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The relationship between cystatin ¢ and atherosclerosis: A review of progress CHEN Xiang-gui, LIN Ying-
zhong. Department of Cardiology, the Second People’ s Hospital of Qinzhou,Qinzhou Guangxi 535000, China
[ Abstract] Cystatin C, a small molecular weight secreted protein, is a marker for evaluating glomerular filtra-

tion. In recent years,several studies suggest that cystatin C is a cysteine protease inhibitor and may be involved in the

pathophysiological process of atherosclerosis and closely related coronary heart disease.
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Bt % C(cystatin C,Cys-C) B —Fh/M o FHME S WA
JEEE AR, 1981 459 Mt A 2K Cys-C I BEE F B
R X R EREAMNHESRBREEPAE LN E—
AMEAFRFHL ANFSEAEAEAREEENR T,
Cys-C = FARFENEZER, FHNBERRARS
KM FE R, B R M 4 FEFLE Cys-C B mR-
NA, Cys-CHEX/NTFEEMA dEat B/ MEREEE B, K
UR—HEN S MRS RARR Y. BEERNTFER
Bl Cys-C S5EhBkREERE (LB U040 35, Bk 1X O T O BF 503t R
fEIT SRR
1 Cys-CHIRFEMFEEEEY
1.1 EdeEEERFEINETE,Cs-C T FREA
A 13 KD, & 120 MEEMBE, B/ T ARE 20 SRE
hEH 13 X2, KAN43KB, 83 MIEF.2MAS
FU, Cys-C EEFTAAGYMEFIEE RS RNEE,
AER F. BB B WRAEEILTFLEENBELER,
Cys-C J& SR A9 4000 U 28 3 S, W7 DA Mo oA I 92K v R
WRSARPHEEAR, BRERR, RARIBEEHHER
kM EREAMNHAZ—,

1.2 REX Cys-CHBYAEHEIETHRAL, BALUKE
HRELBAGT,CysC H—MEEEFINBRFET ¥
EMEARESE, CANHNBaBEANEORE . ELERE
B, DR EMABRRNALZEBE B HMLE RAGR
A NE AR B MEERABCRNMH Y. BEERE
I 1% 3E #} £ 25 (hereditary cerebral hemorrhage with amyloid-
osis, HCHWA) R E#E SN E C EERTH RMIGKER,
AERMEDEEN R nSmEERY , Cys-C AMTF
EGfE At B/NRET A E/ME IR SR A .
F Cys-C R R{EFE, 5 B 3 HRPA RITFOHXHE,
BN BRI RS,

2 Cys-C 5B REL

2.1 RESBSTHRBEELSHREHRENLRE, R
PG EESRARER RN EZEER, RIEMRE
R & RN AR EL S BAREARS & K MEH
AMEOBS AARBEHAERSEN L EMEO
AEMESHBRENEORGLLERIE, Cys-C RAEREK
FEAMAMHA, ERA SR H R EREARNASR
HAN, ¥ Cys-C IR EMNARE QMBS E, THER

Coronary heart disease

MEARKKERE, Shi S© 5 AEEREEMNERERT
BRSO R A R ARF Crs-C FRBE
HMERL , TAAEEES & KHTEEL. BiNERA
BRI PR Cys-C KT SHEFHBERMER R
7 AR MU E T BUsh Bk os B P B TR BE (IMT) R £ 3Bk
H7%, Fl ELISA ¥ Il # Cys-C ¥BE, KB M Cys-C KF
SHESNREABEAMEXRR. BEFKT KNAZH D
# Cys-C /KF-EIB{R. MifiTAR Cys-C BIBR K LI RB KR
B 5 3L I I B A Sk T T RE R SR BB AL 5 3
ks i B WL 2 — o Lindholt 41 341l Bk 151 il X sk
HBRERTT IENIERME, RAMEF Cys-CHRESHE
BN FEEREEHBAMX, B G CREE5E
SR EHE AR, ML S5 Z Cys-C REEA B H %
BHE R R R () IE YA 3. Sanae %1 X4 60 il B £ 7
TSk PR S Cys-C K FAE XM, &R
&R Cys-C KF 5 IMT BEHX(r=0.539,P<0.001), Li
&V 293 IR R 8 (199 1 (B il ¥ AR 22,94 Bl
Bt 1t ) B Cys-C I Y W B 5 894 il %f BB % L%, & R BR
5 Cys-C /K45 f5k o #5241 44 i &+ 2 7 44 3%, Cys-C
SEECRTM O S BRI TR,

2.2 Galina " WRILEL ERBAGEWDREFT 12 A
BB B R S, RBF R RH Cys-C EAF
FER/NR ARSI RN A B A R R i L4
HWEFEREEVE, BRDRABERER D NEZEH
MPEE R OHNANRAZEXHELER, HITER
AR ESREANEERE TFEE. ZHRERIE
3T Cys-C 7EL B0 1 30 BROG B REALTY R B 77 LA B2 1
BEGIMISM R T S BN E R EH, P " NER
HEBIE Cys-C EFASABABLRBENER, #E
1 105%1(237 BIE W HUEFEE 868 BRI %) 4 Cys-C 2
HER, SR RARARTLEMHEER(-82G/Cand -78 T/G)
WHH G Cys-C MM BE B EVEMRAR R, T ELOWUESE G 8
RABFEETRG K EENERFYER TIEONEE
EHTHE,Cys-C 5SRERAKBEAF IR, AHRIEE
THEA% Cys-C R SKIF M EEIUER

