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Correlation between lipoprotein (a) serum level and coronary atherosclerosis severity
Yao Xingi, Zhang Xiu lan. Department of Cardiology, Second Hospital of Shanxi Medical University, Taiyuan 030001, China

[ Abstract] Objective To investigate the
correlation between Lp(a) serum level and coronaryheart
disease(CHD) as well as its severity. Methods The clinical
data of 469 patients underwent angiography after admission
owing to chest pain was retrospectively analyzed. The Lp(a)
serum levels were examined, and two grouping methods
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were used. According to the quartile of Lp (a) serum levels,
the patients were divided into four groups with Lp (a)<87
mg/L (n116), 87 mg/L< Lp(a)<158 mg/L (n=117), 158
mg/L< Lp(2)<309.5 mg/L (n=119), and Lp(a)= 309.5
mg/L (n=117). According to the coronary atherosclerosis
severity, the patients were divided into the stenosis

degree= 50% group (CHD group), O<stenosis
degree<50% group, and control group without stenosis.
The Gensini score was calculated based on the findings of
coronary angiography. Results The Gensini score was
associated with gender, age, history of hypertension, history
of diabetes, and Lp(a) serum level. It increased along with
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the increasing Lp(a) serum level (P<0.01). Conclusion Lp
(a) serum level is significantly correlated with CHD and its
severity and may be clinically significant in the diagnosis
and evaluation of CHD.
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(COPD) #HFmEHER (CG) 5CREN
(CRP) /ACFEs b, #EIFCG. CRPSfi, fTEhfE
MASEIFH S, 73 YEE64ICOPDIEE, Hilg
P BEE PR A 2N E ) ( AECOPD) 4641
(3261 & FIFR YT, 14FIRE FFHG ) |« el
18615 DUBEREARZ 27 2 /BN IR IR, 43 Bl
& COPDA J& IT Bil IF 2h fE [ E iR & 2L % B e
(ALT) . KRIREEEEEER (AST) | &

Correlations of serum cholyglycine and C—reactive

% (TB) . H#EEMELE (DBil) HEN
(Alb) | CG. CRP/AKE & ¥ 7 Jf il i# CG.
CRP/K:, FRIEIESY BAMBECG, CRPAK
o, %8 COPDAIMECG, CRPATHIEETIE
XA (P<0.05) , AECOPDAIM & CG.
CRP/K¥iE FhRaseifigl (P<0.05) , AECOPD4L
HIFFGAECG, CRPACEETAECOPDARA I
R 520 (P<0.05) . COPDZLAITHILECG,
CRPFHMEZ I %82.8%. 85.9%, JAITIESHIA

(EJE2

28.1%. 21.9%, BIATTHIFABREE (P<0.05) .
JEIT AT, AECOPDE H I {5 41 ALT . ASTHI
CG/AFEHE T AECOPD AR I R (520 K FaE 1
2] (P<0.01) ; AECOPDARAHIFHEGHALTAI
CGKFPHHES TRERH (P<0.05);
AECOPDE H i 4 M AR & H 5 4L TB
DBIlFIAIb/KCE 2 ST X (P>0.05)
ERMRIFIhRE M5 7518, CGRHMERiRm, ALTX
>, ASTH K. COPDH & L& CG5 ALT,

AST. CRPH 2 FEAM¥E (558 40.653,
0.532, 0.783, P<0.01) , 5Alb, TB. DBil%
Mot (rfE 9 8 % 0.208, 0.252,
0.267, P>0.05) . #it CGRICRPHZ 5T
COPDWAMERAET . COPDMRE G [H
APt A R IR RE R AR5
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rotein with the altering

of lung and liver function in patients with chronic obstructive pulmonary disease
YAN Feng, ZHOU Ying, XU Weizhen . ( Department of Clinical Laboratory, Lishui City People's Hospital, Lishui 323000, Zhejiang, China )

Abstract: Objective To determine the level changes
of serum cholyglycine(CG)and C—reactive protein (CRP)
in patients with chronic obstructive pulmonary
disease(COPD), and to investigate the correlations with
the altering of lung and liver function. Methods A total
of 64 patients with COPD were enrolled and classified
into acute exacerbation of chronic obstructive pulmonary
disease ( AECOPD) group(46 cases, including 32 cases
with liver damage and 14 cases without liver damage) and
stable COPD group(18 cases). A total of 27 healthy
subjects were enrolled as healthy control group. The levels

AW RER, BERENEMZER ( chronic
obstructive pulmonary disease, COPD ) BEY H40%
DL AFER8.29%", UM ERAFIIGIN B s, H
IRIEE RS, BEWMSHAEY g, HhLITFIhaE
MOTBAE Mo FATBE P COPDEE RETR
FR——C /& ( C—reactive protein, CRP) PIN
FFH 6 0 B & $8 R — — & B JH &

(cholyglycine, CG) "HZ5(t, WCOPDEFNM. T
DIRei Gt e M R TS #EA TR, DU COPDHY
PR FZG B —E Te FER .

