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RP3 [J3RiEKT-. G5R HIEH X BRI L, UC B3 1M/
M Kea3. 1.Kvl. 3 & NLRP3 mRNA 53k & 15 8 G 86 ( ¢
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T BAESE. UC B /MR H Kea3. 1.Kvl. 3 & NLRP3
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RAE MR ( inflammatory bowel disease, IBD)
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( caspase-l) £ %% it NLRP3 #45iE/MA . NLRP3 48 %E
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Vel 48 B 4 Sk 1 2H A NN 8 A5, 0 AR pro-
caspase- , F7 A RAE R T ILAB il ILA8. FERAEME
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RP3 S /MA 2151 o BURIEG 30 NLRP3 ¢
HE/MAR CHEA TR o Kyl 3 538 /MR ) 322
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PAMERIES AR B, 520 NLRP3 SEAE/IMAHI I/ )
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14.12) %, R FHPC B Mayo 143 b5 1 547 5 95 15 30
PEVES 17 6] UC ¥4 k3% shi], Hoh 42 88 3 9], Hh i
9 i), FERE S5 fAl. Fe 2012 AFFRE SR M B g 12 W
PRI 8 UC 2 WibRifE™ o 1E % % B2 g
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R R AR 24 ~55(35.00 +£9. 86) %, Fi 414 i
ERRG 5 L.

1.2 #RARE WEREARE(24 h N) KHR
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1.3 RT-PCR 7%l /s Kea3. 1.Kvl. 3
B NLRP3 §) mRNA F3% 45 1L/ B 6 1A
TREzol( [ Invitrogen 2477)) 51 2 FLHC A4
7 SEPELTS % Z,E( DEPC K RCA]) 1, BT
1 RNA U385 . N A DEPC /K45 4 RNA. 45
s & ( 361 Thermo 23 ) , 5 RNA i 4% 5
y ¢DNA o GAPDH £ N 2, 4530 & i B 45 ( 12
[ Qiagen 23w]) (1928 B AT INAED™ 15 R I RT-PCR
P B AN RN A B SOV AR AR R 97 €5
min,93 °C .30 s,52 °C.30 s,70 °C .40 s,36 MEH;
70 °C .10 min,4 °C .10 min. 284PNEER RIE R 585
B BEA P Kea3. 1.Kvl. 3 % NLRP3 ({35 k500 .
WFE1,

£ 1 RTPCRSII|YWFEINFF=KE

7

S B (5°3) .

GAPDH  F: CAAGGTCATCCATGACAACTTTG 496
R: GTCCACCACCCTGTTGCTGTAG

Kvl. 3 F: CAAACGCTGAAGGCGTCCAT 498
R: GGCAGTGGAATTGCCCGTTT

Kea3. 1 F: CAGCATCGGCGCTCTCAATC 409
R: GGCAGCGGACTCCTTCATCT

NLRP3  F: CACCAGCCATTCCCTGACCA 387

R: AGGTCATTGTTGCCCAGGCT

1.4 Western blot 75 % # ] i 7]\ % 7 Keca3. 1.
Kvl.3 % NLRP3 g E A FRiLx Bl /M fig ik, 24
it ( RIPA A2 UR0) J, B O I VM, IR T 2 4
AR SDS-PAGE £ 1 S w7k T8 I 44
10 min 5 EAE(4ESL 1S ul) , Pk, 300 mA 18 i 5%
FRE, 58 J 1 25 7 BN Western 3f DAV ( 5% T A
k) B2 he 2% 5 —HrudB 43, G 1k
F18) LU BB Jin — 0 B A ( Kea3. 1 T A4 14 0y S gt
12200 #iks; Kvl. 3 HridJam i Bt 1+ 500 7k
NLRP3 $i{KJE ARt 1 - 200 k) 4 CEIEH
HIFF LR ARG PBST) V¥ 3 W, Bk Bk
¥ 10 min, $2 BEOAR R Ho AN sRAR i 1L ¥ 1t ( HRP)
PRic) i B EIRBEE 2 ho AR
( PBST) $E# 8 h, ki 3 K. fx) M ECL &t
& ( 32 [ Thermo 2\ H)) HEATHE A -

1.5 Sit=4b38 SR SPSS 22. 0 k{4 E4T /04t
MRMIEZS /3 A (T PERER ] o + 5 7%, PIAH A 1L
BRI, REAS BIRCRY ¢ K 30, 22 4[] LU 3 B
R J7 22307, i Tt BERER ] Pearson AHIG 3. P

<0.05 ZR9 A58 11%5E Y.
2 BB

2.1 UC [f/gE e Kea3. 1.Kvl. 3 & NLRP3 mR-
NA RIAKFHLE  HIEFH XA, UC 1/
B Kea3. 1.Kvl. 3 & NLRP3 mRNA 23k B i T}
L ERAGIT AR (P <0.05) o W1,
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1 RT-PCR #i Kca3. 1.Kvl. 3 #0
NLRP3 #EIF & #1 UC In/MF iR i%
SIEH X IR Hedss: ¥ P <0.01

2.2 UC B#&Im/MEH Kea3. 1.Kvl. 3 & NLRP3
mRNA RiX5RFEEREHXEIT &b,
=4 UC %, Kea3. 1 .Kvl. 3. NLRP3 mRNA
FIRPE TIEW M R4, ZRAGITA (P <
0.05) o ALK ZERIITGIFRE L. WK 2.

