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Q. T HBERAXRFFHWEEREHTTHE _ARER.HT 530031;
2. BHEKBABEARER, & T 530031)

M E:BH RiFsirE C(Cys OKF AR ARALE T 148G/A+T3A/G Ao —82G/C th % Sl 5 B HAAFRME S
EMS) 6 AR £, Tk R Sk b ok kA Mk I MS B fe b ik R BEA (& 100 4 dn i P Cys C AR, & Bk
B -Tdl i kB % 5B (PCR-RFLP)H KA Cys C A FAL & +148.+73 o —82 69 5 5k, R (1440 Cys CRF
Aol JRAGAT £ A 3T 5 & SL(P<<0.05) . A A Kok MS 4G R 35 47 Ao dn i F Cys CARFAR A A R4 2 A %3t 5 & L (P<
0.05);(2)4 2B % 9} B f2 Cys C K-F 5 PLE(Cr)K-F EEA % (r=0.551,P=0.000);(3)4 A5 Cys C+73.Cys C+148.Cys C—
RIEENFLELARASAIMEZ2F i%ﬁ”‘?%?i(xz =3.139,P=0.791;y" =4.841,P=0. 564;){2 =3.207,P=0.782);(4)Cys C
F73425 GG EABRE MS &% Cys CRFRHFRT AGHA AA R, ZF A %431 & L (P<K0.05),m AG Hl5 AA B2 | Cys C K
FEFAARITFENLP>0.05), Hif HARIMIANRGHAKF Cys CTHRRAE BRERHK X%k MSEFW -4 LR
FiCys CHI3 R S 5kl HEAABHMS B XA FL TR,
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Abstract : Objective
population with Metabolic Syndrome(MS) of Guangxi district. Methods

To investigate the correlation of cystatin C(Cys C) serum level and its gene polymorphism among Zhuang
The levels of serum Cys C in Zhuang MS patients, Han
MS patients, Zhuang normal people and Han normal people(each of 100 cases) were detected by Immunoturbidimetric Assays. Cys C
+148,Cys C+73 and Cys C—82 genotyping were conducted by using PCR-RFLP. Results

els of four groups were significantly different( P<0. 05) , The clinical data and serum Cys C levels of two CHD groups were signifi-

The clinical data and serum Cys C lev-

cantly different {from those in the two normal groups(P<C0. 05);(2) There was a positive correlation between Cys C levels and cre-
atinine(Cr) level in peripheral blood(»=0.551,P=0. 000) ; (3) There was no significant difference in the genotype frequencies of
Cys C+73,Cys C+148 and Cys C—82 in 4 groups(y* =3.139,0. 791;y* =4.841,P=0.564; " =3.207,P=0.782);(4)Cys C
level in MS patients of Cys C+73 GG genotype was significantly lower than that of AG and AA genotype.and the difference was
statistically significant (P <Z 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 caused by impaired renal function may be a risk factor for MS patients in Zhuang and Han popula-
tion in Guangxi. Cys C+73 locus gene polymorphism and the relationship between MS patients in Guangxi Zhuang population need further
study.
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PR L5 B AE (MS) S22 — 41 LA 2 B AP 25 0 5 fa By PR 36 76 1 #EBERE
MR R EEGAE A & T T Bsh Ko AR AL (AS) 1) 2 Fl i L1 8Ok BEm 7 i MS i s A 1k i
WG DR 3R 0 g IS S I A S 8 8 R A, S R R 0 M W MS HR A R DURR G R AN A 45 100 B Hom O MS fi .
PN B SR . BEI R C(Cys O & —f T 2 78 T 40 48 ], 55 52 ) AE IS 46 ~75 %, P B4R 53,1 % 5t 4

i A YR 1 2 I R R P O R TR AR SR R A
WM. 25 T ASMEE L&, Cys CEE R T 5
Cys C FiRM ek As . B Cys C 5 A {3 45 S H A0 2 53 13 32 A Fb
b3S P R R AR ST B A A I TP i MS R
F Cys C /K R HHL R 7 5+ 148G/ A, +73A/G F1—82G/C %k
PRl 22 25 70 e S HE PRI 43 A0 0%, R 1 Cys C KPR 3 AR
PSS TR MS (56 & AT MS BiiR 4R AL 20 .

