507 3 4 28 W] hERMREFZZE Vol. 27 No.28
2017 4E 12 A China Journal of Modern Medicine Dec . 2017

DOI: 10.3969/j.issn.1005-8982.2017.28.012
XEHES . 1005-8982 (2017 ) 28-0061-05

H B M E&FHDBBRERLEEMNF Hey &
S5RERT. HRIZEERIAXE

W, R EC, Fh T, RREE S, MR B, R, ReL T, xAeak

(M A¥MEER 1. O WA, 3. MENE, 4. 048, T 2 071000 ;
2. WA RETE _ER LA, T KE 071051)

HZ . BHE WEH A & EAFFH SRR 8 H ik B A X AR (Hey) 42 %4k, R4 Hey
5 XERT. BRI X R, FiE RIR2014 555 A -2016 F 5 A AR LAERR S T 69 & fe RS 5F
IR BARRAL & B 90 B, ARAE I i Hoy % 5 4538 & ofe JE A 5F 20 D Ik 35 AR AR AL 40( 53 3 TR 2
Hey<10pwmol/L, n =47 ), H & o EA s iBAAmAE (H A S o/EL4, Hey = 10 wmol/L, n =43),
PRIUR B A TR I % A 0 i BEABEAE A 2B (n =58 ), Al SR 03 R 69 deiF Hey, Ko B F A5k
BEREFRLSE, £—FT O W Hy A EFHEER T, sl Mmin, S8 La@dZhEHARHAS
oo R B E W fe i Hey, SR BT RBERALE WSS BALE, ZFALTFEL (P<0.05), L+
H A & R % 69 if Hey, KRFARBEEEZRS -39 (HCGP-39), MEHRLEF —a (TNF-a ),
A C R REE (hs—CRP), @i 18 (IL-1p ), BEBTHEAFEREE 3 (PTX3), BEOHL
BiReEE A2 (Lp—PLA2) A% & TH@ S R B sk AT Mistrdlesr £ (TBIL), A4EA24r & (DBIL ),
Rl#ERe L Z (IBIL) A4k T 538 & JE20 £ Pearson &AL M B, H A & /E B F 69 0 Hey
HFERERT. BRRABTRIBIFAEME, i fiF Hoy 4354 H 2 F B4 3 Bk AL
BEAG RERBIME, BT EERN TR &,
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Correlations of homocysteine with inflammatory factors and
plaque stability in H-type hypertension patients combined
with carotid atherosclerosis
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Abstract: Objective To study the correlations of homocysteine (Hcy) with inflammatory factors and plaque
stability in H-type hypertension patients combined with carotid atherosclerosis. Methods Ninety cases of H-type
hypertensive patients combined with carotid atherosclerosis in our hospital from May 2014 to May 2016 were
divided into ordinary hypertension with carotid atherosclerosis group (normal blood pressure group, Hey <10 umol/L,

n = 47) and H-type hypertension with carotid atherosclerosis group (H-type hypertension group, Hcy >10 umol/L,
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n = 43) according to serum Hcy content. A group of 58 healthy people who underwent medical examination
were chosen as control group. Serum content of Hcy, inflammatory cytokines and plaque stability indices were
detected. The correlations of Hey content with inflammatory factors and plaque stability indices were further
analyzed. Results Serum content of Hcy, inflammatory cytokines and plaque stability indices in the normal blood
pressure group and the H-type hypertension group were significantly different from those in the control group
(P < 0.05). Serum Hcy, human cartilage glycoprotein factor-39, TNF-a, hypersensitive C-reactive protein, IL-1p,
pentamer 3, lipoprotein-associated phospholipase A2 in the H-type hypertension group were higher than those in the
normal blood pressure group (P < 0.05); while the content of total bilirubin, direct bilirubin and indirect bilirubin in
the H-type hypertension group were lower than those in the normal blood pressure group (P < 0.05). Pearson linear
correlation analysis revealed that serum Hcy content in the H-type hypertension group had direct correlations with
inflammatory cytokines and plaque stability indicators. Conclusions High level of Hey is an important factor which
aggravates systemic inflammatory response and reduces plaque stability in H-type hypertension patients combined
with carotid atherosclerosis.

