolic blood pressure, heart rate,
smokingor not, gender, hypertension, coronary heart disease, diabetes, and anemia. The results showed
nosignificant difference (P>0.05); VR and Non-VR were compared in the basic data, there was no
significantdifference in systolic blood pressure, diastolic blood pressure, heart rate, BMI, smoking or not,
diabetes,anemia (P>0.05), The difference was statistically significant in age, gender, hypertension,
coronary heartdisease (P<0.05).(2) In the CHF test group and the control group, the indexes of albumin,
glucose,triglyceride, cholesterol, high-density lipoprotein, low-density lipoprotein, serum creatinine and
urea werestatistically analyzed. The results showed no significant difference.(P>0.05). Cys C was
statisticallysignificant in multiple comparisons between groups (P<0.05); VR and Non-VR are compared
inbiochemical projects. There was no significant difference in ALB, GLU, TC, TG, HDL, LDL, Scr
andUrea between the two groups (P>0.05). The difference of Cys C was statistically significant between
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thetwo groups (P<0.05).(3) Binary logistic regression of chronic heart failure with wventricular
remodeling,Corrected the effects of age, gender, hypertension, and coronary heart disease on CHF
ventricularremodeling in the elderly.when the Cys C level increased by one unit, elderly patients with
chronic heartfailure The risk of ventricular remodeling increased by 0.952 times. (4) Cys C and ventricular
remodelingand other indicators for correlation analysis. The results showed that Cys C was correlated with
LVEDd,PWT, IVST, LVMI, EDV, ESV, RWT, EF (r, 0.535, 0.425, 0.342, 0.565, 0.485, 0.528, -0.399,
-0.618,respectively, P<0.001).

Conclusion: Serum Cys C is associated with ventricular remodeling in elderly patients with chronic
heartfailure. When Cys C levels are elevated, the risk of ventricular remodeling is increased in elderly
patientswith chronic heart failure.

Key words: Chronic heart failure; cystatin C; ventricular remodeling; Cardiac Function
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R AERE AR

e FELAFR HSCA R
CHF chronic heart failure 0 ) 3 v
NYHA New York Heart Association EE AL N E
SHF Systolic heart failure WL 1 o0 77 5 3
DHF Diastolic heart failure EP kRO 3R
VR ventricular remodeling TNEE R 14
CysC Cystatin C Jtiz C
LVEDd Left ventricular End-diastolic dimension T EERARNE
PWT Posterior Wall Thickness e % JE RE R
IVST Interventricular septal thichness 2 )RR R
EDV End-Diastolic Volume DEEF KA E
ESV End-Systolic Volume IRV E S s
LVEF Left ventricular ejection fraction T Em Mo
LVMI Left ventricular mass index FeE R
RWT Relative wall thickness FHXS 28 BE JEL R
ALB Albumin HERH
GLU Glucose T B
TC Total cholesterol psyilEN il
TG Triglyceride Hih =g
HDL High density lipoprotein % ENREE
LDL Low density lipoprotein REEREA
Scr Serum creatinine I35 UL
Urea Serum urea M R &=
NT-proBNP N-terminal probrain natriuretic peptide N — 2R i i 94 O T A
BNP B-type Natriuretic Peptide B 2 F Ak
GFR Glomerular filtration rate B /NERUET F
BMI Body mass index, (ENDiNEiER
Cl Confidence interval HIEX A
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(Introduction)

&0 F3%E4 (chronic heart failure , CHF) J& —2RH T &80 MBS GONUREZE .
O I OHURE . OIS i S5 RRp . 2. B, HR
BRIy fE S S5 S5 5 DR B itk [m R T A0 i S A AT D e R AR BEPE AR AL, AT 51
T B FE B AT I I B (R BRARG B2 3 B0 B T 2 4 PRV 1) 3 LI P s A 12,
WL R L RAEAE AR, RN EEREE AT B AR AL 1B R PP, 4526 [l
4= (American Heart Association , AHA )4tit3€ [E CHF &5k 500 /i, SHEEBAM
[¥) 1.5%~2.0%, 65 % LA AT 6%~10% , FsLHRA 32.8%, H 5 FEAFREGEN
fiRiEI, #2030 4F, H5#id 800 /3, CHF (# I8 0 46% 1, #EIRIE 2003 4E 11
AR A LS BN, RAOTEERERAN 0.9%, FEEFER K, R sy K
s, 70 & DL NBEER Z ] BT 10%0 L, [FE 0 ) 320 B 4 SFET 3 AT 1A 50%,
PO SRR 1 AERE T R A 50%!0, IR L TR ANS W iE 0 5 2 id N—
A Ak ANRE AT 4A (N-terminal pro brain natriuretic peptide, NT-proBNP) F1 B %A% fik

(B-type Natriuretic Peptide,BNP) Z&f5#r, (HH R BHEE S, R A A, KA BNP
A NT-proBNP &2 EARMEEER, HUA A KN . A& 2 KRE, JRa] &
# BNP B NT-proBNP /K, HEa25% Cansgctr. FURAD J8e{E BNP 8%
NT-proBNP ¥ & A 284k, 3 H 1T CHF BIRWIGER . AAEA S, Bk 51 #E %
Sy AL AR RSHIR 2 W J 69T, A R . ARTER), O Thae A Cik 3
&Ll b, HEALREFERHEESEIET . 24 CHF BA R R E., ST
KRB = KARAE, A3 5.0 B BB RRA 21 Th2e 0 85 4508 1 Kk R

W TR I YE O ) 38 KA KBV 27 2%, HATRAE S RTE 2, BRAEWT R
RO EYEC )13 0 2 O MUV R RIE RS FALRNI. IS EEAM RS, LRMHE
ARG, BHHR-MEEKR-BEEEARSG. RZHE T NREMERER, OB R fE R
E— RYVE F ML B E L FE 45 R, HAO=EM (ventricular remodeling, VR)
fE CHF R HEH R LI o0y S S M 4 0 U 72 TN & R B A PRI, 9 7 K
ZAXEEHAH, ORI AR A IER. AR NSRRI AR, AT 4ELRRE . TIE LR
N A R IR AR et R A AR, X AR S AT] H I il IO LR AR A AT 25035 0 2 A
R S 1A A 0o ISR I D RE S ORUE AR 4 5 B H AN B8 B I M R oK, (HBEE i 15 1Y
ARk, OO AR AL [ AR, FEIAS RPN OGRS . K/,
FXHEME O )R O F B IIRANGFTT, A 20 tH42 80, 90 AEARFF A XG0 J) R 1)
=D N N0 i NN 1 7 11 = = ) [ AN 1 K= = 2 s L | I IR S
FOZARTEGUT - 1 R 52 A 00 2 T DA e B 2 3 0 i S MM 25 W B 4 CHIF
IR, (BIRREAKIIMAMEA Y f5, BEEfER AR ETRK. RAElA



LAY 3R B LT Cys € /KF5 0% B IIAHSC TR 7T

BT 5038 T BT 5% 7 2 T A A1 1) 591 55 RALL 24 A 0 T - SO A L O R A, W S SR O
AN

IR FiZWih EEM PR A WHEFHR CT. MRIL ODSELEGER. BUTHEZERE
FIERENNEAE -2 E, HHAHEE, OIPEEIE A ZHK KNS (Left
ventricular End-diastolic dimension,LVEDd) . £ = J5#EJE % ( Posterior Wall Thickness,
PWT) . = [E]B% & CInterventricular septal thichness,IVST) . 0 % 75k %% & (End-Diastolic
Volume,EDV) . {0 FE Y 4 75 & (End-Systolic Volume,ESV) . /£ % i 1fiL 43 % ( Left ventricular
ejection fraction, LVEF) {EJyvFfliCo= B H A 7%, (HE CHF R HARER M4
MEIFAI R, HOEREIEARE AW H, 45 E W™ H0 ) v hE R BRI
FIEEFEHtZ, WHEH CHF O % Ei e R A G . I B2 S & — M AT YRR A2,
— HOEBFAATH B, REREHRONRE, IRKIRE T REN B, A & A
Wrk . BT RESHAIO = BRI Tabr, &EHHSH, @il 25YiEIT g
Bk EHEMPIRAEKE, SR ESE CHF BH FMER R R R 0 HEE,

