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[Abstract] Objective To investigate the clinical significances of plasma IL.-6, CRP and TNF-qa concentration
changes in aortic dissection. Methods Plasma concentrations of I1.-6, TNF-q and CRP were determined in 68 aortic
dissection patients,50 patients with essential hypertensionand 50 healthy volunteers. The changes of plasma 1L-6,
CRP and TNF-« concentration were analyzed in aortic group along with the progression of the disease which was
divided into 9 different time courses. Results Compared with essential hypertension and healthy control group,

significantly elevated CRP, IL.-6 and TNF-a concentrations were detected in aortic dissection patients (P<C0. 05,

respectively). All the concentrations of CRP,IL-6 and TNF-a reached the peak in acute phase of aortic dissection

and then gradually declined in subacute and chronic phase. Conclusion Increased plasma inflammatory factors were

significantly associated with aortic dissection.

[Key words] Aortic dissection

F 3h ik Je )2 (aortic dissection , AD) A EHK A .
o 17 2 S TS LI PR R LA e 278 R T MERE 2 ik At
g WG 2 F R AR R G B KO RERE AL R Kk
P T IS S PR S5 5 A 38 T e B s N 8 4 %
feash, AD b 52 3 K 9 % T i S AR R A
AR BARTE AD 236 B A TR 2L 01z 4
A 7 T3 i o) 3R H R A e 3L A BRI

[ A A R BIF 5 R 3l ) 52 36 R B AD Y & A=
R Lh KT s R0 A N B VAR OG L 7E e 5 A
Jei i e BRI K AR AE PR ol 1 Rk
N4 B 98 0E LW % & {F (systemic inflammatory
response syndrome, SIRS) . # — £ S L4 H I

/\ G IRAE#E » E-mail: zeyl6@126. com

Inflammatory factor

Systemic inflammatory response Trends

fE B 5 2% 4 fF (multiple organ dysfunction
syndrome, MODS)'""* . %f AD 3 1l 3 v 48 4iE K
TSR B, AD B35 I 3% & 4E 7 7 RE7E 4 &
SAE RN R FEE B L (LAl (TL)-6.C-
N 2 1 (CRP) Fh 98 YR S8 B F-o (TNF-o) J& # A K
5 AD RAER N K RFVIN) 3 Fhai i H + . 0f B2
K BIAE AD /B3 i 3 o kKO BT H R
i T6 X AS [ 9 B B BE AD MR I % 1L-6 . CRP Al
TNF-o W& AL BESE . AWF5E B 7638 5 4 I AD
B AN B I3 1.-6 .CRP Al TNF-o /K F-, 4>
BT LA Ak 55055 1 1) 06 3R R LI R .

1 x&EF®

1.1 HRMH



%2

B A% . I 2% 1L-6 .CRP Fl TNF-a /K75 32 20 ik Je J2 28 5 o Rt v i A8 b Je 3 S 235

YN 2013 4E 2 H & 2014 48 7 Az TR
FAEVGBE B AD B HEBR G I I A M v i R A
HoAth s - et 68 i, b B3tk 45 1, Jir o L] Sy
66.2% .2tk 23 I, 5 33.8% ., 4E#R 26~77 %, F
BIFE 53.2 % . AD 2 32 BARK 5 R A S AL il
oA A TR 28 )RR 75 B TR B M il 4 R R CT
4 AD W A8 53 0 20 A 2 0 20Tk R P 4
ST Sy B R R R RE R T LR R 2 N A
Wi el 2 AW, 2 3o E . AD 4%
HELRE 5 L TR ) o PR & A T B 1R I 1 B 1) ] 3 Sy
9AMBTBE, £ <<0.5dH T1,>0.5d H<1d W
T2, >1dH<2d K T3, >2dH<4dH} T4, >
4dH<7dHT5.>7dH<14dN T6,>144d
H<30d R T7.>30d H<60d K T8 .>60d K
T9, MAHEHRE AR A 0 B AL BE £ 50 5] 4 3 ki A\ 7 I8
B B 50 ) gl Ji & M i He R AR S X IR, A
ST U1 K 2442 74 B2 B B2 24 10 3 22 D s it vfE L AR