Keywords: H-type hypertension; carotid atherosclerosis; homocysteine; inflammatory factor; plaque stability

SIMEC S SN A S o LN | R T I S < 4
( Homocysteine, Hey )= 10 wmol/L & XA H I &1l
) R A BB A 2 e I AR Y 32 O IR AL O A AE
BT FTHE I H Y i 1T R 0 gl ko 22 e A
o T e AR, ELAEh DRk A R A A2 5 oy ™
o BSR4l T R B IR AR A
S AN 1P A 2 2 S e 1 e S 16201} 9
B R SEH B Ik sk e AL ™ R R Y e bR, [H
SRR AR T A QR EAEH TR, 4G
T LT A AR B T TR I I . R T AR S Ia e E E
Hey & C PRS0 TRl BRI . ek sh
Bk REREALPE e (T O ) A ], (E
FURGE H 2 e s £ 90 0 Ik ok Ao s A 885 o 9 19 1
B P ARBR ST R WLEE HORL i S kR
FEIEL B FR A B IMYE Hey 284k, #8 Hey & 511
PRRAERN . BERASEVERICER , WIHH Hey VRN
TG FIRE TR AT AT, BURIE TR .

1 ARSI

IR R — IR

PEHL 2014 4F 5 H 2016 4F 5 A £E L K24 KR
P ¢ 2 52 10 e 36 97 1O v IR - 51 250 0 ik e e 1 A £
TR 0 B, BWAEMERET, RO RELEER
EHZ b . ARSI 2K Hey &, 90 {3 i 9t
43 R385 v I A I S0 ok R R AR A (K e I
JR4, Hey<10 pmol/L, n =47), H 8= 1 &4 50
ke fba] (H BSR4, Hey = 10w mol/L,
n =43 ), VEHFIHTEAS B 482 52 PR AG i £ e AV S Xo)
fRZH (n=58).

1.1

e 5E 5 00 4H R B e 25 0, Lotk 22 ) 5 AR
43 ~ 71 %, ¥y (5232 £8.19) % iKHFEE (BMI)
22.81 ~ 27.94 kg/m’, F¥J (24.17 +3.36 ) kg/m’, H #!
e IR 53 23 5], Lotk 20 ) 5 AR 41 ~ 73 %,
- ¥ (54.69+7.77) % 5 BMI22.31 ~ 27.84 kg/m’,
T3 (24.09 £3.48 ) ke/m’s XL 31 4], 4 27
B 5 %40 ~ 72 %, V1 (52.94+8.12) % ; BMI
2248 ~ 27.92 kg/m’, V¥ (24.15+3.72 ) kg/m’, 3 4]
WEFERTRIES] . 4ER% . BMI{HZELLL ORI M i 22 5
TGeitFa L (P>0.05), HA A k.

1.2 WNFRAERHEBRIRE
121 e OZkRREHRE (MRID) K&

HRPLEZ 9 (CT) #i2tEst ; QFfF G A T
H2H 40 (world health organization, WHO ) il & A9 5 &
PEE I WbRIE + G i B E A IRZS 6 > H I
PlE.
122 #Heidrf ORISR s OFF 1472
TIN5 O E.OF I IReREs ; @Otk s
GNP 5 OFEEIEREIELN ; @™ E A S %
FEVEDN o
1.3 WZEiER

3AMFMRABLES 1 K, MIBURAL 2 T #
Jkifi 2 ml, AR OB 2 E 30 min, KRS
£ (2500 t/min ) 10 min, B EBOIFHAF T -70C
KA RRDN, BARKS SRR 0 F « D Hey : RH12
H 2 A AU 5 Hey % 5 5 Q4 5E KT« R g
I 2 9% W B 72 (enzyme—linked immunosorbent assay,
ELISA ) i & A 28 8 8% 25 19 -39 (human cartilage
glycoprotein—-39, HCGP-39 ). M RZE T — a (tumor
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necrosis factor— a , TNF—« ), #f C s ( high-
Sy
% 1B (Interleukin-1B, IL-1B ) & ; @ Hfa
ENEFEFR « KA ELISA 7200l % L5 % 3 ( Pentraxin 3,
PTX3 ). AR EAHCHEREHE A2 (lipoprotein—associated
phospholipase A2, Lp-PLA2) &, RHAEANEL
SrATAIE BAHLLZ (total bilirubin, TBIL), EH%AH
41 % (direct bilirubin, DBIL ). [A]3EH4TL £ (indirect
bilirubin, IBIL) %,
1.4 gitEmE

JIT A B0 2R FH SPSS 23.0 B A BEAT GE 12400 B
THEPORER L + brifi2s (x+s) R, Z41HELL
BRMTT 22000, 107 2200 B SRRt |, PR
FH LSD-t A5 4T 9 9 LA, AHICHE 73 B >R H] Pearson
LMERAHT, P <0.05 HESBGITHE L,