JJE4Z C (Cystatin C,Cys C) & —FHxt 7> Fii EEKME A, & MaARES
B R K — 0, HUART A A g A, B ERGIEE, A5 52 Eug. M
Al R RERE. RIESFR R, B EIERR TG Cys C WME—28E, fEi2HT
BT, R R ERLE, IR R BN R RS TIPS 2D
e, &L /N ERUE R AR AR B, IF BB DR E M B Bk A I H B2
IR TR I, Cys C BIER AU B ISP T, R RS N RS
LRGSR, AT —E S N, 5 pmid PCR K JE AL 248 %4y 1
AT B 5 R B Cys C RO HERIE AT, 5.0 8 5 R A2 R FE I 3 AR BE L AR,
FAEAERENLET « FRZ6 O ML R (IS, Cys C 15 50 = B MIAEAE — 2 A e ),
UiHH Cys C X T O DI REIAE ML T B DI REINAEAE . FEA = W 7L K I =K T 1 Cys C
W PEBARACT ¥ Cys C WRBE, Lo LA RS 252 () M 2 ) 8 394 e T,

18110 30 2 B 2RO MV R I i E B B, R BRI, 2 KAEMEEZE. O
FEHE MR A CHF EEARALE], 7£ CHF 697 IVE E ok R e f 4 dilsh) . & Bk =
SARTEPUA P RS2 ARFE BRI R G AT i A B O = B, HImK b CHF BTk
Z Rtz WiiEbs, KO, RN DA B IUT EO E B IE R, FEURRIGTT L
Rz, MEEIT R AR KNIEEEMK. Cys C 5O M85 O % B A 1 R EAFAE
WA . T RL BRI, AFRERD 244 CHF BEMHNER C /K5 0= B A
FIAHOCE, N FIHAIZ S CHF O = HA IR IRIRYE, S il 254030 y7 1 i i AE
Tl A HIRAE



ZARARIE A R B ML Cys C /K150 A AR S IERT 7T

1 MR 5E%E
(Materials & Methods)

1.1 ARIIR

HEEY 2017 45 1 H & 2019 4 1 H F A0 7R 2= 0 24 B o — B @ 2= e O IS R A 12 I
18 10 F7 3800 HARRSHEEE 60 % i3 291 BilE Rikatal, e B4k 173 1, Zotk 118
%, PR 73.81411.22 & . ZWibR R L E OB R e CAHAD F1E E G 7
2= (ACC) B8 2016 FERKPLIERI < (ESC) W9, 2010 4FZE[H i R 48 ma AL AL HIF 55 e
( NICE) POt [R] ] 52 4 22 4 CHF 12 Wbt , [ I 328 B R Bt A4 K R T O B8R S A AE L LVER
>50 [P0 )55 HAF RS 60 % (520 100 BI4E Xt HR 4, Hodb 554k 52 #l, itk
48 15, “FH4FERE 73.61411.81 %,
FEUE 7
A4 LT HEN; 465259 % HHEN; 60528 74 5. FREFN; 755 % 89
% ZHEN; 90 L KFEZ AN

1.2 HEgtritE

1.2.1 ANFRIE

FIrf NI (18 1 0 7 32 0 S AR U5 2005 A SEELOER Hh 2 (AHA)Y « SEEC
:25(ACC).2016 AEWRIM oIS P4 ESC).2010 42 [ s A8 B AL A 5t ( NICE)
L[ 8 R R CHF iZ2WidsitE. 1210 J1 329 (2 W 75 B0 B3 i BE A AE OG0 58
MR ARE L SAH SRS A 45 AR 255 BB R . FZHS W ROZARE [5G 1 Al O o
FRIESE LA K AH G FRAE P2 I R 2 AR H
CHF {2 Bfifr it
(L)GEIR:

Feta v ANFRERE NP R e, A s AR R RO BT, LIRS 771t I R A
WIATRE R P PR S . MK s el nZede, R HIBNE I, = 70, k. @ shi
TR O Sk, BUERTEI R TR E D B B ThREAR 2 SRR

AU TE: FEOYHAE RS REAK . B, IR, 4ER T A0 EE ST S PERE
e PR M SRR AR
(2)PRAE

FEUa I ER R ENS i, AR I, R mr AR PR T i 30 B & A il
O I AAAIE BRI  JE bt Co U5 P [T AT AR 470, o JUE 8 DR B A K I R G P A 4 1 I it 1 4
B B IX 25 0 TCHE K AT 5K T

A3 AT IR, KB aE T B AR A X B P M B A K s S5 Ak 3
Wnm, e, sk, BFEEIRERH M FPIERR R, AOET R, ZRRX 4.
(3)5L 5 A A .



ZARARIE A R B ML Cys C /K150 A AR S IERT 7T

N — K ¥ i L AT 44 (N-terminal probrain natriuretic peptide, NT-proBNP) #11 B %!
R4k (B-type Natriuretic Peptide,BNP) 12 Wrts J1 5 AN AL R W R, O S5
v BNP Al s 546 9 100pg/ml, #1500 T, BNP 7KF-7£ 100~300 pg/ml #&7~ E# K
A0 J1%EE, BNP KF KT 300 pg/ml $27~42 B0 /7350, BNP 7K-F- KT 600 pg/ml 2
7N H B0 713255, BNP 7KK 900 pg/ml $ig 7~ 55 0 /7 55t s NT-proBNP A&l Il 548
75 %S UL RN 125 pg/ml, 75 % LA 450 pg/ml.

(4) X ZeFa
X G A ] e Wi I 5 BA 3= BRI T seitiom, LRIl 2 5T
ISR BEAR A, M2 PEIEIR M I Kerley B £k, VMBI PENGZACY, il ] S0k,
it B K A il B 52
()i 5 LB
WaEThRE: LA OISR M EF KRR EZIMA LVEF, LVEF>50 NIEH, &5
MR 5
ok Thae: Osh ATk O B R AR RN B0, RF KM O R
KIEA AW, E/ A WEEIES AR AN /NT 1.2, FF5KIIGEAER, EWEETRRE, Alg
WE, EIA BRI
LR B2 & A E AT = KA1 1840 HEB
(1) HEXRT 3 NH
(2) AEALOIE (EfEk. jeooim. OVUBIIEEE) 5
(3) A1t 773 5 HFPREARFAARALE 5
(4) =/0EA 1 0is 1 L EO A 7 i ek, BFEmEE. OIEES ROAED Rt
FEbR
1.2.2 HiinE
(1) DFFE R N Ar i
(2) H'EThae A%
(3) CRAELEEMIER (AR B ;
(4) VRN B AN I . R
(5) itk A4 KNAZEYE. B2, 4842 By PUBINZG . TR S5 52 [R) 284 2 e 2
PR 72 2 5
(6) Wl o BIA e B B H AN BB S INAM T -
1.3 SeRKIE
P IR L [E A L0 IEF %4> (New York Heart Association,NYHA) £l 6 438h 547001
Be N JOTIEBAT 0 S, N OTHRE T2 94 Hi, 53¢k 58 #i, it 36 #l, “FIHER
73.4610.63 % . (0 INREINZR 107 61, SHvE 61 61, Lotk 46 ], PR 74.48411.40 % .
DIIREIVERL 90 B, 4% 54 4, 2tk 36 1], ~“FIFE#S 73.48411.63 % . 1% H& Dereux Al
Ganaul 22k 73 ot = A ZH(VR)106 1], 51 88 451, Lok 18 4, “F-H4F 1% 71.6149.58
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ZARARIE A R B ML Cys C /K150 A AR S IERT 7T

%, AEO=EFEMA (Non-VR) 185 fl, Hi: 128 f7l, Zctk 57 4, “PIHE#E 75.5347.35
%

NYHA (O IhEE o RARIE

| 2 BENBINGENAZEY], —ROHEESIAS TR0 iS00 SREIR .
I Z%: BERINESNRESZR, REN TR, —RIEHEES) Tl HI R0
REAR o

I 2% AR TGS I B2 2IRR S, RSB JORER, AR TP 13E 3 & R AT 5] &t
. AN EUL SR EIEIR .

