- £ a - J Med Res, Jul 2013, Vol. 42 No.7

4 B R B 3T P IR ERENBEEBEKEET of uveitis in a tertiary center for uveitis in China[ J]. Curr Eye Res,

AR IR , MG PR I A A 0 6 006 B W8 A LTS 2005,30(11) ;943 =948 )

'fab%iﬁ ﬁd@ﬂyﬁ‘j{%ﬁﬁ&%%%ﬂéﬁ% 9  Sittivarakul W, Bhurayanontachai P, Ratanasukon M. Pattern of uveitis
xR

1 i, WRERERBAR(M]. Jbx: AR A& KR ,2004.33 -

40,460,562 ,656
2 Bloch ME,Nussenblatt RB. International Uveitis Study Group recom-

in a university ~ based referral center in southern Thailand[J]. Ocul
Immunol Inflamm,2013,21(1) :38 -45

10 Zheng MQ,Wang YQ,Lu XY,et al. Clinical analysis of 240 patients
with HLA - B27 associated acute anterior uveitis[ J]. Yan Ke Xue

Ba0,2012,27(4) :169 - 172

mendations for the evaluation of intraccular inflammatory disease[J].
Am ] Ophthalmol,1987,103(2) :234 -235

3 BN KR E4.% WERAMEREBEREHN]. &
R fR 4 7 ,2002,18(4) ;253 - 255

4 B EEN GIEN. % L0 AHEERERSWTII]. P
EL BB E. 1999,17(8) 477 -479

5  Ebrahim MN,Masoud S,Carl PH et al. Patterns of uveitis in the Mid-
dle East and Europe[ J]. ] Ophthalmic Vis Res,2011,6(4) :233 -240

11 Ji SX,Yin XL, Yuan RD, et al. Clinical features of ankylosing spondy-
litis associated with acute anterior uveitis in Chinese patients[ J]. Int
J Ophthalmol ,2012,5(2) : 164 - 166

12 RE8 /A AHHRANERSHSTI]. PERMR
,2010,46(1) ;25 -28

13 il XEREWHERLANRENLERYELI]). FEeRM
Z474,2008,44(10) :865 - 866

14 K%Y FEEBHEHHBLI]. PEREA I ,2008,44(10)

6 Yang P,Fang W ,Meng Q,et al. Clinical features of Chinese patients 867 — 869

with Behcet’ s Disease[ J]. Ophthalmology,2008,115(2) ;312 -318
7 Dalvi SR, Yildirim R, Yazici Y. Behcet’ s syndrome[J]. Drugs,
2012,72(17) :2223 -2241

(e Hs B 392013 -04 - 02)
(4515 H #2013 -04 -07)

8 Yang P,Zhang Z,Zhou H,et al. Clinical patterns and characteristics

Wilson 5% Kayser — Fleischer I8 {8 X B &£ 45 #7

IfE K £ BSHE # W FEE

B E BB 1FiT Wilson 55 ( Wilson's disease, WD) £ i Kayser — Fleischer (K ~-F) G KA XM AHBE. HF X
116 f WD &3 K - F 34T B L5438 Fl SPSS19. 0 3K 4T Logistic [0 134 T 81T K - F 3541 4% 55 W BR BT A 4L 45 47 A A
FH, R LN6H WD BREK-FREMHEE.5% , P B HAEERE(96.8% ) , HKFRMEEE 75% R R HESR
66.7% . K-FHRGHA/NESHMEKTEREEZIEME(P<0.05); 5B MEIREH Sco ,CPFIEFIKIFTMHELME(P>0.05),
it K-FIRATBER WD — AR Ml i PR AE , A R K/ D WD IR BB E AR —.

*RE WikonH HFERBEEME K-FIF Logisic [{T4¥

Analysis on Related Factors of Kayser - Fleischer Ring in Patients with Wilson’s Disease. = Wang Gongqiang ,Zhang Long ,Ma Xinfeng,
Han Li,Wei Yuguo. Institute of Neurology of Anhui College of TCM ,Anhui 230061 , China.

Abstract Objective To probe into clinical features and related factors of Kayser — Fleischer(K - F) ring in patients with Wilsons
disease(WD). Methods Logistic regression were used to analyze the associativity of K ~ F ring grades and clinical materials, chemical
indices of 116 WD cases using SPSS 19. 0 software. Results The total positive rates of K — F ring were 90.5% in 116 WD cases. Among
them , cerebral — type patients were 96.8% , liver — type patients were 75% , presymptom — type patients were 66.7% . Logistic regression a-
nalysis showed that there was positive correlation between grades of K — F ring and clinical severity( P <0.05) ,but there were no relation
with course, clinical types, Sco, CP, liver function and other indicators (P >0.05). Conclusion The K - F ring may be a relatively
independent clinical signs in WD, its grades can be used as one of the indicators to judge the clinical severity.

Key words Wilson's disease ; Hepatolenticular degeneration ; Kayser ~ Fleischer ring; Logistic regression analysis
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Z/NBFAII BY -2 4 5 IEH 0 B4 \LPS 41 \NFC L i 48 (% P (EH &) 355 24h, B ERE S HENEARE S, EGH
BHHERM BY -2 1 COX -2 BAMRE , MR LR BMERE SR BV -2 LM+ PGE, BHMEE. &R (1)NFC &4
Xt LPS frEciy BY -2 MRS EAYE —ENKEEMH, (2)LPSHBV -2 COX -2 SRBE¥ X MAFH; 5 LPS 44
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Experimental Study on the Effects of Naofucong on Lipopolysaccharide - activated Synthesis of Cyclooxygenase —2 and Secretion of Prosta-
glandin E, by Microglia. Cui Yazhong,Jing Guangchan,Zhang Mengren ,Liu Yuqin,Gu Bei. Department of Traditional Chinese Medicine,
Chinese Academy of Medical Sciences and Peking Union Medical College Peking Union Medical College Hospital ,Beijing 100730 , China

Abstract Objective To observe the effects of Naofucong serum on morphology of the mouse microglia BV ~ 2, expression of COX
— 2 protein in BV -2, and the level of PGE, secreted in the supernatant of the BV — 2 culture after lipopolysaccharide activation. Methods

Mouse microglia BV —2 cells incubated in vitro were divided into three groups:the normal control group,the LPS group and the high — ,
moderate — and low - dose of NFC serum groups. After 24h incubation, the morphology of microglia was observed with inverted phase con-

trast microscope ,and the expression of the COX ~2 protein was detected by Western blot,and the level of PGE, protein in the supernatant
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