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(AZE] B Shiefes (H0,S) AKFST4EREMBGENT (MHD) mZRMIE R (ESRD) sk
FEREAE (AS) BALGAERHES CB I (cPKCBID) MUHHIAMACHE. ik B 2010—2014 475 P4 % PRoaBe o — [t
JEEERE T MHD f) ESRD B 120 fif, MG AS KAENEOL A A 41 (RIFR AS, n=60) M B (FFK AS, n=60);
73 VRIS R AG A e 5 60 {91 47 o X R 2L, R B A 0 S80I Pl AR 0 A 0 i 3% HL,S JKF, >R il Weestern bloting 32 46 il
cPKCR I BEFL A, LA A 41N B 4L E — BEBORVRISE R A A b, UL 3 413230 M3 H,S JK-F-Fl cPKCR I %%
fi, I Hr cPKCB I 4607 3 547 MHD #9 ESRD Jf AS i HABMEEIEPREOARCE . SR PIALB AV 4R |
PRI E (BMIL) | B a], WA A, R Wi s (SBP) | @F 5Kk (DBP) K fdf Fil il 45 55 K 2% 4o g4 < 541
(ACED) | $53E TEBHA ) . -3 AR R & B i L Hed, 22 geit2+ % (P >0.05) 5 WALBFEMLAEND , HE
Fi. UUEF. JRRA (BUN) . =WtHih (TG) . BHERE (TC) . (R EMEANMFEEE (LDL-C) K% BN 4 A E
g (HDL-C) M, 2RBgeit¥ @ (P>0.05), A, BAEHFIMAE H,S AR T XA (P <0.05), cPKCBII
NEEEA R TXHRZE (P <0.05) 5 BZHBEMIK H,S APALT A 4, cPKCR A% AR ST A4 (P <0.05), Pearson
FASRHEMTE AR, cPKCR I B FE 7 € 547 MHD ) ESRD Jf AS B il % H,S KFR MK (r=-0.88, P<
0.05), & 1M H,S /K-F- 547 MHD ) ESRD Jf AS 3% cPKCB I #iG A K.
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[ Abstract ] Objective  To analyze the correlation between plasma H,S level and activation of conventional protein
kinase CBII (cPKCB I ) in end - stage renal disease (ESRD) patients (undergoing maintenance hemodialysis) complicated
with atherosclerosis. Methods A total of 120 ESRD patients undergoing maintenance hemodialysis were selected in the Second
Affiliated Hospital of Xi’an Medical University from 2010 to 2014, and they were divided into A group (did not complicate with
atherosclerosis, n=60) and B group (complicated with atherosclerosis, n =60) according to the incidence of atherosclerosis;
meanwhile a total of 60 healthy people admitted to this hospital for physical examination were selected as control group. Sulfide —
sensitive electrode method was used to detect the plasma H,S level, Western bloting method was used to detect the membrane
translocation rate of ¢cPKCB II. General information and laboratory examination results were compared between A group and B
group, plasma H,S level and membrane translocation rate of ¢PKCB Il were compared among the three groups, correlations of
membrane translocation rate of cPKCB Il with other observation index were analyzed in ESRD patients ( undergoing maintenance
hemodialysis) complicated with atherosclerosis. Results No statistically significant differences of gender, age, BMI, duration

of maintenance hemodialysis, smoking rate, habitual drinking rate, SBP, DBP or proportion of patients treated with ACEI,
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CCB or B — receptor blockers was found between A group and B group, nor was Hb, albumin, Cr, BUN, TG, TC, LDL-C or
HDL-C was found between A group and B group (P >0.05). Plasma H,S level of A group and B group was statistically
significantly lower than that of control group, respectively, while membrane translocation rate of ¢PKCB Il of A group and B
group was statistically significantly higher than that of control group, respectively (P <0.05); plasma H,S level of B group was
statistically significantly lower than that of A group, while membrane translocation rate of ¢cPKCB Il of B group was statistically
significantly higher than that of A group (P <0.05). Pearson correlation analysis results showed that, membrane translocation

rate of cPKCB Il was negatively correlated with plasma H,S level in ESRD patients (undergoing maintenance hemodialysis )