IV % BEARGEMNEALMR TGS, RERRAOE, [WBLOSRER, HATEM
WG E LR AE SRR N

6 THEITILINEEN R

| 2% (<300m) ; Il 2% (300~374. 9m) ; Il Z& (375~449. 9m) ; IV %% (>450m) .
ILEEMTA

i LVMI A1 RWT #5002 Ak O = B (LVMI<134 g/m® () /<110 g/m? (%)
H RWT<0.45) Fl0ZEHEMA (LVMI<134 g/m?(5) /<110 g/m® (%) 8, RWT<0.45) .

1.4 FEXF SR EZ
1.4.1 FERF

FERH P S
BEANER C Wl k7 & L /NG|
142 FENB/BRE
F B AR
2 H B A s Al AUS821 26 [ U178 B SR A TR A )
2 W AR A 2 WY VIVID B9 [H GE A ]
RO [ ICE A
4°C = FARIR UK A iR A T
-80°C & AMIKIELUK A8 H 2% SANYO A 7]

1.5 iR A&

1.5.1 WE—RR =R

(1) EAGEE: SRR, FEE . M. TR s,

(2) MR BE TS BEWAE . BE R %L

(3) HHTHMASTE, ICFARE , Fhim. OF MLE, FFTHEAAHR &% (Body mass index,
BMI)

(4) NBEitszig s fabr: 445 ALB. GLU. TC. TG. HDL-C. LDL-C. Scr. Urea.
1.5.2 Cys C f5#RNIE

1.5.2.1 hpAREE



ZARARIE A R B ML Cys C /K150 A AR S IERT 7T

A TN RAEZE R Bk 2D 8 /N E T AR fa Ik H R 2 IR ECGER K i 3ml &
FHEEESERNEEEAELE S, 4000r/min B0 5 438k, K UL S FEREE
AU5821, SDYFY-JYK-SH-0.01 4= H 3446 4 Hr A 52 M Cys Co
1.5.2.2 fEEE ., %S S HE0HE

(1) AR EE s AL Fe s bty

FEAH Cys C H5ARBRARCHIANER C PuRE RN, JERAZEE &Y, £

546nm YA AL I LIRS BE AR L, HARLARE SHEAHR) Cys C T EEIEL.
F R EE B 7~ Pr Cys C ALK +Cys C—$t Cys C [RAE AW

(2) fae 777 RN AARIR A T ORAE,  FEA8 I HTRLAE ¥ 5k A 858 v B L B A = i F
i 15~30 -8 E 7 I, W0 1 BaedeRl, W0 2 7 B R EUENES), FEASRL I ET R
AT AR RSN A A, PRI A T IEE RS JEATFEAKT I, A R ) 4
VEURE 35 7 A% g HEASC 28 P A AR AR 33 B 5

RFVERINTE:

% (B) Pefe (Ci) sE (W)
gifksk Cub) 2 - ;
Bt (ubD (i=1~5) - 2 -
FEA Cub - - 2
it 1(ul) 155 155 155

WAJ, BTCIHERE 5 4%k
w2 b 25 25 25

VRA], 3TCIEEE 1 4%, aE%iEZ, s46nm MIEWCRE Al. 4 /%05, ST, TIER
R A2, THEAA=A2-AL, MR FIAA e B2k .

VE: WAL (RL) « Tris i 57 2 (R2) : EHABINER C 2w PRI AL ok Bk ik .
(3) % 3ii[H: 0.59-1.03mg/L
153 LR L EHMBERE

BFHBUMEME TR IR b, 78 B8O FT X, KA RS E T Ol XA i T &,
Bt e 0o sl B8R F SE [E GE A BB VIVID E9 £ 35 8 2 Wi ) 5e /2 = &7k
K MWL (Left ventricular End-diastolic dimension,LVEDd) . /% Ji5 B2 JEL i ( Posterior Wall
Thickness, PWT) . E[aF&EE C(Interventricular septal thichness,IVST) . OFE&FKHF
& (End-Diastolic Volume,EDV,) . LEIL4i% & (End-Systolic Volume,ESV) . K=
W14y (Left ventricular ejection fraction, LVEF) %46 #%, i HAH A LEFRE
B4 (Left ventricular mass index,LVMI) f 4% % BE JE i (Relative wall thickness, RWT),
R 26 [ A8 A5 0 3 ] 222> (American Society of Echocardiography, ASE) F%EEL, A il
BYEHE SR, HERFE ) FALEE] EAEEIMEAE.
LVMI F1 RWT #+E A
4 Dereux fil Ganau @A RITHH:
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FELEFE (LVM,g) =1.04 X [(LVEDd+PWT+IVST)*—LVEDD®]—14;
fRFWA (BSA, m?) =[0.006X & (cm) +0.0128 X /&) & (kg) 1-0.1529;
JEL BRI (LVMIL,g/m?) =LVM/BSA;

FIX = BERE (RWT) =2XPWT/LVEDd.

LVMI<134 g/m2 (%) 8(<110g/m2 (%) H. RWT<0.45 F.0EIEH # .

1.6 GitF4E

FITE TR R FSPSS 21.0 Giit - AbE s, 1HE0se Rt B 3ek i o bk, 4Rt
BERHR AL HREEEASBEMESE ( x3s) R, ELMETFREREG#TIE
B 57 2 WAL, 1EA i KR FlKolmogorov-smirnov (K-S) #6356 (P>0.05 fF
HIESHAED 3 JEFF R K FLevenef i (P>0.05 N %E5F) « FAIEST i
H7 2555k, PRI EL R F B ST FEAR UG 56, 22 2118 22 & Lh R FH LSD-tRl
SNK-qi& 56 s 7 & IEZS /04 B J7 24N, W4 2 (B R AU 56, 4H.18] 22 28 L5 R Tamhane's
T2 (M) K%, HLP<0.05 NZERASGIHFEN . REZ MRS, fFaI1ESn
Ak FPearsonfH 25 73 i, ANFF& IR 4041 K FH Spearman#kAH < 43 #r,  $51LAP<<0.05 (XX
M) N2 55A G it22 5 X, 8 H st Logistic Bl YT 43 #7181 0 77 238 A 0 = A I fE
K2, P<0.05 NZERAEGIE L. PR B A M ER HBUS E R R .
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2.1 EXRIFRELE

2.1.1 EXRFERAILLE
(1) XH LSD-t fil SNK-q f3ext B FFE . BMIL W s. 75k RO FRESTH

#r, HEREIRAF LI

C)

2% B
(Results)

201 CHF 20 53R O3t B4, fEAERS . BMI. IMEZEFE4s B

RV GITFE N (P>0.05) ;5 KHARFEEX EEWEN . WRS 5. wHEEE L
YEGeit T, 5 R EaRTENERN . WSS JRRE TR B 2 (a2 7R g ik E X (P
>0.05) , UWHHPIHEATEHM GERE D .
1 CHF SxIBRERKXEERBESRIT O