1 B %

1.1 S5 W 820136 6 5 —20146E2 A TERR/K
MBS RGP AR Sk e 47555 (emergency
intensive care unit, EICU) [FBEICOPDIEE 64, H
FRE AP ZE P TTEERS 2N (acute exacerbation of
chronic obstructive pulmonary disease, AECOPD ) 464

(& HIFHGI32060, 206, 4126, Fi 61~82
% REHIFMG 146, BB, Loshl, Fig
62~81% ) | FasE M8l (s, L5, Fik
56~75%) o EEL /KT AR ERBEMERE A 27 441 F
RIEFEIRA, Semeiilnc., . ik, S%5E
W, ITWITESMERGY, K6, 114, Fik
53~72% . ISR, HEmKTA RE
BEERFACTIZ Bt . SAAFNS MR B2 R
BTG ERES (P>0.05) o

1.2 B MHES AR COPDIZHRTT A (18i:RH %
PERTESRIZIA 18R ) ISR . DINRERE I
28  ( alanine aminotransferase, ALT ) 7FZ: 7% [X |i]
EPR2fEEk Dl B AT . COPDALHERRIR

(1) EHHMIBOAIABE R (IR RS DSMINE
AL R R E R ) 5 (2) [l RIESE Al
%5 (3) NEAT4ANGEILE 25%; (4) Ak
I AECOPDIRHE LTS d;  (5) A HAMIS T
AGPER; (6) B EARZESN; (7) ILHIEA
WoEiE  (8) ArEL. k. . M. 1
WARGPR (RO ASSEHO . SR AL

WEE W) 5 (9) BUREENTR . ST, sl
A TP
1.3 5k

1.3.1 FEANREI COPDERE TIRITHI . 1675 &8
10K 22 M HHEGEK IS mL, B0 EEUMNE4 °C
PRI . IEH IR T4 B RS IE F ki3
mL, 250JF BG4 CIRER .

1.3.2 AL ES CGiatildih & Ll AR
AIRAFSRAE, CRPG Y se A YR B 7y
ARRA TG, ALT. RIJX AR A ILETR 6

(aspartate aminotransferase , AST) . ,‘éﬁﬂﬁ%—f (total
bilirubin, TB) . H # M 2 F ( direct
bilirubin, DBil) 18l 2B GRS R A EOR (7
HRRATHREE, FZEXA (albumin, Alb) . RFIH#F
ITRAEEYHEARFRAR R, FaRNEE
AU58214: H ) & b 43 #1 (¢ ( 5 [EH  Beckman—
Coulter/ AT ) 7. CGRCRPIIZHX [E535%
0~8.0 mg/L”, 0~10.0 mg/L",

1.4 it 051 RSPSS 19.08 #4748 1143
Bro Ay AR EER Ak (FERE) &
IR, WA R FIRRFIR TS s RAOELECR A x K
U5 s AH 3 k9 B 5 Pearsondl 2 2 ik . DL
P<0.05 A ZEF G

28R

2.1 COPDAHAIIEH AT IRLAIMNECG .. CRPACY: (1)
A COPDAEIMNECG. CRP/ACFIR & T IEH WHE
ZH (P<0.05) . AECOPDAIMIECG, CRP K FHHE
ETREENA (P<0.05) . AECOPDE HITHRG4
I17% CGHICRP/KF 5 T AECOPDA & H TR {7542

(P<0.05) . IM7ECG. CRP/KEHRIA IEH N BA
<faE HIZA <AECOPDAR & i {7520 < AECOPD A

(BHF IR ) B b B ki
%%&E@E%ﬁﬁﬁﬁﬁﬁé$ﬁﬁﬁk%mm
JRBRpE

VBE PR BoR, WSS ThREDE IR
17. B & OEE LS BT B A S B A
EFIER TR S B R AR, K H AR
B I AR RES A Rk R AT 2, TR B
HEL . H & O E TS & R TR e
K, SIEEBOBRESRE TRV EOl, s
i AR AR I, —EELT
BH MR R E E O ES RA HIEE & Ol &
1%, B &AEE (PG) — &% pGIHI
PG AT, FEFFHIRT LR & AR A 2 A DL R S,
mesla sy, S5rG 1RE, PG afPlk B SEERRR
oy, Wib— B EEEETIRE, ikt E
EAfR SRS L AT, WREMKTHEE
B R S B T r] LA O M B RS .
BESNE, Bl EERIUESATES,

of serum CG and CRP were determined before and after
treatment. Alanine aminotransferase(ALT), aspartate
aminotransferaie(AST) , total bilimbin(TB) , direct
bilirubin ( DBil) and albumin ( Alb) in COPD group
were determined before treatment. Results Serum CG
and CRP in COPD group were higher than those in
healthy control group(P<0.05) . In AECOPD group,

serum CG and CRP were higher than those in stable
COPD group(P<0.05). In AECOPD with liver damage
group, serum CG and CRP were higher than those in
AECOPD without liver damage group(P<0.05). The