#HR

Hcy
S I LR IS Hey (9.12+0.85) wmol/L,
H 7R 111 448 113 Hey (21.09£3.42) pmol/L,
XF B8 4 M % Hey (8.06+0.85) pmol/L. 3 £ [A] ffi
iH Hey i Ib#R, 2R A Sit5 2 X (F=9.283,

sensitivity C—reactive protein, hs—CRP ),

2

2.1

IR A, AR SAS IR L (1=6.384 Fl
7.193, P =0.014 1 0.011 ),
2.2 REETF

3 BGOSR LI 4 4E P F HCGP-39 \TNF-«
hs-CRP, IL-1B &b, ZRAFHIIFENL (P<
0.05), H: b5 i K 4L & B9 Il T HCGP-39,
TNF-« . hs—=CRP, TL-1 B FHETX IR (1=7.483,
8.124 .6.943 #1 6.874,P =0.021.0.015.,0.025 F10.023 ),
H A5 0% 21 8 ) LT HCGP-39, TNF-o | hs—
CRP. TL-1B 7t m T80 m iR 4L B 3 (1 =8.894,
8.762.7.284 1 6.452,P =0.012.,0.015.,0.019 F10.027 ),
WA 1.

2.3 PIRIZEMEIEIR

3 41 B 5E X R [ 3 B B AR M 4R Ar PTX3.,
Lp-PLA2, TBIL. DBIL, IBIL % [L4, Z2R A%
PR (P <0.05), Horp8 i i T 20 A8 2 00 1M v
PTX3., Lp-PLA2 i TXTHRLL (1 =7.384 #i1 8.923,
P =0.014 f10.009 ), TBIL, DBIL. IBIL & ffKF%f
41 (1 =5.384.7.193 1 9.713,P =0.034..0.015 F1 0.003 ),
H R IR 4 LT PTX3 . Lp-PLA2 & T
M 38 IR 4 HR 3 (r=7.583 F18.103, P =0.023 Al
0.012), TBIL. DBIL. IBIL 7 &% T35 i i R 20 i

P =0.000 ), Hirb¥ 5w m i s 4 B s Hey &85 # (1=8.273.7.124 #19.092,P =0.013.0.018 #10.007 ),
FXRELH, W A i R 2 S M Hey & T8 L2 2,
F1 SEMRMEMWMBFREFAFSELE (x+s)
205 HCGP-39/ ( wg/l.) TNF- o/ (ng/L.) hs—CRP/ ( mg/L.) T-1B/(wel)
XTHRZH (n =58) 31.28 +4.09 7.32+0.85 4.27+0.56 4.12+0.47
W MR (n=47) 40.75 + 4.68" 11.17 + 1.59" 7.11+0.85" 7.53+0.82"
H BSR4 (n=43) 7251 £8.09"" 23.94 +2.85"% 15.92 +1.88"" 15.84 +1.93"%
F 1 11.394 9.273 10.843 14.832
P 0.000 0.000 0.000 0.000
e 1) SXIRALE, P<0.05; 2) S Edi i, P<0.05
®2 JEAMRMFWMBWREEEIBIRSELE  (X+s)

2051 PTX3/ (png/l) Lp-PLA2/ ( pg/L) TBIL/ ( pmol/L) DBIL/ ( wmol/L) IBIL/ ( pmol/L)
IR (n=58) 1.89 +0.21 32.71+3.88 1548 + 1.79 5.93+0.72 12.18 +1.79
W R I 2 (n =47 ) 2.12+0.26" 43.68 521" 13.12+1.63" 4.86+0.52" 11.05 + 1.73"
H AV R4 (n =43) 2.95+0.34"% 59.75 + 6.43" 10.09 + 1.52"* 2.97+0.35"" 9.12+0.95"
FAE 11.823 9.293 10.784 12.384 11.743
P 0.000 0.000 0.000 0.000 0.000

W 1) 5XMALILE, P<0.05; 2) S¥EEEMEH LES, P<0.05
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2% Pearson ZRVEAH M 7, H B IR 4H
WY I Hey 7 & 5 HCGP-39, TNF-« . hs—CRP,
IL-18 . PTX3, Lp-PLA2 & & £ 1E M 56, 5 TBIL,
DBIL. IBIL &2 MK (P<0.05), W% 3.

®3 HEFGMEALZFME Hoy SESREREF.