Tab 1 Comparison of the basic information data of CHF and control group

ks X R 4 OIRENTE  LIIBEIZ LUIRENS B Pl
(n=100) (n=94) (n=107) (n=90)
FERY () 73.61+£11.81 73.46+10.63 74.48+11.40 73.48+11.63 0.182  0.909
BMI (kg/m2) 23.86+3.90  23.2843.80  23.67%3.53  23.93+3.81 0.570 0.635
W45 (mmHg) 118.794+9.79 121.23+9.85 120.57+9.33 119.84+9.96 0.780  0.505
£FiK (nmHg) 72.96+9.31  72.18+9.45  73.91£9.33  74.71+9.48 1.288 0.278
O R/Z) 73.92+13.74  75.27+12.89  73.94+11.24 73.84+13.80 0.265 0.851
PR (520 52/48 58/36 61/46 54/36 4.316  0.229
WA (2 /73) 36/64 37/57 34/173 25/65 6.344  0.096
I G2/ 45) 88/34 65/29 63/44 58/34 4.909  0.179
PE R G2/ 15) 62/38 64/30 69/38 59/31 1.626  0.654
O G/ 15) 68/32 68/26 76/31 55/35 6.456  0.091
M G/ 75) 8/192 6/182 12/202 16/164 6.903  0.075

(2) LEEHGIFOEEMII, EFER. BMIL WL, &Pk ORERIRK

R, SRS RZERHLSGITFE L (P>0.05) , 8 BMI. Uit 8F5KE. O
RIEIX e bR LA B AT EetE, EER EERASITER Y (P<0.05) , WHIFER
A BE R E S CHE DEEMMEER; MR, RS E. HEEEE LIERTIRLE,
SE R RAE MR b R G L (P<<0.05) , URBAMER. mLE. O A R
ZE CHF ODEEMHINE, HihZERBYLELITFRE L (P>0.05) , UHERSEH R L
P EA A GERE 2) .
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Tab 2 Comparison of the basic information data of VR and Non-VR

*2 LEENSECEEMERESRELE

E(EL 2 Non-V (n=106) VR (n=184) t/F/y P {8
ER () 71.6149.58 75.5347.35 9.722 0.002"
BMI(kg/m2) 23.66+3.69 24.0244.01 1.275 0.260
Wi (mmHg)  119.62+10.49 120.57+13.98 0.652 0.515
#F5kE (mmHg) 72.5548.40 73.7849.54 1.106 0.270
OF QR 74.75412.76 74.52+11.83 0.157 0.875
PR (B 18/88 57/128 6.737 0.009"
WA (1 15) 34/72 61/124 0.025 0.875
L (2 75) 54/52 118/67 6.017 0.014"
B PRI (R 73) 40/66 55/130 1.964 0.161
Tk Lo (1 75) 57/49 122/63 4.217 0.040"
M) 6/100 8/177 0.263 0.680

E: TK0.05, AgiEE X

2.1.2 £ EFRAVEE AR

(1) TEARFELINEESr 21 CHF 5 Xt I ZH A AL FR AR LL B X TC SR A LSD-t il SNK-q
B, SRERERTLIHFE X (P>0.05) ; X%f ALB. GLU. TC. TG. HDL. LDL.
Scr. Urea. Cys C Z545hrK ) Tamhane's T2 (M) #:56, 455 B xIU41A]7E ALB. GLU.
TG. HDL. LDL. Scr. Urea /K-FHILbAZ R LG8 L (P>0.05) ; CysC{EZH
2 Z B\ ERHASG T FE N (P<0.05) , JHH50EEAFEE LHIEMHSE (G

K3 .
#< 3 CHF 5XJMR4A NP AT4 (LigtREL iR
Tab 3 Comparison of biochemical indices of CHF and control group
by Xf 2 O RE 1T 2 DI REIIZR LI REIV 2% F PIH
(n=200) (n=188) (n=214) (n=180)
ALB (g/L) 37.98%£3.60 38.21%4.17 37.76%4. 50 36.64%4.51 2. 504 0. 059
GLU (mmo1/L) 5.04+£0.78 5.22+1.03 5.32+1.08 5.16£1.03 1. 485 0.218
TC (mmo1/L) 3.55+0.65 3.62+0.99 3.53£1.10 3.40+£0. 89 0. 627 0. 598
TG (mmol/L) 1. 18%0. 36 1.244%0. 39 1.25%0.35 1.2240.39 0. 905 0. 438
HDL (mmo1/L) 1.00%0. 15 0.98+0. 24 0.9540. 26 0.92+0. 26 2.194  0.088
LDL (mmo1/L) 2.00%0. 53 2.14%0.76 2.18%0.71 2.22%0.67 1.838 0. 140
Scr (umol/L) 61.58+11.06 64.81%£14.08 65.12+14.63  66.18+13.78  2.122 0. 081
Urea (mmol/L) 5.81%1.07 6.23%2.24 6.40%2. 57 6.58+2.63 2.140  45.409
Cys C(mg/L) 0.83+0.14  1.1940.29"  1.4240.40""  1.77£0.54""" 0.074  <0.001

E: SXHIR4AELE, T/X0.05; S.0ThAEIIARLL, */X0.05; S.0IhAEIIFAHLL, “/XO0.05
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(2) LEFEHEIROEEM AW ES T 0. X ALB. GLU. TC. TG.
HDL-C. LDL-C. Scr. Urea. Cys C S¢48%5 ¢ fulk, #5458 ALB. GLU. TC. TG.
HDL-C. LDL-C. Scr. Urea S&FZE R LG X (P>0.05) , i X LR IRAEIX
Hz A EAFEM; CysCERASGI RN (P<0.05) , UiH] Cys C ] HE &M
ZAE CHF ODEEMMHEER GEILE 4

Fz4 LEEMSIEOCEEWNRITEMIEIRELE
Tab 4 Comparison of biochemical indices of VR and Non-VR

Ei=0n Non-VR (n=106) VR (n=184) t/F PIE
ALB (g/L) 38.43+4.45 37.54+4.49 1. 660 0.098
GLU (mmo1/L) 5.17+0.98 5.45+1. 22 2.118 0.035
TC (mmo1/L) 3.49+0. 96 3.58+1.21 0. 736 0. 462
TG (mmo1/L) 1.2340. 35 1.26%0. 41 0. 786 0. 433
HDL~C (mmo1/L) 0.97+0. 26 0.94+0. 27 1.070 0. 285
LDL~C (mmo1/L) 2.16%0. 68 2.17£073 -0. 111 0.911
Scr (umol/L) 60.38+13.91 63.01+14. 00 —-1. 542 0.124
Urea (mmol/L) 5.51+2. 14 6.02+2.49 -1.772 0.077
Cys C(mg/L) 1.3240. 35 1. 58+0. 48 8. 692 0. 003"

VE: X0.05, AGitEE N
2.2 — 7T Logistic [EYA 4T

KH ZJtLogistic[BH AT PPAS X W . PER . SR 0. MiECys CEER2M
OEBEMPMFE R LogisticlBl AT R, ERIE TEE . ik 5o 200
FA, Cys CHEFG M0 V)3 vl B3 OB EM B A M, MUCys CKFEFER, ZF
18 1 0 77 38 0 B3 AR Oy B EE A ) FE R PR BE In, FLfa R 1 2 0.9524% s I HAR /R =y ied Lotk
A A i et O HL S /K SF-Cys CHICHFI 3 & Ax O 5= S5 A4 ) Rl REE &

%5 CHRL = EHRYR N E A0 = JtLogistic[EY3 5 4

Tab 5 Binary logistic regression analysis of influencing factors of VR in CHF

ZH B SE Wald P Exp (B) 95%CT

W 0. 049 0.013 14. 521 0. 000" 0. 952 0. 928~0. 976
e /4o -0. 732 0.277 6. 993 0. 008" 0. 481 0. 280~0. 827
=L 0. 663 0. 278 5. 684 0.017" 1. 940 1. 125~3. 345
SRR 0.510 0. 249 4,188 0.041" 1. 665 1.022~2. 712
Cys C 1.413 0. 285 24. 563 0. 000" 0. 952 1. 185~5. 843

VE: “/X0.05, Bl

10
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2.3 Cys C 5iLEEMFIBIFEX D