#1 COPDARIEFWRAMBECG, CRPACEIEE (mg/L

205 B CG CRP

AECOPDZH 46 1.3 8.7
(41~282)" (73~9%2)"

GRS 32 132 326

(58~51.1) ™ (89~1056) **

REFHIFRG 14 85 203
(32~408) " (58~704) "
Fae A 18 49 10.1
(12~182) " (33~385)"
IEEREE 27 21 49
(05~66) (12~156)

5 I N R A B B )P <0.05:5 Fa e B AR
% #P<0.05;5 AECDPDA & H: FF 1 5 41 b 558, A
P<0.05

HIFFROAH, BoRREERIE KA, TSGR
DnE, HAEE R ET . L.

2.2 COPDHE AT Hil J5 L7 CGRICRPFHM: %
iS[aet

23 BIPLCG>8.0 mg/L, CRP>10.0 mg/LYEA BH
MEISFYE, COPDIEEIATHIMIECGRICRP HIBHN:

Ry 4 82.8% (53/64) . 85.9% (55/64) , JAIT
B OB BE R 4 B A 28.1% (18/64) . 21.9%

(14/64) , BIGTRIEABIEMR (P<0.05) o
2.3 COPDE AT HIFF LRE & IRTEbRI AL 1A

positive rates of serum CG and CRP in COPD group
before treatment were 82.8% and 85.9%, and those after
treatment were 28.1% and 21.9%(P<0.05). The levels of
ALT, AST and serum CG in AECOPD with liver
damage group were higher than those in AECOPD
without liver damage group and stable COPD
group(P<0.01). The levels of ALT and serum CG in
AECOPD group without liver damage were higher than
those in stable COPD group(P<0.05). The levels of TB,

DBil and Alb in AECOPD with and without liver damage
groups had no statistical significance(P>0.05). The positive

ASTHAR, BRI ERIEI =, PHEREE
M. A3,

2.5 COPDEFE [M17E CGH H AR G518 FR AR
F ST COPDEFMIECGSALT, AST. CRPHY
EIEAE % (offi 4 5% 0653, 0532, 0.783,
P<0.01) , 5Alb, TB. DBITHHYM: (@5 BIH
0.208, 0.252, 0.267, P>0.05) .

31t

COPDE—FEA S Z BRFIE I /T LTINS A
JGIT B . AECOPDH R 80% & S B &
PRt Y, HrP AR R 5 50%" . 4T B
G5 FSERAE RN, SOENAEN T R, 5l
iF, BIRTHBLAECOPDIWIEAER , S N1 G &
HESEREREHTAAEX" FEMERLED
AECOPDRE 5 &A™ B AIEA IR, 51
FCRP AR MW, Hit, COPD HFIfjECRPK
S AR ) S R R R

EH NWIMECRPACHRAR, FRLIRES) K
HPAPEIRIE . — B COPDEF 44 T 2tk 1
W, BEERNOELSURG . R RN te FEEn
H, RUEMERETRESW, [Hii7ECRPEFSY
o Hitl, MVECRPITESIEASINT AECOPDH)
TRIT RS EENEFE 9], AFRERT
TR, COPDE 7% CRP/ACE RELCOPDES E I
2. AECOPDAREHITMRGZE . AECOPDA H 47
GBI . 1 COPDEF LR 15
JESHICRPERIFE, XAIRES G G 4l
WK EIIERTH R, =R ERAER 7]
RES RDIRNANIE (T Ias oy, SEIFmins .
IIRERRIS IS . BN, AECOPDA TG54
167G CRPACESAECOPDA G HIFHR 52E4HEL

F2 COPDEFEIATT HINTIhRE I RIRAYHAS

ZHAI Fgr TB(pmol/L) DBil(wmol/L)  ALT(U/L) AST(U/L) Abg/L)  CG(mg/L)
AECOPD 32 16.8 6.6 3486 3163 293 136
ARG (128~32.3) 21798 (768-5684)" (64.6~4152)" (265~342) (6.2~58.3)"
AECOPD 14 153 63 643 M3 312 94
REFHHTIE (1127296)  (324102)  (463~1283) (186~1152) (27.8~362) (5.9~d5.4)
FaElien 18 134 59 326 382 33.1 60
(102~212) (3.6~104) (163~52.6)  (15.64934)  (293~41.6)  (48~29.6)