2.3 BoE—%BHRAERFKSLEE, I MESA B30, %5k
RRAZT R EARE Cys-C HFENIK A o g B A (IMT)
B R, TE 6 557 4, 4 # 45 ~ 80 % ol B SREER & , 4
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I 3 Cys-C 7K FFILLFI B 8B R IMT, 2R RA
Cys-C K ¥-5 IMT RAFFEM L AR, I B3 N R 6
4, Cys-C BURHEFIFF AR EE (HLH

2.4 BER Cys-C HBMBRBEANNH S RELEE, B
BERBIRERBRADH KA BER Cys-C FBHES, K
SRR E SR ARNE Y, AR B M N TR RAE
BAbE Bk, REBHEA RN B . G5E ST RS
HFEERE O, 5 00805 7 B0 S 2 AR E F R,
SEmMERREEENY BRASHSMERE L, LR
EHHRERULTE, XBREH . IRERFARTER
BB R R X S R R R RS MBI R
R EEERERTH,

3 Cys-C 5%

31 Cys-CHBORMEREHNEARR, BREIREA
HONUSFERE7E A I AR S K Cys-C KE#ITH
EXBHATEEHE R, SEX B LE, AEHRKE
S Cys-C KX B E K, 7R Cys-C B M7 ¥ B 50
E—E B ETER A5 L UEF LN 2% 1R, David
& UV R A Cys-C HITEAR SRR AL b i E R 7E 1 B
$ERR TG PRI AR #5447 LEE , o7 48 0 2 M e CT IR
BARRRFRAIKEIRS, EATS > 2.5 HFKELE
R, KA S0 FIMAE | RIERKEHE, 31 BIHERET
KB, Z3FES BRI TSR ERAFEL.
KREE KEENBEEEREARS, 42 8% Cs-C 57
KB BIMAX (OR = 1.44,P =0.048) , IAHTE I BUMER R
B Cys-C TR TG R TR AR EAM R A

3.2 PRIME™ R—T#% Cys-C 50X PR RTIIHE
FEBIX RBHST, SEIA T 9758 ] 50 ~59 % #dE o5 A BE
RN R, FREBL AN EHONER . LLHRE.
OFHETET=, 5 ERETTIIE 159 1% A4 2 40 U FE R £
HHT, 154 PR LB . FRER Cys-CRKFS5H R
O i B A B, ERE T LN EORERER
(A R R R MRS ) B, XA A R VR TR,
TEMA C KRB EE— R G X B, 35
Cys-C 55 TR AL BT B o Koeni 41 3¢
1033 BIRFIEH I BT 05 B (30 ~70 %) WBFSE, b
P33 SAH, B m HUEF WUFF % & Cys-C 8B E
OREH R EEWTRHE, 55 R R B H RS ZKF LR
BFNRE A Cys-C AT 5ZH BH%, SHEEE RS
FREH Cys-CAETUERNBLORBEFREEBHY
—ABREE.

3.3 ZTEEHEOIUEFER MF Cys-C K ¥ RIEMERNH?
HEEPFRERRTL B, PRIME W R B/RMA Cys-C K
T, T Noto BV MBI R AR BRI, 7£24-0NUEHR
B 1 7 Cys-C K P RIEH M, RERE R (1) A0 HUEFE
iR EER A (U IR ) T e, 32 R 2 043 , B /30 Bkl
45, B/NR I AR, Cys-C Wit W (2) KB LFHF
R, DU EA LS B SN Cys-C 38,

+ 881 -

4 Cys-CHBUHBREHHTL

DA I 3 L BT /K 7 5 00 06 190 i 4 B 44 L SR T R
*,Cys-CKKERBSELBHOIMEEBH%? Joachim
&) 5 990 | 1L TR B EHFTHIE , B 9 Cys-C W FE
%4 H MELEFLT-R . OCOEFEEHEMOAEREEE,
GREED 3T A AR E 13% KA, 10% R4O 1
FEGF,T2RELFE, EREELZ MW ERERERE, 5
Cys-C BMRAKPHELE, B K PALBEFE R R M
(OR 3.6,95% CI,1.8 - 7.0) , . Iin & 3 42 #4 fz & 1 im (OR
2.0;95%CI,1.0-3.8) , > R ERENM(OR 2.6,95%
Cl1,1.0-6.9), AR EHIANEMF Cys-C AKEWHBITL
BLFBERESARTR . LOOEFF. OCHERNER
i, Till % W, HAR B ABHRA. RS
FiRH Cys-C KPR BORBERELCOEFHHIRHA
HEEX, )
5 MRS

LREEMRURE Cys-CAENEMEREARMHA,
AV EBEMEAR ALABEABSBNEE, 25THE
BRSEREEREIR, BTEHRFESE, AUEEE
BLNERRFRACHESRUNEY TR 4R,
Cys-C REFFEHBILHHIE M RELFE, BHFS
BEFEABR,
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The advancement of treatment of Pterygium LI Shu-lin, WEI Li-jiao. Department of Ophthalmology, Ruikang
Hospital Affiliated to Traditional Chinese Medical College of Guangxi,Nanning 530011, China

[Abstract] There are many different views about the cause and pathogenesis of pterygium. The method of
treatment of pterygium are multifunctional, the surgery is the main method. But it is difficult for recidivation. Now

this review focused on the advancement of treatment of pterygium.
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