Cys C 5 LVEDd. LVMI. EDV. ESV. RWT. LVEF ¥/ Pearson #H</>#1 7> #r
I Cys C 5 PWT. IVST K Spearman #3500 ArAH G, ERSIE T 4E#S . T
Al W IUE S 0kt Cys C BIsEa i, 4558 ir Cys C 5 LVEDd. PWT. IVST. LVMI,
EDV. ESV. RWT. LVEF AR (r 43502 0.535. 0.425. 0.342. 0.565. 0.485.
0.528. -0.399. -0.618, P<<0.001) . Cys C 5 LVEDd. PWT. IVST. LVMI. EDV.
ESV Zfebr A EIEM D%, 1 Cys C 5 RWT. LVEF FEMAH>, H Cys C 5 LVEF
TELESRAE S, 5 LVEDd. PWT. LVMI. EDV. ESV fE#E &R A ¢ 5 IVST. RWT
fEESSMH.  (ERE 6. B 1-6)

%6 CysC 5= EMEIITFRELIH
Tab 6 Correlation analysis between Cys C and VR

LVEDd PWT TVST LVMI RWT EDV ESV LVEF
T 0. 535 0. 425 0. 342 0. 565 -0.399  0.485 0. 528 -0.618

350,00
i
'+, 300,00 18 -
= | %3
E 250.00 % .
SEL .
?E 200.00 E .
% 1:30.00 J:,% .
mq
e
3, 100,007 & :
50.00
T T T T T T | I T T | T T T
.90 1.00 1.50 2,00 2.50 3.00 3.50 .50 1.00 1.50 2.00 2.50 3.00 3.30
FEHPFEC (mg/L) Bt FEC (mg/L)
[E 1 CHFEFECys CHLWIAIEX I S(E & 2 CHFEECys CSRWTEIHE XM TS E
Fig 1 Correlation scatter plot of Cys C Fig 2 Correlation scatter plot of Cys C

and LVMI in CHF patients and RWT in CHF patients
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-
l

( 1) e R 2 e

(%) 2B STt

80007 g @ r=-0. 618

&0, 00

P
=
=
=

1

20. 00

.éﬂ 1.%0 1.%0 2.%0 2.%0 3.%0 3.%0
N EEC (me/L)
[ 3 CHFE&ECys CSLVEFAYHEEMESE
Fig 3 Correlation scatter plot of Cys C
and LVEF in CHF patients

500, 00

400. 00

300. 00

200. 004

100, 00—

00

.éﬁ 1.%0 1.%0 2.bﬂ 2.%0 3.50 3.%ﬂ
BEHIFC (me/L)
5 CHF B&Cys CSEDVAYHE M #SE
Fig 5 Correlation scatter plot of Cys C
and EDV in CHF patients
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(1w R} 3 s ik

80. 00

o
=
=
=
1

40, 007

20. 00

.éﬂ 1.%0 1.%0 Z.hﬂ 2.%0 3.%0 3.%0
BEHNERC (me/L)
[E 4 CHFE&Cys CSLVEDAATHEEM#T S E
Fig 4 Correlation scatter plot of Cys C
and LVEDd in CHF patients

300. 00
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.éﬂ 1.%0 1.%0 Z.hﬁ 2.%0 3.50 3.%0
R HIZC (me/L)
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Fig 6 Correlation scatter plot of Cys C
and ESV i CHF patients
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311
(discussion)

Wbk e 21 A0 E IR I IR Pk —, BAARERR. SR
R R BAEN, G A RRER R 3770 77, WiEE] 2030 4, Hp AR
Fa s 46 %2520, YR MR AR RIS SR A, R AR LA 0 s
o O HEAMGRIRAEIER . 22T A R BT RA R R AL R AR AR A . AATT R
RS, SRR, OIEE S BE L PR LA A R R E (R
K3 L AR A7 A7 1IN, 33k 4 A R B 2 R A 280 o U L g AR LA 2
WE LI, KICDME R e TR, DAERARE A B2 s s
A RO, FTCAR O A ER . Mol OIEDIRE, BRXO=ERE
Wit H K. 1 sopr it SU B, Cys C AMURIAEIN B SO M F6 4R, 162 508 &
G RAERE, BHSOEEMAEEETIXRRS. AR Cys C 5%4F CHF
O B [E] AR SR, DY BRI O & A SR ARG R AR YR, B IEATIE S0 = FE A ()
Jie, B NEARMEL R,

3.1 CHF &K EEDh

Galli APV \ BT HAERS . PR, RGE LR . S, 5045 CHF O
FEMRENEGREK, AR EREE NHYA 2%, Ko T%. % VE&, 4
Bragess PEm. DR Mk, WHS 5. milE. wS00n. HERFERZREXY CHF
o, REIR, XERRAMEARRELINEE CHF HA1HE CHF 2 A B FEAER, HES
TR . R TRIERZFE B, fEHANIE CHF 4, BEAREAH CHF, AHERAIATE
fE— S HAM AR, VRS ARG R A Lgit FER AR, CHF BFHE P e A &
HOREEN, AREFEIRKEOCEEN, UERRERUXEFE CHF OEEMEH
FIFEE A 0, HR¥5 Dereux F1 Ganau #r#E 7 A0 = B H(VR)MAEL = B A
(Non-VR) , ¥4 R E/RERAEER L VR 4& T Non-VR 41 (P<<0.05) , *%[E[E
EHHEBIIEK, ZEANBEORSWATIEEH 2, DGR IIEEZE, CHF O=EEMT
fER IR S e . HORAEME R AR R Tt ¥ 2%, CHE ODEEMHF BRI K AER
Tt (P<<0.05) , 7 [ SCHR R I 53 1A Ui 5 52 I v 3G i O JULUAC A8 70, XD ZEEE ALY
RAEEAEIER, R AT A Wi S 4] 2RE R 7, HLIe B9 22 i ml el
CHF /2 ks 3, TR U3k, % CHF O SRR ERRY. SR EREH &I
JE e 2 CHF B3, KA OEE MR ERER S (P<0.05) , mEifilEXTT0
JF A2 e A e as r E  sE BY R Tm  JE, OEE ORINE, W A R A T
THa, SBOEELE, Z2H0sBEMKRASRER., R EEs s, SoEEE
- Kok R - [ R R s, A Kok R 1K B, (RfEOoNlgnpaig . ek,
T i, Warsl o mAEL FOm S RO B BRI, BB KO

13
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HMER AR RK, 3 AR 7R BRI 2, SRS AR SR AL O LR M BRIA S, 5018 L JULZH B B
o3 AR A = B,

3.2 Cys C5 CHF gufE<M

% Cys C ZAHX 7» 7 liiE R A 13KDa K, NN EERZ, JLVIEE
A Al A, H AR BEIE e, 2 oA R - e 2 B 1 i AT R 2 1 g g 410
w4, 25N R E R, RO AR, MR RE. k. 2515
KR, BRSO RS TR AT AR NHYA 5%, AW RIAE O
ThRE 2 i) CHF B35 IfiE Cys C ikIndH ¥ m Txsiifdl, JFpEE LIhReB e & b
THEaY, HAzmERREAGAE S U Cys Caf ME NP L IIRERIFaFR, JFAT
OIIREAERIUIEMSS, RIS EUE K I EF CHF LIIRER LR, H Cys
C A, 575 EER I 7t & BLINE Cys C /KT 5.0 Ih R 4B AR S 1EAR 5 (1 45
W8, JFHmIKT Cys CAMABERMILT R m TREA . K CHF B L HO=
HARI gy, APREIR, EZE CHF kL= EMN Cys C KT T ARKELEE
fE . Pz ERBAS ARG WY Cys C rIBE 54 CHF B L EEMN
RAAFLEARINE o Ix PV g 45 L R KT I LT Cys C 150 = B J B AL A = A7 K T
REA G, BN = A B 80 /3mSR IIREA 2 RIINE, Mk
NILE Cys C 2 K ITCAEIR O LSS A4 57 M B2 W o 458 S AR TUREA— 2