SR AR *P<0.05;, 5 AECOPD AR A TR (524 #P<0.01

fTHT, AECOPDAIFIFHIGZHALT. ASTHICG/HKE
IR 5 T AECOPDAR & JEIT #1540 K fase A4
(P<0.01) . AECOPDHA HIFHHLALTAICGK
ST S T RERZ (P<0.05) . AECOPDA 3

723 COPDAFIIEE M IRZAIMNECG .
CRPACERIEEEE (mg/L )

2H5) 1R CG ALT AST
AECOPD 3 25(78.1)  20(625)  8(25.0)
AR

AECOPD 14 6(429)  4(286)  2(143)
REFIFRGA

FaEin 18 4222)  2(110) 00)

RGBT #5540 TB . DBIFIAIb/K 2 5
WESI#FENY (P>0.05) o W#E2,

2.4 COPDEFCG, ALTM ASTEHM: R L& 7F
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AE. P RE R, B—iEEIEE N ER
AR R HH A BT B eI s, BREEA T
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rate of serum CG was the highest, followed by those of
ALT and AST. There was a positive correlation of serum
CG with ALT, AST and CRP(r=0.653, 0.532 and
0.783, P<0.01), but there was no correlation with
Alb, TB and Dbil (r= 0.208, 0.252 and 0.267,
P>0.05). Conclusions Serum CG and CRP are involved
in acute inflammatory process of COPD. For patients
with COPD, there exists lung damage, while there are
different degrees of liver damage.

Key words:Cholyglycine;C—reactive protein;
Chronic obstructive pulmonary disease;Liver damage
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K5, BHERmMPEILA
JEo

=, AEREs

L AHRACE ;
I HERE . RERAT
24 W] P2 ER 1 77 I [ O
. EoREaTENEy
RS MR, &
. TEER B, R
x. KRE, FHEALT
4EH35~45g N H . BA
PR TIRERY S WL & ik
FEAL. KFR. B K
JERgE S

32N KEdE
CE ZUPNUNIPI N7
g, Wz9m, 23, 9
BET . EIREEE,
TR, RERSTHTC
MEBIH

AR EEA . ERRE
FEAGUE A AL H AR
AEN <6g/K, K#—
WEPEHEEE 15 505 PLEA
B EIE . HERREE
HEREREEREEAR
<5¢/FK. DNz J7{EHE .
R RS E . KHE

5.4z I B 7R A ] B4R
i IR AR <30g/K
B R 15%0L . B
EEEARSHN <
200~ 300mg. 3 4
& A EE E S ans
fixi. BEE. NRE. B,

DI5E2 (k) |« BKIRE
(fndk s, B, @
) o

/g, e
BEGRSIIESTK 14
Ba, EE. 2 &
o ZME, 3t KR,
R %, ARIE%
ISR KEL. EiE
R RGN T7
%, WERTEL ROR
k. R, R
TE . RUWELL R
farth, AR OME

A AETEE

LB pEELTY .. $EY
R RIPER SRR AR
SR, WETEUEAE
FHL. WAEEHTE.

2 A RRE . FTRR
3RALL, AN,
ALRFF (Y, [HERAR
FHHESEI OISR
B, S5lL0sgEE
WUAEZE, ZIRAEHEE
RS anE (ERR, wIiE
TR R R PR, R
15~2095 %, ®H2~3
W BURRRIKRK—HRLY
200~ 300ml, 1553545
YRR ; B T2
BRI HERE, T
(BRI A DM E B

FRARMBEARS

AT FRE
REHE: R B
BX PH $E

YREEERHbL: RN EZFF
BAFEXEEF—E
1655 5

BB 4R:325025

BN #2577 %

$=kr 2021128308

MREEDHE, FEMEFRE

RFIRIR @ FARZH

JDE A 2 C R LI P 2 Pk 55 )7 o4t i N BR AR 28 45 Bk 8 F o

W=, BRE, RWE, S, BHEC

W OE: BH BEIBEC (CysC) K&
HEROE 148G / AL +73A / GR1—82G / CHIZ
ST VOB AR RIZEAIE (MS) #IFESEE.
T RGBS . DUEMSEE R
. DUGREREN (&10061) & CysCKF, L
B I — BRI Fr B 2 45 (PCR —RELP)
FEARRM  CysCERNRIE 4148, +73F1— 82002 4

Study on relations

syndrome in Zhuang population o

Abstract:Objective To investigate the correlation
of cystatin C(Cys C)serum level and its gene
polymorphism among Zhuangpopulation with Metabolic
Syndrome(MS)of Guangxi district. Methods The levels of
serum Cys C in Zhuang MS patients,HanMS
patients,Zhuang normal people and Han normal
people(each of 100cases)were detected by
Immunoturbidimetric Assays.Cys C+148,Cys C+73and Cys

RBEAETE (MS) E—HZ PRSI S
IR MERERNLEEIE, W8T rIEEIIKEEEE
1t (AS) WP S RE, ik, s 5 5.
MR, HAER RO M E RS M BN E
B C (CysC) &M ZEE T A AR
AR B R, TR RE SRER E
EGRiETE, 25 TASHALE . KR, CysC EREAR
S B CysCRIFRIMAE, H CysC LR H M HAT %
A AR SRR, A9 B 7R
TR T P 5 MSHR 3 CysCuk S J HLFE IR A7 5 +
148G / A, +73A / GH1—82G / CHE[N 2 457 [ &2y
IR FEIRR, BT CysCAE RN ER A ST
PEHEREMSI R R, Mifi AMSBATAR LTI .