BRIGEMMEX X R

EC1ay e AR PA
HCGP-39 0.712 0.005
TNF-« 0.684 0.017
hs-CRP 0.672 0.019
IL-18 0.705 0.009
PTX3 0.684 0.017
Lp-PLA2 0.703 0.011
TBIL -0.673 0.018
DBIL -0.693 0.013
IBIL -0.712 0.005
3 it

H 25 MR B 2275 75 208 P RS T Ok A
ARFER AR, T — 20 H R g o 5 2
KA Gy IR R W], H Y i e 8 AR AE AT
S AR T R L, AR K Hey RN
FER A AR A IRESE Y A A
SMMAFIHIE TR, HRTY R Z B TEE P AE Hoy 5K
Il SIS RS N R M AR AT | AR
PRI IR IR , T S0 Jpk A% P M 4 A DG T I e
BB M = B Bl bk , 7 A Sk A R R
MR B R EUR IR A, EaAUITEIE
5 MHey 25 T R BUSAISSI IR ALY K A K T
THAE H Y i3 o A 5508 Bk ok o B A £ % P A9 R
WEFEAS 8 A . ARWEFEH H B i 2 % 3 &
MR EF AT Hey & 5 B8R H X B4y, RS2
T Hey Byfe s bkats FEREAL VR, 10 H B o 1 2 A8
LTS Hoy & 5 5 @ AT 5 H R I A 1 e
s, AR THE— 1 Hey 5 S8 KoK AL
R IR 2 18] R 56 A fp b — PP TR S

) K ot 1 B Ak A 19 9 RE AL 2 Ut S RS
R IZ R, TEBAT RIS E 2 It

P AEPHERIE, RBEMERAE ., (LM RENSS
Sk R A R T, Horh A 2E M RIS 1)
IR, W R AGEMMIE . RAEN BT, Fh 55
T Btk 4%, HCGP-39, TNF-« . hs—CRP,
IL-1 &M S0 A 5, R ™ AT 5%
g i, DL AR A I R 2R Sl ok A A P e
FER PR RFiEpras, B s A mT LU 0 5
Q7% = 2 S P = N /1B B2 TN R 2 4
BEHRRE PR Bl Kok R Ao 17 ™ F R B A S — L
T, BB E SR S RT3 2 A AT
RS R T A I 2 B Ik o A R 1 B
TG DA ) L — AT SR

ARYWAFFE A H B S i 2l L 53 e I 2 R
BT HCGP=39, TNF-o . hs—CRP. IL-1B Z548%E
Rl e R R A &, H A i R 4L E i LA -
FRIENFFRE R, TNF-a . hs—=CRP, TL-18 ¥J/2
BRIE R T DA R ZSRIESC RN T B S
5Tk bn &4, H B E MR B E 2B R
EnE) @ AL I s ST B % €6 1)1 = 2 A s oy 1 P
BEHRE T, 2R IS & PR B Hh AT
B2 2N EF MM, PTX3. Lp-PLA2 4%, #%
IHIRBEHCARRE AR 5 ARATR "™ BaFsEde i, K
WAL IR O B AR R R 22—, Rl i v
AT ZR KPP 20 S et AR B KBS AR e 1 o AR IR
8P H R I L S R I 2 R LA A
KA PTX3, Lp-PLA2, DL AK/KSFA TBIL, DBIL,
IBIL, o H 2 5 i e 20 8 3 i iR el AR e, Ik SE
H R0 1 2H B T R BB R M T 2

SNE R, BEHAS E PR AR A 3 B T Bl ks
FEREAL GG - E AR B, A 2EE A Hey R 42 2 30 ik
SRR RS Ab A F AT BEAE A A_E ML S B AR 4
Brigss, H e iR 2L IS Hey &5 RAE N
F HCGP-39, TNF-« ., hs—CRP, TL-1B & 5I1EH
X%, SEEHAEEMEREAE PTX3. Lp-PLA2 RIEAX, 5§
TBIL. DBIL. IBIL 2 fiAH3C, DA 45 R4 R mKF
(%) Hey A REIR LT X 90E R . BEHRER E PEFE AR R 15
LA S PR FEREALAE T, J& H B i R 2 8 %
kA FERE AL R IR RN R 2 —.

Zi b, LIRSS « M Hey ST H &Y
15 ML A I 290 50 K ok e B A BB 3 4 B 9 s N fin )
PESRE PRI S R R, H A 1 5 54
B5))i G E = 2 e SN B b)) Y S U R S A S =i
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