3.3 Cys C 54 CHF L EEMIAIFEEM

Barka 2509 \ SR H] PCR BFFCIENE C e RI7EMEE K RO Erh &%, K3 Cys C
A DAE AR FRAR 254 T O LA 4ERE TR, WA T RBAE D ALK SMEFIR I A R 35
HIEVEH, I H Cys C /KRR, Cys C %R a iR (A B s /e ks, Sk
YRR AN A D LR ARG, MO sz O = B . 72X VR Al Non-VR A8t #r
KIL Cys C AlRe 524 CHF BH LDEEMA R, FRAIFEE . Wl Sk, &l
I3t AT e AR BCE A CHF D= BRI R B, A58 70 Logistic [1H 5 #T 27~, 18
RIE TAERS . o, iR S0 x 9 CHF O EEMMEM S, K Cys C 15
Z4E CHF B2 D= EMA EAMEME, HY4 Cys C /K FTHEN, #4 CHF B RAELE
FERERAER N, HARMER N 0.952 %, IGK L& OB LAZFKKNES
(LVEDd) . A=JGREEE (PWT)  =E[HBEE (IVST) . LERFIKERE (EDV) |
O BB (ESV) L A F S B (LVEF) LA RGE I 545 A O = R B AR H (LVMD
JARXS EREE R (RWT) E VPl O = EAEAF I Fabs, UL EIEARI i RO %
HI, BT SR O = B RBUSTEARNFE, A R38R O DR BT, ol H
S, ABE bR AR OEBR RO I RE B AR I A HBLR 5, Tl Cys BB 524
CHF s HEAAEA OV, (HSARFFRFRAH RIS E, AR R —L o T
Cys C 5.0 EM GBI, AERGIE VAR MR, Sk, OIER R R
fE CHF D= BRI, Cys C 5 LVEDd. PWT. IVST. LVMI ZE48Fr17EAE IEAHSS

14
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PE(r 73507 0.535. 0.425. 0.342. 0.565, P<<0.001), ifij Cys C 5 RWT FAE A (r
43l #&£-0.399, P<<0.001), A CysC 5 LVEDd. PWT. LVMI fF7E Fp 255 A e
5 IVST. RWT fA7E554H 1, i8] Cys C 5.0 E BRI EAFIFREE A e,
15 LVEF. LVMI | LVEDd FHCPER R, AT RE 2 2 B IO 3 PR IR AR TR, %
Jenl RO MRS M Ih R R, RO EBE R, SEFRENRRRAENA K. IHR
R ILE Cys C /K, MARREAE SOGE QIR EIX = IiEts, AR RO E
Y, R I 5K R A B I RIS DU A A2 AR B
SN[ O E B, ik MR O EEMRRERE, RREEE CHF BE WA
173 517 & . ParagH O %8 K A Cys C ALOIE MRIL ¥4 Cys C 5 LVMILEDV #1 ESV.
PWT HI LVEF [F)2% %, 9N Cys C /KT I 7E 0.46mg/L % 6.55mg/L . [H], {f 575
SPHTHR, Cys C/KFHIE NS LVMI. PWT #5%, 5 EDV. ESV . LVEF k. H5A&
WARGERATE—E, HETREGHX ., Mk, BRERAR. GRkETREE, K PCR
TEAE R B0 AR fe 2 LR Cys C BIAER By, i#—2PHIESE 1 IfLiE Cys C BEBE1E O IE
LR RIL, CysC 51N BE LK AN MIANRE J5 7 AR AN B oY, Hmad i il /e = 7.
JEE R DA B2 o 25 (RS PR S, 2% Bl K Lo B AT Ik I e A 4 iy kA= 14, mr sy - Hofh
e [y R 54 Ay 0 5 EE A B30 R B E AR

Cys C 54 CHF L EEMEEHEEYIR R HAl A LRSI 70IE S22 IR
B 1 R EL A4 2 B 1 SR A B 2 A (R A R R, Cys C S S U R 2R 1 )
HFR SR R B L — T, A O = E AR B OCHEERE . B RO S,
AR, TIRMEZ R4 (Sympathetic nervous system: SNS) . B Z&- I K7k &-
i[5 B 240 (Renin angiotensin aldosterone system: RAAS) ZEAbTIEIRAS, [0 21
P, WS 38 i, O I SIS DA R MR R, 1X— R I NSO LA I A A=
JER. AR, D ELIRIERIERE, iz DN E A T AR, S B0 WL ) = B
AR, BRZGEOEERILE R, [ SNS F RAAS R4 EGE, INE TSN fum,
KU DMAEIG R 7B 5403, S IIE Cys C /K-F B, RSB R4, S0l
Mfits, 2 nE CHF L INBERALTERE, BB E R,

3.4 INGG

ZE bATR, Cys C 524 CHF O EHEMAALEAACHE, FBd s 775 M R & A
FHAME 2 W E P2 50 = EMRRAE . KE. A0F70iRa NS AR B, B
FEEREME T REAAE— B w2, 7525 WU I 4 IR PRI 75, 1B Bl 1 B[R] 1
PR, ARXT NIRRT KIABE T W LS, W AT LS RAATIUE . LB R 2 A FRAE
PG ORI 78 A o5k o AT IESE Cys C 58 4F CHF (0= EAMAELEAR G, (HZ 4 CHF
A R R AR D E B Cys C B FHE 2 /4 = AR J5 B0t 58 P8 7 1) 6

15
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445 i
(Conclution)

Cys C HZHE®MEL 500 BE O EEMAGMKME, 2 Cys CARTTHERT, Z4E
(A& RSB =3 A )57k 2 da SR E=R: R A1 fenlvalicce: I8
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BLilE C FURRIER

FE: INER C 2 IZAFAE N A A T B2 e = R 2 A g A0 ) 7], AN S s
e R, WUAI AT . SOAESF R 3 BRI, FOUE A0 iR i B B s 1, fR
15 EHLGOG PR FK BRI IR o RSO BEAIER C YRR 45k ARt AR AE I
PRA N FHOMEAF — R 23k

REEE: PANEK C: EMEREAR: ThEe

Abstract: Cystatin C is a cysteine protease inhibitor widely distributed in human biological
fluids. It is not affected by factors such as gender, age, race, muscle distribution,
inflammation , etc. and its role is to inhibit the activity of cysteine proteases. Protects host
tissues against the destruction of proteolysis. This article reviews the gene structure,
biological characteristics and clinical application value of Cystatin C.

Key words: Cystatin C; Cysteine protease ;function

1 Cys C HIHLT

1.1 PR RER = B ESHIHI ISR ik

P o 2 R B 1 B A R — 2 T R ) R R (R 2R E AR, T
MTah. Y. HFEEN N 3 AR Kk 1, Rl Stefins, XFRMA Y Cystatin;
K 2, Bl Cystations, S FR/rii%Y Cystatins; Kk 3, HlJ Kininogens, A% 45 fyis & A
J, WEFLEN O R X k0

Stefins Z % 1 AR BE, BRI A A0 BB, W4 h 08 MR LI TR AL ) 2 Ik ek
B, ANEr R O EE, H R BRI A . 2 IR EIERR 7 O B N SR R
K2, BIBEANE C. S. SN A1 SAPTL, g hM i 443 120 ANEIFERRFRIEMPIAD —Hi
B, K 7R = WOk R (L-kininogens) « & 43 F i &= 3B JR (H-kininogens) Al
T-kininogens, ZH R MEAM M5 3, 78 NIV A h Ul IR 32 BEAEAE T I A0 v i oL,
F B AT IEBERIZ B\ R, B A 2 R B 1 BP0 1 7 e e B A
0 e R R e 1,
1.2 A Cys C EFRIZEMFIFRIA