1 &S H®

11—kl iR m T iR MS B | Hog
AMA L DURMSERE FIDUERERAMA R 10061, Hr,
i MSERE . Ze4sfl, Hs20, fFiida6~75%, Y
FiE53.1%  ALHEMEEEREAMA: 4561, Fs5501, Fid
50~71%, “FHFRES53.9%; DUREMSHE : w4501,
F550, 47 ~78%, WHYFEMS4. 3% DURKERR
MK L7, 55301, Fik49~ 728, SEHFRE
54.4% , AddkriE: (1) 3RULERAE SHMNREISH
TEREDURFREE , fefa—RMERMAITE, HAA]RE
TERIF ST RAEH ATBRER DI 58 I8 5ONG B ;

(2) TEBEHPEREE MM AR L ML 5. ST

ENAL BpERE . MSIIZITEIE (hER A LG
SEBEATER ) o AU RAEFIRRIER] £ %
SETEFIFEEZN (P>0.05) . FFE o 72 1% 08 &5
FREN, Himdia R RTINS R R, R
W AT RS R IV RTEPR. 1Z0F 5% il r T T 28
T NREBEE AT R ot \

1.2 bRACR AR HHECEIF 7T SR 2SI kil 5mL

SREATERERZ N 28 =57 (EDTA—K2)
PLEEE . T EE E 30min, 3000r / ming O
10min, 2 EIMNEE —20°CIR17, T &2 iE i
(FPG) . =@t (TG) | SBERERE (TC) | &
FEAEEPEEE (HDL—C) | (KR EEERE
fZ (LDL—C) . CysCMALEF (Cr) /K. EDTA—
K2 HiBEE 7RG, B4 CUkfl (<7d) #7F, H
T CysCELRINT A SR

1.3 (B 55 H 17— 76004 F B4 (B
HIZZ E] ) ABI—97004 BE( ( £[F ABIAH] ) |
BRI (AEmiR—(0E8) |« BRI (BRig2D
AT L CysC kA (BHTRAMREDHEAGTRL
&) . Mk, TG, TC. HDL—C, LDL—C ( #[X /A
) . Coiil (HIIEFEEVHEARAGRAR ) |
DNA His (JERFARAENRHARAF]) -

1.4 AV E ke R F 4 B sh A=A OIE oY
WRIMES FPG, TG, TC, HDL—C, LDL—C,
CysCHIl Crk e,

1.5 DNA & 4= DNA [ il =t d Rt v i
PR, BRIE—20°CIRAEE

1.6 CysCHE RIR IR FA SR & i i I vy — PRI F
B2 MR (PCR—RFLP) 5 W31 7R
#: ARHEGenBank#2 ) CysCEEH BB 751, H
Primer5. 08X PFIRITE 4,  CysCHE[A 4148, +73F1—
AT EE | WFESINLFE 1, PCR BE N M ESwL (&
dNTP, buffer) . Taqi#05w L. JC B /K375 L.
DNA fiff2 w LRI E . FHE5 1% &1L, 3550w LA
FR . CysCH+ 148, +73 Fll— 82 R (7 2 (04 14 5%
21 94°C SminflASPE; 94°C 1 min, 62°C 455, 72°C
455, 35MEER; 72°CHE(H5min, CysC+ 148, +73F0
— 82FL Ry A BRI Be R R 22 40T . CysCH+
14807 /5, PCR JG7¥ 20p L, Sacll WHIEG 1w L,
buffer3p L, LHE/K6wL, 37°CHGFY]1h, PCRZH)H4
254bp (ASFOELIN) , BEYIIGE M 132701 22bp 924 B

(G K ) o CysC+ 73004, PCRIG=H20 n
L. NgoMIV NUJEE1 wL, buffer3nl, TLEK6pL,

37 °CE)1 he PCRF=HA254bp ( AL ) | i
Y5 A 63F1191bp 2~ FrBE ( GEFATEER ) o CysC—
82fir 5, PCRJG =420 L. Sacll WG 1 L,

buffer3p L, FTEE/K6pL, 37 CHEYI ho PCRAZHI
FEA379p (C Zr 3 [K) , EEYIE 5 179F1200bp
(GHAFLRE) 2B, 5 LEBIF=rE2% Hilis
BRI SR, ELE100V,  HLjk30min 5 BRI % T
ISR E2 e Pk SR H AR R AT

1.7 e T SRS e spss17. ik T
BRI, FEIESO AR fx(-) + sk,
PUZATE TR PR LB R 75 2 43T 5 42H1E] CysCHk
FRRSRRAAHELS, R X #ds, [MiECysCKE
AESRPE 43T SR F B R AR G M R £ S B AP (1) 43
B, PIP<0.05FREFBAGISE .

