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1 Homo  Heter Wt Wit Homo Wit Wit Wi Wit Homo Le(a=b—)  Le(a—b-)
2 Homo  Heter Wit Wt Homo Wt Wt Wt Wt Homo Le(a=b—)  Le(a—b-)
3 Heter Wit Wt Wit Homo Wit Wit Homo Wit Wi Le(a=b—)  Le(a—b-)
4 Homo Wit Wit Wit Homo Wit Wt Homo Wt Wit Le(a=b-)  Le(a—b-)
5 Heter Wit Wit Wit Homo Wit Wit Wi Wit Homo Le(a=b—)  Le(a—b-)
6 Homo  Homo Wit Wt Homo Wt Wt Wit Wt Homo Le(a=b—)  Le(a—b-)
7 Heter Wit Wit Wt Homo Wit Wit Wi Wit Homo Le(a=b-)  Le(a—b-)
8 Homo  Heter Wt Wt Homo Wt Wt Heter Wt Heter Le(a=b-)  Le(a—b-)
9 Homo Wt Wt Wt Homo Wt Wt Heter Wt Heter Le(a=b-)  Le(a—b-)
10 Heter Wt Wit Wt Heter Heter Heter Wt Wt Wi ANBEHE ANEEWE
11 Homo Heter Wit Wt Wt Heter Heter Wt Wt Wi ANBEHE ANEEWE
12 Homo Heter Wt Wt N N N N Wi N ARERIE R E
13 Heter Wit Wit Wit Homo Wit Wit Wi Wit Homo Le(a=b-)  Le(a—b-)
14 Heter ~ Heter Wit Wit Wit Homo  Homo Wi Wt Wt Le(a=b-)  Le(a—b-)
15 Homo  Heter Wt Wt Homo Wt Wt Heter Wt Heter Le(a=b-)  Le(a—b-)
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23 Wit Wt Wit Heter ~ Homo Wt Wt Homo Wt Wit Le(a=b-)  Le(a—b-)
24 Homo  Homo Wt Wt Heter ~ Heter Heter Wt Wt Heter Le(a=b-)  Le(a—b-)

Homo: 4li5 1 ; Heter: 225 1 ; Wt AR R N A KT

R &

Le Fl Le Pt S5 b Bz 4 G 55 43 21 i 2% i
PR, 21200 3 2 R BT I 3R P ) Let T Le T JRUE
T Lewis I %Y o 2 b9 Lewis I A HT R A9 2 4~ 3 A
FUT2 MIFUT3 ¥ HA 288, M HxX M2 E5H S
F G A HBIBAE G o ASBIFSE RSN 2] 1Y) 4 Ff FUT2 2385
P, 357C>T . 385A>T  849G>A #lb & Hh A HL
DL oA | Horp 357C>T J& Al L9878, 385A>T 58745
23 P BUFUT2 Bl 19 37 1 B K 2 35 28 A 20%
849G>A AR & TR A LS T IR B B, Ok &
FUT2 BTG P o ASBF9E & B 759C>A 28748 Z Tiif
K OLHE , T B — P B K R A I AT
AR il 6 PR DN 5, DA S R 58 A X il ) T
AW % PRIK 6 Fh FUT3 HE R 22 25 1 Bk 59T>C %€
5 AR FUT3 [l 1385 1 2h , x2S B FUT3 # G
P,

IR Lewis I BT A5 |2 9 Il AE I IR L &

GE , (EZ AR B A7 22T 0 i 8 5 5 FIC
I, 5 PRUAS DN B 08 B A b 5 2 A2 1 5 74 028, DA TG
T B R B B . AFFEHRIE Lewis I8 (1) 225
P55 LB 9 A 18 0 I s B AT G IBE
I, X AC BRI L Lewis 1 784 25 % 56 R 22 25 1 0 A
A B T 2L AT BRI . PSR AR
B LE WE R RIRGE R , RERS IR LA IR TS A 1
SR IR REAS R IR bR AP IR R ™ R
R R SRR T2 RO A L S FUT2 Sk (K 22
ASEAREZL Y B E SR B R G, Rt
Lewis Ifil Y A% 2% K] 22 25 M AG D 34 ] REX 22 )L AR =
A REFLIR SRR AR SRR L
(&% 30k
[1] ROUQUIER S,LOWE J B, KELLY R J, et al. Molecular
cloning of a human genomic region containing the H
blood group a (1, 2) fucosyltransferase gene and two H

louls-related DNA restriction fragments [T]. T Riol Chen,
(F#:% 1703 1)



4055 114 Jif 2 AR, s 4 MM R C 504 200 PRI AR RE R A AHDCHERTFE [T ].
2020411 H B AL ERRA R (A SRR AR , 2020,40(11) :1700-1703 -1703-
[4] CHEN W W,CHENG X,ZHANG X, et al. The expression Neurol ,2019,10:122

(5]

(6]

(7]

(8]

(9]

[10]

features of serum cystatin C and homocysteine of Parkin-
son’ s disease with mild cognitive dysfunction [J]. Eur
Rev Med Pharmacol Sci,2015,19(16) :2957-2963
DUTTA G, BARBER D S,ZHANG P, et al. Involvement
of dopaminergic neuronal cystatin C in neuronal injury-
induced microglial activation and neurotoxicity[]]. J Neu-
rochem,2012,122(4) : 752-763