.41 -

complicated with atherosclerosis (r= -0.88, P <0.05). Conclusion

Plasma H,S level is significantly correlated with the

activation of cPKCB Il in ESRD patients (undergoing maintenance hemodialysis) complicated with atherosclerosis.
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FAL AT — AR Z SR =R NIRRT, T2
SHURZ R EBEDIRE, ANAS S I 0 L A0 o
W LAN R A . PR E S, fERAE, MHD % m
I H,S JK V- B AR 7T B8 55 bR 5 AE 0 3 1 2l Bk ot 4 A Ak
(uremic accelerated atherosclerosis, UAAS) kA4 %",
LI R, H,S AR5 7T -5k MHD 3% AS %&
Az XU T o

E 4 AE C (protein kinase C, PKC) J&—4H#EN5
WAPER Ca® " BTG 10 (2 AR/ 70 R IR, Ay
B KPR T XFRK ML X A DI RE X . e
M CB Il (conventional protein kinase C, cPKCRIl) &
BWUESE S5 7.0 mny LA, Sl cPKCR I
WAL REXT O BB A 75 . HARIA % B SOIESE,
B Jkoks A B 6 & 9 ok FE b cPKCR T #3803 , i 410
cPKCB [T A #TBL ik AS g, {H cPKCR IT S 15
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1.2 BFFEXTS EHL 2010—2014 AFA7E PG 4 PR 2= e 5 —
Bt 2 e AT MHD [ ESRD f83% 120 f4i], 454 ESRD £
Wikn v, BRI /NER R % <15 ml - min™' - (1.73
m’) "', MR AS (JRARMEAN PR =12 mm) K4
ORI A B E R A (CRIFR AS, n=60) FilB
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4 (FFEAS, n=60), A5 354, 425 #];
%39 ~65 %, FEHFER (51.0+14.2) %, B4+ H
38 i, 222 fil; AFE¥L 38 ~67 %, FHAERE (50.4
14.4) 4, F3HL 60 i (A4S (g e 3 1 S xf B, Ho
B 36 4], 424 fi; 38 ~66 &, TR (50.6
£14.1) %, 3HZIREMER (X7 =0.33) | 4y (F=
0.03) i, ZRFWILSEIT¥EL (P>0.05), Bf
Al ECPE o AR IE 4RAG PG %2 BR 24 BE 5 — [ I = Bt =~ A B
T SWAZHCE, T 523 AU TR 2 8 00 )
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1.3 MHD ESRD 317 MHD, [l 335 #7 3 17] 13 2% 25
B RBE, IREhIRE, PRSI, 2 K7
BT BREKAA . MBS 4 T B R (P
T2 B R 25 A R A /A 77, [ 25 ME S 220040110)
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1.4 WESEFR B A LA B 41— RS2
FERARS, K3 A2 MK H,S KFF1 PKCB 1T
BRI %, JF4r BT cPKCB I JE % £ %6 5 ESRD Jf AS i
AN EEHR R A AH DG
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B Bl LR A AT ORN H A B B i 23 ] A 7 i AU2700 7Y
EANEA I EA . EHEA . NEF., JRE
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1.4.4  cPKCB I 8 56 v A 46 I J7 vk TC i &9 K
-20 CHAAAH; Z2)J53 000 r/min B.0> 10 min, B |
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10% SDS - PAGE il A7 k43 #r; ¥ HIRE OB R
THREF 4t R I 1 3E1T Western bloting 24325 X S Fr I
Je. 255 R Gel - Doc #EHE MAG T R GG,
R JH Quantity one /3 Hr B FHEAT 21 & B I o B x) IE
321X PKCB T B SR Ky 100% , 43 T3 A 41
B 2R H cPKCB I BEHE A%,

1.5 Giil2gJrik i FH SPSS 19. 0 GEit -1 7 45 dis i
B, OHRELL (xxs) Fon, ZAREECRHBREE
Tr 50T, PIALIA] ELBCR A W B AL PR AR ¢ K55 RO
BRI X KB s HSE TR Pearson 1961443
Mo LA P<0.05 2ERA5TEE L