%R

2.1 4R G R CysC 7K AU ELER 44 AN R TR
FRIZCysCKFIEER, ZRASZIFFEN (P<0.05)
IR BN, TS B /9 MSZE S & 18 BR
HDL—C/ACEBEFEL, ifi CysC, BMI, FPG. W4s
JE. #FikE. TG, TC. LDL—C, CilHET 5, 5
WHESHSEY (P<0.05) . i HBEMSAHSE
MSALEI FPG. BMI, W46/, §T5KE. TG, TC,
HDL—C, LDL— C. CysCEFTELI 4 (P>
0.05) o W2

2.2 MSZIMIE CysCACE- SR FEFRAIFHSEE S HT
PR MSEE R 35 1175 th CysC/K SE 5 FPGL BMI, 4
JE. £F3kE. TG, TC. HDL—C, LDL—CHHHEZAA
Ktk (P=0. 05) , (HECUKSFREIFMANX., £L &
IS ABL, RIER. PR, FBG. BMI, WZE
JE. #F5KE. TG, TC. HDL—C, LDL—CHJS0,
CysC/KAISCr2 IR (P<0.05) o HL3E3.

Mo BR (1) SRCHCACERIG IR Z 74
GV (P<0.05) , THEEMSANRIEFRF
1L 35 T CysCACT B W4 e B 41 22 o e i 22 7
(P<0.05) 5 (2) 4ZHh4MAIM  CysCAP-SHLEF
(Cr) APRIFAR (r=0551, P=0.000) ; (3)
44H]A]CysC+73. CysCH+ 148, CysC—82{7 S & fir
FER O R 2 T G EE  (x 2=3.139,

between cystatin C

P=0.791; x2=4.841, P=0.564; x2=3207, P=
0.782) ; (4) CysCH+ 730 5 GGHE: [H 8 MSHE &

CysC/K B E R TAGHAAR, ZFRHS%ITE Y
(P<0.05) , TAGERS5AAR Z [AICysC/K -2 2T
HEIHEEY (P>0.05) . &t B2 Hsie
K- CysCRIBER: S PEHBECH G . DUBEMSIRE Y
—MERHEZE; CysCH 7300 AR &AM ST P

and its

YANG Lan',LU Junjia', WU Qiulian',YU Kaimin’,ZHENG Liping'*
(1.The Second People’s Hospital of Nanning,Nanning,Guangxi 53003 1,China;2. The People’s Hospital of Guangxi Zhuang Autonomous Region,Nanning,Guangxi 530021,China)

C—82genotyping were conducted by using PCR-—
RFLP.Results The clinical data and serum Cys C lev—els of
four groups were significantly different(P<0.05),The clinical
data and serum Cys C levels of two CHD groups were
signifi—cantly different from those in the two normal
groups(P<0.05);(2)There was a positive correlation between
Cys C levels and cre—atinine(Cr)level in peripheral
blood(r=0.551,P=0.000);(3)There was no significant

2.3 44 CysCHE[H > B 4E HLAZH CysC+ 148, +
I — AL A R SR P AE R, Hoh, MSH A
CysC+ 148, + 73R A BEERMERMAS, M
CysC—823E R A S TR BE R R A S TREE IR o
S H— WAk, 4410 CysC+ 148, +73F1—8235%
N, FFEH—WEHRE MR, BAARHAR
FE (P>0.05) o HARAHCYsCH 148, +73F1—82R
[FIFERAUSTR, CysC+73. CysC+148%1 CysC—82R
[ A AR A 2 R RGITEF N (x° =

3.139, P= 0.791; ¥ = 4.841, P= 0.564; x 2=
3 Cys CHHAMIRARIEIRIOFIEDNL

Cys C r p

BMI 0.136 0216
FPG 0206 0.172
e 0305 0.035
AR 0281 0.063
TG 0.158 0312
TC 0.119 0.409
LDL-C 0.135 0365
HDL-C —0.269 0.053
Cr 0551 0.000