1.2 FERXHA

N 1L-6 ,CRP #il TNF-a iy ELISA & 7] & # ly
H RO IR A B R A BR A ]
1.3 LWH*

rRIREE AD B Al JE A vk i R R E
fARR s N Fr ki 2.5 mL,£ 4 C. 3 000 r/min &
DR IMLHE L OR-AE T — 80 Cyk4f . M Al ELISA 4
M Hrp 1L-6 ,CRP fl TNF-o & . i3 AD W&
s L Ly BT e o PR & 2B ) B SR i 1 B PR 9
9 AN B,
1.4 SHitEH*

TR L ot Fox, IR R ¢ K
I ,0=0.05,

2 #HXR

2.1 HARMKHAOGITFHE
ZERLER 1, AD 2H | BAali g i s 4 B fd B s A

HRRERE. 2B e R I R 2 R L i 7K P A o H 3 = R
13 AT KM R ER L LR

Table 1 Comparison of clinical baseline data among three groups

Dy v e g
Age (yr.) 53.2+11.2 56.8+11.8 50.4+10. 2
Gender (male/female) 45/23 25/25 25/25
Smoke Ccase (%)) 33 (48.5) 23 (46.0) 24 (48.0)
Hypertension Ccase (%)) 56 (82.3) 50 (100) —
SBP (mmHg) 168+19* 154+21" 112+23
DBP (mmHg) 92+15* 89416~ 74417
Total cholesterol (mmol/L) 5.3741.22 5.1540.98 5.0341.24
Triglyceride (mmol/L) 1.424+1.31 1.5741.34 1.434+1.12
HDL (mmol/L) 1.2740.72 1.56+0.53 1.3440.67
LDL (mmol/L) 2.374+0.78 2.564+0.73 2.134+0.54
Creatinine (pmol/L) 83+15 81418 74414

SBP: Systolic blood pressure; DBP: Diastolic blood pressure; HDL: High-density lipoprotein; LDL: Low-density lipoprotein. * P<C

0. 05, vs. healthy group. 1 mmHg=0. 133 kPa
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2.2 HHEIMBRIERFKFE Time = 1176 CRP TNFa
(pg/mL) (mg/L) (pg/mL)
LR 2 A 3MHE . AD AR EE Y T1 9 39.65+17.18 24,1244 42 76.13£8. 37
i7E 3 ﬁ%ﬁ?ﬂg%‘:{i}_\_7kslz‘3 fﬁPﬂéfE?}J\ T1 ﬂ:l: T2 11 69.82+20. 25 42.444+21.37 86.75+18.83
X o ) T3 9 95.70+22.34  90.88+53.29  69.33+13.27
Uz W T L IL-6 W {E W B AE T3, CRP & TS ik T4 8  73.51+25.51 118.53448.19  55.71-13.03
{8 TNF-o W BT T2 3 F 46 5F P T ik JiE 0 {1 Ts 6 45.96+18.92 123.74+54.78  42.47+6.20
. ) T6 7 35.69+25.61  70.75+55.45  33.90+5.22
PIRBLF RS 1R, B AD 2P 53 Fl R JE T7 6 17.9349.97  23.1847.54  23.3444.81
PR -9 E 3k U AH 5 3 W0 R I o 7 2201 30 % 5 22 1 3 T8 8 11.23+5.58 18.28-£7. 46 24.2747.39
T9 4 3.2741. 40 5.1942. 65 9.2044. 05
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0.05), T7, >30 d and <60 d for T8, >60 d for T9

Time from onset of symptom to blood samples were collected, <C0.5 d for



236 PO R 2 2 i (BE 2R D

5 46 %

£3 3AMARMKHIMIE IL-6 .CRP 51 TNF-o B3R &
Table 3 Levels of IL-6, CRP and TNF-a by group

Group n 1L-6 CRP TNF-«
(pg/mL) (mg/L) (pg/mL)
AD 68 48.68+£38.95 58.70£37.05 52.53%22.71
Hypertension 50 5.63+2.334  4.684+3.894  3.3040.924
Healthy 50 4.4242.128  3.08+2.464 1.2540.454

/\ P<C0.05, vs. AD group
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Fig Changes of IL-6, CRP and TNF-o in AD group

T1-T9: Denotes the same as those in table 2
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