FEASA 2 45 5], 55 55 Bl AR IS 50~T71 %P B4Rk 53.9 45
DUB MS (B A 45 . 55 55 L 4F ik 47~ 78 & - AR ik
54.3 B s DURRMEREAMA 2 47 9], 55 53 L 4Rk 49~72 8 ,F
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Wi 2 BRI G S B IR AR O . 4 AL B ST R B 7 AR
W AL b 25 ST B L (P>>0.05) , Rk 1 75 R4 0
158 7] 7 S 00 O A v [ B AR R AR TR I M 2% 06 R . [ i 4R i
ﬁ@?%ﬁ%ﬂ@ﬂ*bﬁ'ﬁm MR T AR ERE
ARINZE G .
1.2 AR MBS BRI X s ik 5 mL, 2 513 A
THREMZ N2 M (EDTA-K)HgEh, THREH
E 30 min,3 000 r/min &.» 10 min, /B IL7E & — 20 CI- 7,
FA I 52 25 % (FPG) L =k H il (TGO L 8- [ B2 (TC) | &
% IR 45 (A IE [ B (HDL-O) A% % B2 iR 25 [ H [ B (LDL-C) |
Cys C B JJLEF (Cr) /K. EDTAK, i S ARG, &
4 CUkH (<7 DRFE T Cys C R AL 2 S MR .
1.3 X285 %  H2-7600 £ A S AR B S AR,
ABI-9700 #3842 (35 B ABI A4 FD) AL UK A (b 5 8 — X8 T )
BRI R R DAY A D Cys C 3550 CHi IL 4 F) B A=
WA A RAED A . TG, TC,HDL-C,LDL-C(¥ [L A #) |
Cr 32570 Gl VA7 ) 26 0 B R 7 RN |DD L DNA Jly #2420 77 (b
HRREMFHEARA D,
14 AT H PRI R4 A AR 0 E B 5T % 4 00 i
t FPG,TG.TC,HDL-C,LDL-C,Cys C 1 Cr K F.
1.5 DNA Gl 41l DNA [ il & 7™ 0 4% B 57 36 81 5 45
1 57 —20 CRAFE .
1.6 Cys C K: R 60 % FI 5 & il 4 S vi- PR Bk i 2
BPEH AR (PCR-RFLP) 51917 5 #1 W A4& & : iR 4% GenBank
UL Cys C 3B g gh 77 51, Al Primer 5. 0 #F % 3151497,
Cys C EEH +148.+73 Fi—82 i S5 ¥ /7 51 L3 1. PCRIE
AR 8 pL(% d NTP . buffer) \Taq 0.5 pL . JCH /K 37.5
pL DNA #ihR 2 oL Al E LRSI 4 1 pL. 3 50 pl 201

F. Cys C+148.+73 F1—82 JeH {7 s my P 48 4 1F.94 °C 5
min #i25#E ;594 °C 1 min, 62 °C 45 5,72 °C 45 5,35 MG
72 CHEfH 5 min, Cys C+148,+73 Fil — 82 J K 77 & B 1fil v
FBREZEM DM Cys C+ 148 fi 5. PCR J5 774 20 plL,
Sac I WYIME 1 puL,buffer 3 uL, TEE K 6 pL,37 CHEFYIL h,
PCR 7=#) 2y 254 bp(A ZE467 3L D L BEYI S5 4 132 #1122 bp 14 2
ASFBE(G SR FD . Cys C+73 i 5, PCR JF 24 20 pL.,
NgoMIV H I 1 L, buffer 3 pL, G K 6 pL,37 CHEY) 1
h. PCR =¥ 254 bp(A SN FE D) B Y1 J5 A 63 Al 191 bp
By 2 A B(G 2 ED, Cys C—82 fit &, PCR J5 74 20
pL.Sac T NYUJEF 1 uL,buffer 3 pL,JCR K 6 pL,37 CHEEYI 1
h, PCR /=¥ B8k 379 bp(C &), WY )5 N 179 1
200 bp(G SENMFEFD 2 AR BL. 5 pl BEYIF=W7E 2 %0 3 e Wk 5k
JBe b R HLUE 100 VL HLPK 30 min J5 BE B B 5 0 BT AT MR
HL Uk 4 R I AR TR AT

1.7 it b3 RIS 2 54 SPSS17. 0 BEAT 84 At
LA RS AR 0T PR T s il UL R
FOBECR T J7 2243 B 5 4 21 18] Cys C K& BUMCR 43 A 19 H e, R
o K3 i Cys C 7K P 56 M 43 Bt R B R 3R AR 26 43
ML TE L BIHAHT, L P<<0.05 FRERBGLITHE XL,
2 & ::]