3.207, P=0.782) o W4, spkELE1L,

2.4 MSHF CysC+ 148G/ A, + 73A/ GFll—
82G / C HEHAM 5 E CysC K F % AMSEFH
CysC+73fﬁ,ﬁK@gﬂ|‘Eﬂﬁﬂj§ CysC?qu, ZREH
S EE N (P<0.05) o HAMMEHEILE:, GGHEKA
BHECyCACFREMRTAGRIAAR, £ RA5HE Y
(P<0.05) , MAGHSGAAR > [A]CysC/K P2 FT 5
BN (P>0.05) o #E—BHETHE . IUEMSE
F CysCH 730 SR, WEER—ZFEE CysC/k
WERTLTHE N (P>0.05) o MSHFH CysC—
820 AT+ 1481 S A A S L AR A 7 CysCKF
bz, ZRIGT RN (P=>0.05) o WS,

33t it i

CysCEATHrEGRANE, &5 THUKTFLAHE
ARIELRE, BRTIEATEN S/ NERIE S DR — N &
SRR T, il SR E RS DM RE R
BN E A, MIMHIGIASE RS TS, M
NN = A RBE R A B ST. [RIRS CysCrISEmA
NN ENEMEATER, 25 ASFIA M I 17 HOfR FE I
B BUFREH, CyC/KESE LM (CHD)
KHEFEFVIRZR, CysCACPRERIT, HANH Rk
PEEmRE A, o SHIEIZ N E AR DIRE R,
M B R 2 R A TR, 1S RO R
#, IMEHASELAE . RIR T . CysCHRBAER i Y
B A20p11.2, IR TREA " . A RIHETEA
FIFF 5 K B Cys CHER %2 A2 8 AE RT RES L CysCHY A AT
SRR, 51 CysCHREMEHIFIIRERES, SEWL
PR A A TR " CysCHERIZSAr 387
RH BT, HARZEA R SRR NFh, H
HERFRWEIEA, AFREAMHZEES OIS
BORHIRREL] " o MSES T OMERRINZ EE
R, Hit— PR RINEE R OIS BRI E LR
o MSFICyCHUIME PR R BIZIME X, Hi
CysCACE R EFZERG LA ST PRTEMSI< 7, Mifi
MS. DI . B aR A A,

AW AL, TP . DOE MSAL M, i
e I E G R RGBT B ES, IEE
MSE—HE S SRBBRNGAE. | &, DUk
MSZE% i i A B e A PR S/ A I 1 Cys COK T S35 T
&, XS ENSMITEE TSR AR
PRI I MSH CoK PR A B & THa, B
CysCACEECrKE2IEMR . CrACEFECysCACETR
T miHAMEE IR, MEFRPRS CysC/RTIT
TN, $RRE IIREAZ IR S EMSEE SNEE IR T
CysC/KFFE, Mt —HEHCYsCR B/ Nk ThaE
PERIBURSER

G EICysC+ 7300 A / GRAE, A]FEL
ESIZO S AR R, CysCH 14801
G/ A RAFFR]SEUS SIKIZAL A S EEER th 5 R
AR AN ERR . XL AT CysCIAIN TR AT 7K
RGNS, BuBE T E SIkS pE O flr
ZERIENECysCHIIAIN T 1%,  Mifi SBCysCHI IR
DEGE MR . AR R A DUE RO MS L
CysC+73, CysC+148F1 CysC— 8217 S (K /7
R SRRERRAMAR RS Z5, HESTH
FX (P>0.05) o XSARLARL AL CysC+
TR LM S CHD . £ | KRS AR, it
CysC+ 1481CysC— 8257 L A A | R SRTEARE
PERF TSR . #E— 25 HTMSEE CysCH73,
CysC+ 148F11 CysC— 821 5 AN [ 2 K 7 4 ] i A
CysC/K ¥, KB CysC+ 7307 y GEE K 4 J& 1
CysCCPIENR, B2 GGEEATIMSIEE CysCK
BHA A A TIMS B BERR IR, TR AT R
JE: (1) CysCH+730 A GER AT RER ) VEHERRAIN
EMSKAE RIRRIEIE R, ([HRAFIORGERIFEA
BEgE >, R ARFREER R, AR,
REPIIMHAR G (2) CysCH 73RS 50
MEBRFRAR, MMSE A= MR IR
METSHRIALRRTIIRAS, W B T o] AL 2B 5
KR, EEREER.

M2 EZ, BRSNS M ME R CysCAK 2
MSHI—AMEREE . CysC+ 73005 GEEFH A AT 5 [ 2
MSEE FNE I CysCREFER, {HCysC+73FE K%

&

difference in the genotype frequencies of Cys C+73, Cys
C+148indCysC—82in 4groups ( x 2=3.139, 0791; x 2=4.841,

P=0564; x 2=3207, P=0.782);4)Cys Clevel in MS
patients of Cys C+73GG genotype was significantly
lower than that of AG and AA genotype,and the
difference wasstatistically significant(P <0.05).But there
was no significant difference in Cys C level between AG
type and AA type.Conclusion The high level of Cys C

BENEIMSEH AT — .