TEIXEIRA F G,CARVALHO M M, PANCHALINGAM K
M, et al. Impact of the secretome of human mesenchymal
stem cells on brain structure and animal behavior in a rat
model of Parkinson’s disease[ ] ]. Stem Cells Transl Med,
2017,6(2) :634-646

PASALA S, CARMODY J B. How to use serum creati-
nine, cystatin C and GFR. Archives of disease in child-
hood [J]. Arch Dis Child Educ Prac Ed,2017,102(1) :
37-43

2P RV DL BEEE SSRGS T
AN ER CITH B UK B B DhRERI R AN (ALY . R st
B SR (A ARBHERRD , 2016,36(2) : 197-200
DONG X,ZHENG D, NAO J. Measurement of serum cys-
tatin C: a valuable tool for evaluating dyskinesia in Par-
kinson’s disease[J |. Neurosci Lett,2019,705:172-176
CAGGIU E, ARRU G, HOSSEINI S, et al. Inflammation,

infectious triggers, and Parkinson’ s disease [J]. Front

[11]

[12]

[13]

[14]

[15]

[16]

[17]

CAMACHO-SOTO A,GROSS A,SEARLES NIELSEN S,
et al. Inflammatory bowel disease and risk of Parkinson’s
disease in medicare beneficiaries[J]. Parkinsonism Relat
Disord,2018,50:23-28
ZHANG Y, SUN L. Cystatin C in cerebrovascular disor-
ders[J]. Curr Neurovasc Res,2017,14(4) :406-414
MATHEWS P M, LEVY E. Cystatin C in aging and in Al-
zheimer’s disease| J . Ageing Res Rev,2016,32:38-50
OKUNEVA O, LI Z, KORBER 1, et al. Brain inflamma-
tion is accompanied by peripheral inflammation in Cstb
(—=/-) mice, a model for progressive myoclonus epilepsy
[J]. J Neuroinflammation,2016,13(1) :298
e, X , ol 5. ANR1Z 2 2 RN 4 AR AR
FARIB R AR R A ST L ] Fa at R A= 24
(HRRIAAR) ,2019,39(12) : 1764-1768
YALCIN S, ULAS T, EREN M A, et al. Relationship be-
tween oxidative stress parameters and cystatin C levels in
patients with severe preeclampsia[J]. Medicina(Kaunas) ,
2013,49(3):118-123
BECKER A, FASSBENDER K, OERTEL W H, et al. A
punch in the gut - intestinal inflammation links environ-
mental factors to neurodegeneration in Parkinson’ s dis-
ease| J |. Parkinsonism Relat Disord,2019,60:43-45
(eFBEH]  2019-06-20

B o e e s T S e S S e e e ST e e ST e S e e A o o o STV ERIERE SR

(EE% 1699 1)

(2]

(3]

(4]

(5]

(6]

(7]

(8]

1995,270(9) :4632-4639

IFIE, R EDE, BRAT, A5 P E DR AR FUT2 3£
385 0 5 2875 K Lewis AU AAHSEME [T 1. 16 A 1546
45,2004,6(2):81-83

VESEE, REM NS SF A E T ARE T Lewis 1
RURHJCHY FUT3 S 2280025 wE g 1], v S2 50 1l
W28, 2006, 14(3) :601-604

ik ME RNEIT K L AR Lewis MU R GEPUIAR A
5E[J]. dbatiEEs%,2015,37(6) :592-593

MISEVIC G. Lewis (Le) blood group system phenotypes
and genotypes[]]. APJBG,2019,3(2):1-8

RBEE, TR AT, 55 Lewis L7 RGEPURAER
I R A B L) ). rh A i 24 K L 2017, 30
(1):70-72

ZE O MLk B AR BT A R AR
B ISR . b E S i A 2, 2015, 23
(3):861-865

AT 0, PR AR RUE, 2. 4 200 4146 10 FT R E AN KL
DB ARRE 325 T30 (1], R B EE RN R 3 (A 4%
Bl2ERR) ,2015,35(12) 1 1835-1836

(9]

[10]

[11]

[12]

[13]

TARGE, T M R, AR FUT2 SR A 4 458 5
SEAHEPI A A 0], R R AR, 2002, 17(3)
141-146

BARTON S J, MURRAY R, LILLYCROP K A, et al
FUT2 gene variants and reported respiratory and gastroin-
testinal illnesses during infancy [J]. J Infect Dis, 2019,
219(5):836-843

PAYNE D C, CURRIER R L, STAAT M A, et al. Epide-
miologic association between FUT2 secretor status and
severe rotavirus gastroenteritis in children in the United
States[J]. JAMA Pediatr,2015,169(11) : 1040-1045
KAMBHAMPATI A,PAYNE D C, COSTANTINI V, et al.
Host genetic susceptibility to enteric viruses:a systematic
review and metaanalysis [J]. Clin Infect Dis, 2016, 62
(1):11-18

ARSLANOGLU S, MORO G E, SCHMITT J, et al. Early
dietary intervention with a mixture of prebiotic oligosac-
charides reduces the incidence of allergic manifestation
and infections during the first two years of life [J].J Nutr,
2008, 138(6):1091-1095

[F5HHEI]  2020-07-02