Cys C &ML & =AM ETF 2 M EF P HILL K 1.0 kb (1) 5 E A1 2.0 kb
it 3" - R F 510, Abrahamson %5 F AN C cDNA I R 41HR 4T 2448 772 A i A 3
(K2 DNA KLY, 584 Cys C JE M LG — S, n 72 ABEE C cDNA
FAELE N NI AU R, — e TS AR E AR Cys C ZERK
30Kb B s 4 [ i g R PR 2 X IR . 7 BL PRI 4 DNA WAL R I = A 22 A5 1k BRI 7 A58
AT FEDR O B8 IX 0, se R i LR, R4S 7.3kb FE R A BIAZ IR E 41, #H Cys C
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SR H=AINE AR, IEFEWDNNE TR0 008 2252 bp 1 1254 bp, S B AR H
KANLIR 4.3 Kbe 1ZAMNE T 705 cDNA FHEGE R T SR EL R R A A B . e d
= C NG T TAZH IR — AR ga it 2 18] Bl 24 B 1 o ) 28 2 PR bk it 55-56 A1 93-94 {7 &
M FREWNET - ST TS S SRR 5 %25 UURS & T BB A A 524447 o5
(81 X b py &7 SR SN FIDEIIE SA JEH 52 e A, HJ2, Cys C RIS — AN
T LEBEAIER SN AIBtHER SA M N & RKE 2 (HtdlizEE SN ZEK 2y 1511bp. Bt
7 SA H:[FZ)75 1200 bp)

Cys C B MIE X, Cys C R FI B2 IRERNES, AATAAA. 1£ CysC
(1) 3" Rim_EIFAFAE 11 MZE R, Cys C ZEK P31 5 R Imf T-#21x Cys C R it dh
P ZZER S E XA A TATA SREEF5], B ATAAAA, ATAAA JFFI7R
FEREAE SN MIBRINE SA S ALy B &k B8, Cys C JEHf 58 X I8 B A &
EIRE, & GC &, HAETIINMERER T, HEEoRH T840 SpItrsz
FET 53 Cys C FEK X IR, 587100 5 51| IR 7E 1 [X 38 2 B

N T ST Cys C K FIFRIE, MAT R ZIFRA 432 RNA. BE4IE C cDNA #ill
EE . RIRS . B B . BEARE T mRNA SEH 2Rl s n] 21,
HAE 5 R R FEIE RNA, 5T R M Cys C f71E T A ARk Hom B
B R EN) Cys C & &1, Cys C AR 2R e RB W e 5 3 50N X [l 45 ¥ %,
H'E 5 B3 XIS = — e i LR, R = SR CAAT &, HEE & GC FF
A R Spl g o s e
1.3 Cys C U=

Cys C A& — | V2 AEAE N WA i 2 e e 2 1 A o) 77009 e iy 120 A
SIERR A R TR E AR A 2 I i), B TR E AR R
e 2P, Cys C 1R &R & S S ik, RUMEIFIR DR £ B R4S P, Cys C
5t4mz S, SN Ml SA 7ESH L E YIRS, 29 90 % AH R Hloxt Lb B sk EE . A TiE B
AT YN . EAIE S SN AT SA 1) 121 MR ILFRFFAIEN 5 Cys C HIFE— M4 h
50%, THHEMIZE S SN AT SA G 2 N BLAEAE T /0l ey, HRIB AR 2,

— T ZERPFEKIL Cys C A LLFREA: OCys C & —FH 120 AN LR 24H 1,
18N 13kD WK+ BtEAERE R b SR A i . @%hY Cys C LR 8 T8 KL,
BETE T A P A AZ M N DUVE 8 i RF S sk FIRak, oS e v, AR B ORIk i

ESEEE, RBPRK, AR ERE. Bk, DR AE. ZOESER R, 3

B E 2 TERRIMIE Cys C ME—28E, RHEArFE/, WiEdA, 7 HHiEd S /Nekjgd
B, B NE SRR R, ANIRIEANI . @ T 2ERERR & ARS8 Kk, H
1 FH 0086 2 R R 2R RS R 1, R 75 2 AL SO AR MK R I R 24
1.4 Cys C 58 /hBkigid %

B /NERJEIL R (Glomerular filtration rate , GFR) 2 & B A7 I A] GE v Imin) 3 4% 5
A FRETR I Z T, B8 BN 80-120mi/min A4, B /NERUE T 2 2 6 B B D RE T4 E AR
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C70, P £l ) 5 e 7 ¥ A 0 e — Al R () OSSR 38, I P D R  EEAE  FR E(H
ANEHIRA il IE o AR, T BUE R ANIEPEARICY), GFR &3 i il & Ay Jo £E I
SRR IOIREERA L. 39RO SE GFR M3 &hn P (R R 4 4
HAEH RS EARC AL &9, 58 AMIRVEYD 5T e B /N ER I8 I R A3 A 2 AR Ah AR A,
wag B AR, AR IR LI R _ESOKIE & 5, HARR . tn] LU
Ao 00 R ALV PRV P B LRI B2 T 5 GFR, {HIX Sy i 2k R AR BE 9 i 39k 7y, JF HL
ENZBNNE. Fie. YRR RPN, B — 2 ik 3, CysC 5 GFR
IR REH Y], Cys C KOy 1 &/l B il B/ ek, IFE S /NE S8 e ERIOF i
R, MK EIEF Cys C MMk EE HH GFR YiiE, Cys C HA T & A EUB I [ 14 it
W, WA B GFR () — N EH I IR FR, 2 GFR T RS LI Cys C /KT IT4a1ein,
i ILEF 35 2P, JRATE, B RERT GFR TP, Cys C 7E M AU IT 30 10 4
fi%: 4 GFRIEWH, 1B /NEThRER RS, Cys CfER /NG B R H, AR Ik B N
100 5. T2, ENREZITM, JH& 7R Cys C Kil 5 GFR 723, KBTI
JH Cys C 177 22 b oAt iy 75 72 sCAE B PEADRS B M B o, ke S0l R A2 L S Th R 5 i %
28 P BRIE, f#43 Cys C BASIATE H 1) GFR B UK E

2 IM7% Cys C HIllmPRRL A

2.1 Cys C 5#ER¥%

T ANOK, 28, DL BRI AT = 12 3 H 2535 i, PR 255 AR
IEER . HRAPEH AR A HZ (World Health Organization, WHO) (K%, 4tttk AT
A EE RS ZH IRDRE RIP FBOPS R AE 2000 £E4 2.8% , it 2030 LKA T 4.4 %2, BRI 5%
SRR AN R RS IHIEC —. RERRWEEIRE BB, Hii SO & RIS
JE S0 B 26 A SRR o B PR 0 ) I Sl A B AR TR B R R . LIS FR 2 BRI
MEHUEF &R (HR, RRELE 20% ) 2 TP R B BAE B Thae A4, R
NIERAEAREY, 7 s, VF 2 IR EE A 5 M UET ST X e 3%
SRTMT, L3 AILET IR B T WU 07225, B AN BR AT N i 302 Rk, B892 T H
TSR R Hfh A kR, Hhz —J Cys CBl. Cys C MU B Il A AUk
fabr, TSR RADT, EREA G MUEAHCECR) . XS 2 BURE R 1) K A K e
AR, RN . KyungPY%5 \BETTRIZE BEW], FRIBAIILTE TP BN E C &2 —
PR, SCHM, GERAER TR, H TSRS RS2 R, Fhl &R
WHEAREE P EE, R TEE PR KRPIFEAREATIEE S, A
Cys C 1E N H- A b R s B s 1A AR 0 bm 08 72 S

PR3 P A0 DX S 725 A 0 PRG F 57— BRI A A, & — Pz 42 Bk 24 9300 1
NI AERASE BA R, Frp 2800 75 A MBI, eI E 5K, I R R AL
ORI 95 A PR PR R L RO R I TG LA 15.8 FTF & 43.1% 5%, [t o [ RN R A5
I ] S0 FR 73R8 26 (VT b AT 22084k, 8 PRI P A0 DX IS 7% (1) 4t 2> 22 5 47 4H A2
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R, kA E ST IRR I 7R, Cys C 7KFF =15 5 FR s 14 40 I fise
AR SERE R OG, I ELA W BRI A R s 2% (1 ik ST S e PRl 257
2.2 Cys C 5 RBRINBE FLiH