KA PTERC;  ERERZEME;  CHE;
AR

DOI: 10. 3969/ j. isn. 1673— 4130. 201
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Polymorphism and metabolic
Guangxi district*

caused by impaired renal function may be a risk factor
for MS patients in Zhuang and Han popula—tion in
Guangxi.Cys C+73locus gene polymorphism and the
relationship between MS patients in Guangxi Zhuang
population need furtherstudy.

Key words:cystatin C; polymorphism; Zhuang
nationality; metabolic syndrome

#1 Cys C+148G/A\ +73A/GRI-82G/ CEERINLES [F5

(A=Y 515 PCR™ kN (bp )
Cys CH148.473 HiF5 5" ~TCT ATC TAG CTC CAG CCT CTC G-3' 254
RS 155" —TGC TGG CTT TGT TGT ACT CG—3'
Cys C-82 L5 95" —GAT GGA TGG GGA AGG ACA G—3'
TS W5 —CAG GAT GGC CAG CAG GAG-3' 379
2 AAIERIERAIIG T Cys CACEERES (xt5)
S HgEMse PUEMSZ TOEEREE DURESER . b
(=100 (n=100) (n=100) (0=100)
Cys C(mg/L) 121 +067% 1.27 £0.64% 0.86£0.10 094+0.23 8513 0.000
BMi(kg/m2) 2635+ 2.62% 2697 +243% 22184232 2239+284 16372 0.000
FPG(mmol/L) 5.67 £2.01% 5.85 £ 2.20% 438+0.68 4454059 5813 0.000
W48 mm Hg) 13750 £1650%  139.80+17.80%  11450£1570 1168011490 40116  0.000
EFiKE (mm Hy) 82.40 + 12.50% 83.90 £ 13.10% 7210820 74.40 = 8.00 13641 0.000
TG(mmol/L) 285+0.61% 294 +0.67% 1.13+052 1.24+058 6344 0.000
TC(mmol/L) 551 +1.69% 568+ 1.72% 427+1.12 435+1.24 7376 0.000
LDL-C(mmol/L) 332+ 151% 346+ 1.67% 1.79+0.89 1.85+0.96 8046 0.000
HDL~C(mmol/L) 129 +0.42% 1.35+0.49% 1624054 1.69+0.58 5697 0.000
Cr(p mol/L) 9230+2430%  97.10+2840%  880+1670  6940%1710 34618  0.00

5 RERG AR L, *P<0.050

75  MSHHCys C+73. Cys C—82F1Cys C+148 R [AIZER AN E Cys CACE(x +5,ng/1)

HR MSZH (n=200) F P HEMSZH (n=100) DUBEMSZH (n=100) t P
Cys C+73

AA 134+ 0.68% 129 +0.61" 139 +0.68 0860  0.392
AG 1.25+0.63% 3684 0029 1234059 1264072 0177 0862
GG 1.13+0.64 1114064 1.15+0.63 0122 0905
Cys C-82

GG 1.29+0.63 1254061 1.33+0.65 0707 0481
GC 1224059 1.066 0348 121+057 1234061 0130 0.897
cC 1.21+0.67 1.23+049 120+0.68 0102 0919
Cys C+148

GG 1.28+0.64 120£0.61 1.31+0.89 0783 0435
GA 1174061 1181 029 121+067 123+055 1953  0.147
AA 1.22+0.65 1234067 121+0.68 0134 0.894

S GG RLIMIE Cys CKIFLLER, *P<0.05; 5 FEEGGIE R AL B Cys CACELER #P<0.05,

F4 TVERHIGR DUEMS AR MR
Cys CROFLRRE LS

- HhEMSZE CHHEREEREE DURMSZ DURKERE
(n=100) (n=100) (n=100) (n=100)

Cys CHI48

GG 61 68 55 63

GA 30 2 37 »

A 9 6 8 5

P 0076 0120 0616 0722

Cys CH73

AA 60 68 64 71

AG 32 2% 29 24

GC 8 6 7 5

P 0219 0120 0160 0135

Cys C-82

GG 59 55 66 61

GC 31 34 28

cc 10 11 6 9

P 0066 0117 0211 0076

1:23,Cys C+73GGHE [ H;24,Cys C+73AGHE A MY;26,Cys
C+73AAFE R 7 ;27,Cys C—82GGH: K ;28,Cys C—82GCHL A
74,29,Cys C—82CC 3 [H %4 30,Cys C+148GC FE [ ;31,Cys
C+148GAFE[AY;32,Cys C+148AAZLA A Mark: DNAFRIC o

&1 Cys C+148G/A\+73A/GHI-82G/CHLFK[E]

SHESMSH R AR T BLEEEOF R #E— P K
FEARBIEHAE -
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