2.1 4 HIGERFEE K Cys C KPR
Cys CAKPIE . Z R A ST 8 L (P<T0.05), %5 [F] #k fgt
AR A BTG I MS 21 4 J8 48 B o HDL-C 7K F- W 2 RE AR, 1
Cys C,BMI.FPG W 4 J& &7 5K & . TG, TC.LDL-C.Cr B &g F
L ERA G L (P<C0.05), i MS 40 5%
MS 41 (8] () FPG . BMI. W % F . 7 53K /& . TG, TC,HDL-C,LDL-
C.Cys CEZERIGIH¥E X (P>0.05), Wk 2,

4 Z8] i PR A5 b

x1 Cys C+148G/A.+73A/G #1—82G/C E B I &3 ¥ 5 5l

7 A5, 51975 PCR = # K/ (bp)
Cys C+148.+73 B 5 -TCT ATC TAG CTC CAG CCT CTC G-3' 254
T#5I4 .5 -TGC TGG CTT TGT TGT ACT CG-3'
Cys C—82 F#E5I 5 -GAT GGA TGG GGA AGG ACA G-3' 379
TWisl 9 :5'-CAG GAT GGC CAG CAG GAG-3'
*2 4 BlRIEMRMMEH Cys C K FELLE (TEs)
2% Mg MS 4 WG MS 24 HE {4 DU {21 F P
(n=100) (n=100) (n=100) (n=100)

Cys C(mg/L) 1.2140. 67" 1.2740. 64" 0.86+0.10 0.94+0.23 8.513 0. 000
BMI(kg/m?) 26,3542, 62" 26.9742.43" 22.1842.32 22,3942, 84 16. 372 0. 000
FPG(mmol/L) 5.67+2.01" 5.854+2, 29" 4.3840.68 4.4540.59 5.813 0. 000
Y 45 i (mm Hg) 137.50+16.50" 139.80+17.80" 114.50+15. 70 116. 80+ 14. 90 40. 116 0. 000
&7 ik JE (mm Hg) 82.40+12.50" 83.90+13.10" 72.10+8. 20 74.40+8. 00 13. 641 0. 000
TG (mmol/L) 2.85+0.61" 2.9440.67" 1.1340.52 1.2440.58 6. 344 0. 000
TC(mmol/L) 5.5141.69" 5.68+E1.72% 4.27+1.12 4.35+1. 24 7.376 0. 000
LDL-C(mmol/L) 3.32+1.51" 3.46E1.67" 1.794+0. 89 1.85+0. 96 8. 046 0. 000
HDL-C(mmol/L) 1.2940. 42" 1.3540.49" 1.6220. 54 1.6940.58 5. 697 0. 000
Cr(pmol/L) 92.30+24. 30" 97.10428. 40~ 68.80416.70 69.40417.10 34,618 0. 000

TE 5 R RO R 4L e #, © P<<0. 05,
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2.2 MSHIME Cys CAKF 5l RIE IR ARS8 A
MS 241 B 3& ML Cys CKF 5 FPG.BMI, I 4 L &7 5K
TG, TC,HDL-C,LDL-C JE B & A 3¢ (P>0. 05) , fA 5 Cr /K
FRIEM K, %&£ I0iE B0 K 3. &L E AR .
FBG.BMI. W45 JE . &F 3K JE . TG, TC, HDL-C, LDL-C ¥ $% 1y ,
Cys CIKFA5 Cr R IEA R (P<C0.05), Wk 3.

3 Cys C 5EH g RIS +RHIHE KB R
Cys C r P
BMI 0.136 0.216
FPG 0. 206 0.172
e 0. 305 0.035
ik E 0.281 0.063
TG 0.158 0.312
TC 0.119 0. 409
LDL-C 0.135 0. 365
HDL-C —0.269 0.053
Cr 0.551 0. 000