2 #R

2.1 PH4LEE — BRI S AR bR b WA
BEMER] . A BML, iEATES R R R R
SBP . DBP J% i F ifil 3 %5 7 2 55 4 i il 55 (ACEI) |
5 A PH R . B-SZ AR BH R T o L LA, 22 Ry
TGt &L (P>0.05, Wk 1); PidHEEmMaE
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KFHE, ZFHLGIHFE XL (P>0.05, LE2),
2.2 3 ik E MK H,S KA1 cPKCB T 4% R 1
B3 HZEA MK H,S /KF-F1 cPKCB I BREFE 157 Z [
B, ZRWAGIFEEL (P<0.05); A, B4 EHIM
W H,S KOEAR T X BB 40, cPKCR 1 5% {37 2 25 F %) B
4, ZREGITHE XL (P<0.05); B4EHIMK
H,S KR T A 4, cPKCB I RE T A4, 5%
YRS EE L (P<0.05, W#E3),

R3 3AZRFMI Hy S KFH cPKCB I BEALAL AR LR (% £5)
Table 3  Comparison of plasma H,S level and membrane translocation rate

of cPKCB Il among the three groups

415 1618 H,S( mmol/L) cPKC T JEFZ (7 2(% )
hay; i) 60 61.23 6. 67 100. 00

A 60 34.20 +4.29° 134.45 +7.29°

B4 60 21.32 +3.56™ 178.32 +4. 69

F 1§ 988. 26 3691.26

Py <0.05 <0.05

I: H,S=6fba, PKCRI = &G B (A CRIL; S

beEE,"P<0.05; 5 A 41HE,"P <0.05

2.3 MIRTED M Pearson A O Pk 53 #r 45 R R,
cPKCB Il 4% 7 % 547 MHD 1 ESRD - AS % 4 i |
M, SBP, DBP, TG, TC, LDL-C, HDL-C J&#
LMK KFR (P>0.05), S H,S KFEGARK (P
<0.05, WL#E4),

F1 WHEHERER LK
Table I Comparison of general information between A group and B group
) iF BMI BT ] J ; SBP DBP fReE i g%
am o S e, s TGes,  JERSERL e res, AGF)) uBLEAL (RBLEA
%) kg/m”) ) mm Hg) mm Hg) (n(%)]  (n(%)]
A4 60 35/25 51.0+14.2 23.6+2.2 33.2x15.6 14(23.3) 12(20.0) 1387 816 51(85.0) 54(90.0) 8(13.3)
B 41 60 38/22 50.4x14.4 23.2x2.1 35.2£15.0 17(28.3) 14(23.3) 140+7 816 45(75.0) 49(81.7) 10(16.7)
()1 0.31* -0.21 -0.90 0.74 0. 39* 0.20* 0.90 0.00 1. 88° 1.71*% 0.20*
P1{H 0.57 0. 84 0.37 0. 46 0.53 0. 66 0. 37 1. 00 0.17 0.19 0. 61
T BMI={RBI5%0, SBP = g4k, DBP =479k, ACEI= A EIKREBAFHOHH; 1 mm Hg=0. 133 kPa;* Jy x* {f
R2 MABEZRFMAERLE (7 £s)
Table 2 Comparison of laboratory examination results between A group and B group
qiy) g ELER EAS JULET BUN TG TC LDL-C HDL-C
= (g/L) (g/L) (‘pmol/L) (mmol/L) (mmol/L) (mmol/L) (mmol/L) (mmol/L)
A4 60 120.18 +£10.18 34.29+£5.22 812.20+93.39 23.33 +4.84 1.29 £0.27 3.77+1.01 2.22 +0.38 0.33 £0.02
B4l 60 122.32+10.03 35.30+5.82 830.24 £95.52 24.03 £4.63 1.33 +£0.22 3.52+1.18 2.17 £0.33 0.33 +0.03
{8 1. 16 1. 00 1.05 0. 81 0. 89 -1.25 -0.77 0. 00
P1{g 0.25 0.32 0.30 0.42 0.38 0.21 0.44 1.00

IE: BUN=JRRA, TC==BtHil, TC=gH[RERE,

LDL-C = {4 BE IR 25 1 H &, HDL-C = % BE NG 4 11 JIE [ e
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Table 4  Correlation between membrane translocation rate of cPKCB Il and

other observation index in ESRD patients ( undergoing MHD )

complicated with AS

TS il P i
AR -0.36 0.11
ST ] 0. 11 0.73
SBP -0.18 0. 40
DBP 0.33 0.22
TG 0.16 0.47
TC 0.23 0.34
LDL-C 0.17 0.44
HDL-C 0.25 0.32
H,S -0.88 <0.01
3 g
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