FFCLR R Th BE U3 AT BB A 08 1R W R (s W S 24k, RN S80S /R GE I Z 19 in A
SRR TR, X FERUMIENIE R EREC, PTRE < R AR T s T ke I R A
JiMURE I AAAE, TEIRIR b, VP2 B FURIR I RE TC kI o R TR T e A & RILEUR
MAE. FET, AR bR & s n] SE b T B R R0 A6 FCHERE R TT J5 R0 ILAE 1)
KA, DL R R R AR T Ae R B AR R, AR DA O SN C A%
(390, 3 o MOV N st 3 5 T T VRO T, R BUH TR Cys C /K THe, JFH. Cys
C AI{ERNH TUIRIT IR I A T
2.3 CysC 5%+

ST — PO U ORI SR, SN A% (RUTR . 2420 24 A /i, (R I
M. EERER L, BPEE. B, B, Rk, FEAE SRS T2 Wk T
FAU ., SR TR LA, LT LPE T M R R R 22—, i A A e op [ ik A,
S IR TR FE R P AE T2 P I AN AR ) Ly RO A s AE T3 . A IR PR I 2 1A vl g
SR E I RE, W HELLP 2551 ik i ek 15 o g 553,

ZIRIE S5 LK SZ IR R G 56 T s n R R TIReREAS, B ThAE AL
W FEEKME R, Xgt— DS RS E A4, X FOBIEIEIA R4 ] S 8U™ = 1R
TR, BESERATA S IE 70 0 L3E R SO SE IR B AN R 5| 7= oo i) s B e 3 - 9
JR A/ INEE L,

Cys C CEZ TR HHT TIRABE T, BFA'E S — ST IRE K 4ahs (RE, LAE.
P Jookle, Cys C 2ok 1 21 bR B 1 Bk 7708 5 e L2 78 R 45 13kDa & 1
BRI, AR S B o AR 2R 40 M 8 AR R AR . — LS R B, XA
PRSP LL LA VR B S BE I — AN SEAF IR R0, (EAB A e HoAb AT )32 1
B BetngE Rzt o), fe O H I R AE bR S 0, AT BRI TT . — LR
TOLRIR T Cys CAEAUELRIEMFR EM IR - Krittanont™V AR Fi 375 LT A
If3% Cys C it 5 Afi F &R 5 i eGFR, W FTILIE Cys C /K Pt 75 5 5 A 4 Jk
TIRNEEMC, 4R ER Cys C & —Frfg R SRAEARED, B THEAN AKI FIEDbR £
Ab, ERTCATRIN A=, Rk, 1% Cys C /K VA Ay BE i ™ & Je I 1 B 5 1
2.4 CysC 5%

BE AR 5 IS 5067 B R, R R G LI
R 2 — o AT ERAE AT R A MR T RO R e . AR TR B AL, JE P E S
2 PRI R R R 8 R R AT R RN . VR (I B A
B4 Y- PR S IR B T, JFCod et 7 T i o S T B T I B R PR R 2R RN DL % iy
LA A 5 T A A P03, 242 P e 2 1 il 2 32 L A IR A 1 75 G e 2B 5%
TG BRI B B0 55, stefins AR ATHDIR IR 2R B9R T o Bl 5 X g i 2E ML
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FIAORBIARBHR N, Ok (AT 745 51 O e IR R R B A S A e . (R28
FEERE BRI o FAT (2 28 MRV AL KR 1 1) PR A e ) 7= 26 2 PR R, Tl
FREE A, TTPRMRAN AR, BEIRRG IR BRI, 75 5 5 SR MG VR 30 28 2 1) P 4 i 122 2%
54, Cys C RALE AN B 1L EIMHIF, 75K PR (eSS A% B H 72 &
W), AT B U TG B R 15 5T 4L R SRR, AT 00 e £ i £ 42 22 ),
FE ST PR o A2 A0 i vt b 2 2 A I8, 7 4% g o © 80 2 31 Cys C /KT 598
S I%2 WRRAR S, BRI, Cys C ATBER AR (1 R EF S Wi bR &M . YanlP 4 A BEHL
FEY 56 fl &8 B, T R A UK E AT QRT-PCR 25 7 VA 2 X e R C
L, SRS RSIEEEE FRASUHL, BERHST Cys C K TFEETE. i
SERWFFCRIL, Cys C AN SEERAXR, SHEeMB (IPim. miyiE. 2 mE
BER . Ml BRAMESS A2 XA
2.5 Cys C 5xipki#EREL

SR FERE Ak AR 05 K ™32 PR 40 P 7 2 I A A R L/ e A 1 2 PR 05 o AL SR P00 L
A 1) T o0 S EE AR, R R BEAR A T K RO R R R NS 2 . BURT AR
ROGHEERLREBEABRMLEREANR. IR IEFSIKAL, FlrEaREA
B ZUE A RS S MK CEAFWILE SN R AR AL 28 vhod 3k, W BE S 5 i 4 B o 419,
IR B, A B LE A SV A b AR S E T . R URR B A
H1 70 h A B R B A A )& Cys C, Cys C B TR 2 M, 31520 5
et fk b HAR R 3 R AE i, BRI D, S, SA AT SN, BrimE D, S M SA
FEAEMEE AR RIE, Cys CJLFAE SRR A 28 B HRIE, oI A2 R IR B 1 iy i 5
SR A3 R 2 — o 2D S R B BN 4 2 B A g A P B B R 1 i E B ke vk 2R
IR ALt 0K, i A5 S AL AL 4R (7K A, Cys C B & (1 /K Al B (05 1,
R4 1E FH PR FKFR IR . 2 Bk R AL B #0048 HR ORI Cys C 7™ 3 T B
T A A et
2.6 CysC 5L hRiB

O I RE I — P E IR IR RSB E, BB AFE PR R AR, AN 5] 598 757 2
AR RR AR O R R BRI N, SR SR, BAERERE, &
LB K. RUEBESIGIT . WRAITIEMBERIAEIE D, O I 2255 19 KUK ATH SR AS 1] 38 47
. B hBEANAIl W 5 I TE08 (I R R I 5 A R <82, i fR Z A LT /KT
W2 RS shiebr &8, (HEATRTCARPER], SRR, R, ZOmMALIA B & RS [H
KA. Cys C & Y-t AR, HUE el Ewmr=4E, HiidiE, BEA
WA S B M . SRR EA L, Cys C il A2 —MEdER i E A4S 1
/NERJERT R (eGFR) Wik, Ak, FHEf Cys C IKFES 2RI M0 1 32 08 I Tl
ARAXE, £E Matana ZEPN253 0 7 LB, M3 Cys C /K FHOFEEEEIE
M, MIMEHE TG Cys C /KPR T 0 /1558 KL Wi G 7 2 104518 . Tang 2%
WSROI, & Cys C AR m S A O = &7 K D RE B Al A O = N 46
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THAERETG 2 IE A e %A o AR CHm L B D7 WG AT [B1 9 234, 15l s K (L% Cys C 2
18 0 3 BB I TS A R ST G R R R 4518
2.7 CysC 55m/=E

CLRT RIS S 3 0 Thae B2 B R R, EL R AR IR IR Ayt e 200 4 B s 2
A, #SmEIMEA K. BRI F M B AT BE 5 B R, B 2R - I R 9K 2R - 6 I
MAZ P RGEHRIECE IS, FrAXEH e B0 ML A . 2 s, &
AR R IR R R, 2 E RAERS, MER, BE AR E S IR R AR L,
B LA B T

IiF Cys C K2 & B Thaefets, 598, MAMIIRRELRK. —I 7t
T B MBI 13235 L35 Cys C /K5 & i 2 (8] ()4 2 SR Bk, AT Rl T —
FRIEARDS, S5ERTHIZ I 9t —34[68]. Peraltal® %5 A\ W23 it 4i 55 Cys C ZeMEAH %,
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