K2 AREEERE UC M/ Keal. 1.Kv1. 3 1
NLRP3 mRNA 8 3¢ 5%

JEE R Kca3. 1 Kvl.3 NLRP3
7 1.04 £0.24 0.96 £0.23 0.84 £0.06
g 1.08 £0.21 0.97 £0.16 0.87 £0.05
HE 1.09 £0.18 0.93 +0.13 0.85+0.05
FA{g 0.06 0.10 0.73
P1{H <0.05 <0.05 <0.05

2.3 UC [/ Kca3. 1.Kvl.3 & NLRP3 &5
RIAKEHWBE HIEHE XTI L, UC /M
Kca3. 1.Kvl.3 & NLRP3 & £EHE T &, 25
AT FEX(P<0.05) o WK 2.

2.4 UC Z:3& 1M /55 Kea3. 1.Kvl. 3 & NLRP3
EAREEHRFREEEENXBEST Bob EHE
=4 UC B /MR Kea3. 1.Kvl. 3 & NLRP3 %
HERIRHAT LA, 22 R I g 2 5 30 4R I/l
Kca3. 1.Kvl. 3 & NLRP3 2K [ A7KF 550 1 ™
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NLRP3 7£1E &0 UC /il ih &%
SIEH A R4 H#: % P <0.01

2.5 UC & M/\#i# NLRP3 EH 5 Kca3. 1.
Kvl.3 EARKKFEHHEXSHEX s,
Kca3. 1 5 NLRP3 ()25 1 235K V- ARG, 22 5%
G X (r=0.877,P <0.01) ( [ 3) ; Kvl. 3
5 NLRP3 8 AR —E GBS, 2257
gt E . UC B& 1M /M Kea3. 1.Kvl. 3 5
NLRP3 75 3K K-F-53 1) 5 140 ML TR 3 ( erythro—
cyte sedimentation rate , ESR) .C Jz [ % [ ( Creac—
tive protein ,CRP) Mayo 3¥¥-73 #EATHH G047, #47E
W R ARG, ZRIEGH R (% 3) .
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Kca3.l

B3 NLRP3 # Kca3. 1 £ B Bk F 8K 451

3 itie

UC PSS A R AL AR A S P o 3 R A O
fiE, LB I AR+ 40048 . BF5E Y R /MR

*®3 UCEEMMEEAREKRILKTES
ESR.CRP #1 Mayo {4 B4 £ 14 2547

Kea3. 1 Kvl.3 NLRP3
8 PfH i P i PfHE
ESR 0.272 0.290 -0.220 0.397 0.272  0.292
CRP  -0.185 0.495 -0.406 0.119 -0.238 0.375
Mayo -0.131 0.616 -0.033 0.900 -0.033  0.900
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Clinical significance of potassium channel and

NLRP3 expression in platelets of ulcerative colitis
Ye Shenglin, Mei Yongyu, Han Wei, et al
( Dept of Gastroenterology, The First Affiliated Hospital of Anhui Medical University,
The Key Laboratory of Gastroenterology Anhui Province, Hefei 230022)

Abstract Objective To investigate the expression of potassium channels and NLRP3 in platelets of ulcerative co—
litis ( UC) , and to analyze the correlation with UC. Methods Clinical data were collected from 11 normal controls
and 17 patients with UC. The levels of platelet Kca3. 1, Kvl. 3 and NLRP3 were detected by RT-PCR and Western
blot after platelet extraction. Results Compared with control group, the expression of Kca3. 1, Kvl. 3 and NLRP3
in platelets from the UC patients were increased significantly at the mRNA level (¢t = -6.067,4.991, —18.981, P
<0. 05) ,which were not related to the severity of UC. The expression of Kca3.1, Kvl.3 and NLRP3 protein in
platelets of UC patients was significantly higher than those of the control group (¢ = -9.627, -7.39, -7.821, P

<0.05) , and there was no significant correlation between their expression and the severity of UC. Correlation
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AL C 28 A B N A R A 32 20
Z—o 1990 A AL E 5] FiRE T 388 1% 2712 W7 ( preim—
plantation genetic diagnosis, PGD) $ A 22 ), 4L 4= ,
TRRE T A B v pm m gt . PGD 2
TRTERS ML Z RS IV Jif 1A 7 38 A~ A, 4 2 JUR e 14
AR, e I W B R KU, ) R R A% A ikt
Yo AT AL s ARG Y 2 LR AR o Fh AR RIS AL 2 0
A ( preimplantation genetic screening, PGS) % K J& 48
TERAE 0T LR IR BEAT AR B A% AT A, PRI 1B
RIGREAR , LU P S A 8, AR 7 38 1274
ARALFHE PCR £ 77 4232 ( fluorescence in situ
hybridization, FISH) £ A fall 4 41 b 85 A 20 2% 52
K ((array comparative genomic hybridization, array—
CGH) . — X ¥ 4% K ( next generation sequencing,
NGS) &5« ZICIEE 34 1 5206 PGD /PGS H AR
3309 NG YT R AT, LA X S B R T i
e Kl PR &5 Jmy 1) 43 BT FLEL &5, 5 78 i R _E PGD/
PGS [ HAR SR S %

1 #MR5EIZ%

1.1 HRSKIRE

1.1.1 &6 #4 2009 4F 1 H ~2016 4F 12 A7
GRERI A5 — B I B A 4 IR 2% 0 4T PGD/
PGS HiZ£ 11 283 XF 4T 309 AR Y7 SR I 0 55 Ak

analysis showed that the expression of Kca3. 1 and NLRP3 protein in platelets of UC was significantly correlated ( r

=0.877, P <0.05). There was a general correlation between Kv3. 1 and NLRP3 expression at protein level, but

the difference was not statistically significant. The expression of Kca3. 1, Kvl. 3 and NLRP3 proteins in platelets of

UC were not correlated with erythrocyte sedimentation rate, C—eactive protein and Mayo scores. Conclusion The

expression of NLRP3 and potassium channels in platelets of UC patients is increased, and there is a certain correla—

tion between these two index.
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