2.3 44 Cys C £ K jp il 55 4 ¢ Cys C+148,+73 F1—
82 FLPH B R WA, Horh ,MS 4 th Cys C+148,+73 %
PRl 2t 4 R B A f TG 4L 85 L T Cys C— 82 Jik BRI 37 5, 2 4 2 Jo 5 {
NGRS . & HW FARR .4 4019 Cys C+148,+
73 F1—82 B AL AT A H-W OB 4% 1 i ok ) B B IR
FFPE(P>0.05), #4241 Cys C+ 148,473 F1—82 A [l
FLH BRI, Cys C+73.Cys C+148 Fil Cys C— 82 A ] £ [H
53 A 45025 ) 1) 25 S R G2 B L (* = 3. 139, P=0.791;
y'=4.841,P=0.564;y" =3.207,P=0.782), L7 4. Wk
I 1,

2.4 MSE# Cys C+148G/A,+73A/G #—82G/C 3k [H %I
5IM3E Cys CAKFEMIEER MSHEH Cys CH+73 i 5 A [l 3
H R[] L3 Cys C K. 22 78 i 2 38 L (P<<0.05), 4l[A]
P H 8%, GG BB % Cys C K B8 F AG il AA 50,
ERA G E X (P<0.05) .01 AG 5 AA # a] Cys C 7k
25 G H B L (P>>0. 05), HE— 5 LECH R LR MS
B Cys CH73 758 &I, W R [l — SEF AL ) Cys C K P22

BEG X (P>0.05), MS B # Cys C— 82 i /5 fl+
148 {37 5 AS [ 45 437 5 PR B ] 1f 375 Cys C K F L, 2 R B4 it
228 Y (P>0.05), WFES,

4 AR R MS F R AR
Cys CHERBRME R (n)
— o MS 241 MEGEREA DUKR MS 24 DU AL
(n=100) (n=100) (n=100) (n=100)

Cys C+148

GG 61 68 55 63

GA 30 26 37 32

AA 9 6 8 5

P 0.076 0.120 0.616 0.722
Cys C+73

AA 60 68 64 71

AG 32 26 29 24

GG 8 6 7 5

P 0.219 0.120 0. 160 0.135
Cys C—382

GG 59 55 66 61

GC 31 34 28 30

CcC 10 11 6 9

P 0. 066 0.117 0.211 0.076

T£:23,Cys C+73GG HH A 24, Cys C+T73AG FEH AL ;26,Cys C
+73AA FEF M ;27,Cys C—82GG HH AL ; 28, Cys C—82GC A,
29,Cys C— 82CC % [ #1; 30, Cys C+ 148GC 2 P #; 31, Cys C+
148GA FFH 32, Cys C+148AA FE M ; Mark: DNA #7304

E 1 Cys C+148G/A+73A/G F1—82G/C BBk B

x5 MS 4 Cys C+73 Cys C—82 #1 Cys C+148 AEAEREEMWMF Cys C kK FE(x+s,ng/L)

B PR Y MS 41 (n=200) F P AR MS 4 (n=100) UK MS 4 (n=100) t r
Cys C+73

AA 1.3440.68* 1.29+0.617 1.3940. 687 0. 860 0. 392

AG 1.2540.63* 3.684 0.029 1.2340.597 1.264+0.72% 0.177 0. 862

GG 1.1340. 64 1.1140. 64 1.1540.63 0.122 0. 905
Cys C—382

GG 1.2940.63 1.2540.61 1.3340. 65 0.707 0.481

GC 1.2240.59 1. 066 0. 348 1.214+0.57 1.2340.61 0.130 0. 897

CC 1.2140.67 1.2340.49 1.2040.68 0.102 0.919
Cys C+148

GG 1.28+0. 64 1.204+0. 61 1.3140.89 0.783 0.435




e 2512 - EfribE #4045 2017 £ 9 H % 38 %% 18 #1 Int ] Lab Med,September 2017, Vol. 38,No. 18
gRS MS 4 Cys C+73 Cys C—82 F1 Cys C+ 148 ABERRMHPMF Cys C K F (x£s,ng/L)
R 7y MS 4 (n=200) F P M MS 4 (n=100)  Lj%E MS 2 (n=100) t P
GA 1.1740. 61 1.181 0.296 1.2140.67 1.2340.55 1.953 0. 147
AA 1.2240.65 1.2340.67 1.2140.68 0.134 0. 894

.5 GG IREEALMAY Cys CRFLLE, * P<0. 05 5 RKE GG ZEHEA ML Cys CKF Ib#E, # P<0. 05,

3o i

Cys CRIETHAABAN. S5 T YUKV 2 A5 35 21
LR BR T ARSI BN ERUE G SRR — A E AR AR AN L3R
1 5 20 U A N R BRI A, T A
SUEE [T 0 T 1 o R R 4 i A B B A R R R 0 Bl AT A . IR
B Cys C W] 52 Wk 20 i 1) 7w S B fb /R . 2 5 AS R 1 I
LA B R A BEFER BT, Cys C /KSP 1558 00 (CHD)
HIR A A B K F Cys C ARV B AT, JHG 300 1) L 8 2 Jifg 52
TR 2 1 G U R 2 4 A TG Y SRR T R AT B AL R
FAEG A FRORE . S AR E R E I AS I E ALK
JRLS . Cys C gt 3B AL F e @ik 20p11. 2, J2& e 28 R i o
MR BN A RTIE A S B 9T & B Cys C & & 4 2878 n] BB
1 Cys C Y& A7 Wb FEAK , 512 Cys C B M4 ) 2 g
VR T O R B B A T, Cys C JEH A8
FEAEIL A )T AL, B R 5 A By HORAR 4y A 2 AN FD L b I
B R R MR B A T R LR 2 AL 5 0 I R 1 OC R
EPTTE, MSEE T OMERFN S EAERKEE, L4
R 25 JRy A2 0 ML R AU IE R . MS i Cys C H o i
BRI B WESZ A 5 R Cys C KT R HIEF A7 5 57
Mk MS 6 &, TG MS L I 586 50 '8 I 92 975 Bl ¥ $ 41t
A .

ABFFE R B P DU MS 2L B i Ag | i R 5 4
F 258 ) R At B~ A A B3 25 57 L TIE S MIS 2 — 41 & 2 AU
PR LR AAE . TP DU MS 21 54k B m) RS A 14 51 J
i Cys C 7KV 23 Th & . 31X 5 = N S0 19 AH OC 1 BIF 58 45 51 A
AT AR g AR B AN B MS 4 Cr /K752 f e 41 8 3 7
. H Cys CAKFYE Cr kK FEEMAE. CrKFEFE Cys C ik
SEIRFEE o T A IR L 1R 1R S 4R AR S Cys CKEIRTE
AN $ 7R B T BE 52 3 5 2 MS BE S RPEH  Cys C K
Fhwi ik — 2B W] Cys C 2 B /N BR 38 i o) B 0 & 19 Bk
8 h5

AT AKM Cys CH73 fii sl A/G 742, 7] FHF 5 ik
AL TN AR B IR 4 Cys CH 148 i i, G/A KA
FEUE T LA B E IR th IR R R NN R R . X s
e A Cys C [a] P T 9 18 R ik 526 R (1 402 - 058 2 o 18
155 K5 LR 1 BT 2R 1 Cys C A48 I8N T2, i
SEL Cys C 43 W/ sl 18 PEFRAR ™ o AR R 52 v h e AL IR 11
MS £ # Cys C+73.Cys C+148 F1 Cys C—82 i & &
3 A A A ) RO 4 R AN 1k ) B A 22 e EL 22 SRR T2 R X
(P>0.05), XS5ARBAMN AP LMW Cys CH73 HEHL
AP CHD R4 KM LML A, i Cys C+ 148 Fi
Cys C—82 bk i & K J TCAR Gk m B X 45 B A I
BE— 0 MS 3 Cys C+73.Cys C+148 Fil Cys C—82 fif
SRR 2 AL AR R I Cys C ok, &3 Cys CH+73 fii i G

S S MM P Cys C K BEAR #7002 GG ZEF A MS 3%
Cys C /K P HoAth 45 7 FE A MS (% B FH B, SRR
T AESE : (D Cys CH73 i 5 19 G 3 B AT RE 2 ) V8 H: e AL
MS KA R R I R P26 o L PR A BF 5 0 45 139 A AR ) B /0
PR AR AR R A28, B R R S 2 DL AGH I s AH 56k 5
(2)Cys CHT73 FPFM S 50 M PwA L. M MS & —4 %
22 0 P 358 B 2R R ) 100 LA B 9 1) R 0 I R S o R T
TR I 2 0 R B AR A R

MZEZ . BUREZHEIRM MR Cys CAKTFJE MS [
—AMERBE R, Cys C+73 i85 G ILHEA A5 MS # & 4h
JA I Cys C ARG Cys CHT73 SR ZEM S MS 196
FIE W 7RG AT IE i — 2 KRR AR 5 B o

S %5 ik
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