%24 %2 ) FBEBKRE SR Vol. 24, No. 2
152 2018 43 H Journal of Tianjin Medical University Mar. 2018

XEHRS 1006-8147(2018)02-0152-04

CERRFMEAREE LERER T REME FRE

BNTE, B S, XUiR A, AR, T4 R, 250
O£ 7S AR BEBERT o TR, AR 450061)

it &

HWE B30 #F L B -F (1L-6.11-10 F= 11-12) &AL H F (CXCLI6 #= CXCLI1)& TR R AT £ (TAF) BH ki
THAESL, Fik IO B4 03 6], L P52 B AT 8.5 37 6, 7 B CAF 8% 30 4, & B TAF 8% 26 4, B BT L3R 40 4] 4&
B & B AR A A B A &1 K E BT (1L-6.11-10 e [L-12) AL E F (CXCL16 F= CXCLI1 )= £4LF5 AR (AST ALT. TC. TG
Fo DBIL). 554325 . ¥ A& E40 CXCL16 F= CXCL11 P 2.3 T x40 (P <0.05); € 40 1L-6.1L-10 F= 1L-12 A 2 % T £
FEA P B A FRLA(P <0.05) ; F B4 TL-6.11-10 Fo IL-12 B B & T8 F 403t AL (P <0.05); 82 B . ¥ & Ao & 20 AST,
ALT #= DBIL # % & T % B 28(P <0.05) , a TC B ZAK T *F PR 28 (P <0.05); & & 41 HBV DNA A 2.3 T ¥ B A= 22 £ 20(P<0.05);
40 HBV DNA Bl 2 3 T4 28(P <0.05);1L-6 #o L-12 5 ALT & E48 3% (r =0.404 #= 0.434,P <0.05), ¥ TL.-10 5 ALT A%,
Fi AR (r=—0341,P<0.05);CXCL16 5 A A3 47 TAR % (P >0.05);11-6.11-12 F2 T1-10 5 CXCL16.CXCLI1 AR (P>0.05);
HBV DNA 5 ALT.AST.CXCL16 2 E48% (r =0.302.0.305 #= 0.413,P <0.05), Z5if: THF &4 [L-6.1L-10.IL-12 vA & CXCL16
#= CXCL11 &k Eif, £ % 1L-6.1L-10.1L-12 = CXCL11 7T — & 42 % R M JF o) ae R E A2 )%

KB K RATALET; T A8

FESES R575.1 XEFRERD A

Expression and significance of serum inflammatory cytokines and chemokines in patients with viral
hepatitis B

ZHAO Xiao-li, GAO Peng, LIU Jun—hua, ZHOU Feng-rui, WANG Jia-le, LI Guang—ming

(Five Department of Liver Disease, The Sixth People’s Hospital of Zhengzhou, Zhengzhou 450061, China )

Abstract Objective: To investigate the changes and significance of serum inflammatory factors (IL-6, IL-10 and IL-12) and chemokines
(CXCL16 and CXCL11) in patients with hepatitis B. Methods: Ninety—three patients with chronic hepatitis B were selected, among them 37
mild patients, 30 moderate patients and 26 severe patients. 40 healthy volunteers were selected as control group. The inflammatory factors
(IL-6, IL-10 and IL-12), chemokines (CXCL16 and CXCL11) and biochemical markers (AST, ALT, TC, TG and DBIL) were detected in
each group. Results: The CXCL16 and CXCLI1 of mild, moderate and severe patients were significantly higher than those of the control
group (P <0.05). The IL-6, IL-10 and IL-12 in severe patients were significantly higher than those in the mild, moderate group and control
group (P <0.05). The levels of IL-6, IL-10 and IL.-12 in moderate group were significantly higher than those in mild group and control group
(P <0.05). The levels of AST, ALT and DBIL in mild, moderate and severe patients were significantly higher than those in control group
(P <0.05), while TC was significantly lower than that in control group (P <0.05). The HBV DNA in the severe group were significantly higher
than those in the mild group and moderate group (P <0.05). The HBV DNA in the moderate group were significantly higher than those in the
mild group (P <0.05). IL—6 and IL-12 were positively correlated with ALT (- =0.404 and 0.434, P <0.05), while IL-10 was negatively
correlated with ALT (r=-0.341, P <0.05); CXCL11 was positively correlated with AIL (r =0.433, P <0.05), and CXCL16 was uncorrelated
with biochemical indexes (P >0.05). IL-6, IL-12 and IL.-10 had no correlation with CXCL16 and CXCL11 (P >0.05). There was a positive
correlation between HBV DNA and ALT, AST, CXCL16 (r=0.302, 0.305 and 0.413, P <0.05). Conclusion: The expressions of IL-6, IL.-10,
I1-12, CXCL16 and CXCL11 in patients with hepatitis B are up-regulated, and I1L-6, IL.-10, IL.-12 and CXCL11 could reflect the degree of
liver function damage to some extent.
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Tab1 Comparison of general data of patients in the 4 groups

2151 1%k B AERR 2 R RE/AT:
Xif B2 40 30/10 42.01%5.93 -
RHEH 37 23/14 41.04+6.04 8.38+1.30
TR 30 19/11 42.2046.11 8.41+1.52
Gl x| 26 18/8 42.04+5.04 8.13x1.60
FA 1.782 3.032 2.103
P >0.05 >0.05 >0.05
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Tab 2 Comparison of serum inflammatory factors and chemokines in each group

2051 % IL-6/(pg/mL) IL-10/(pg/mL) 1L-12/(pg/mL) CXCL16/(ng/mL) ~ CXCL11/(ng/mL)
papiiskEl 40 9.01+2.81 16.54+2.44 9.20+2.11 1.62+0.61 3.70+1.18

L=y ) 37 120.43+34.39* 52.03+18.49" 76.39+21.17° 2.21+0.70° 117.05+42.80°
Rl 30 160.12+40.15 80.1120.04* 90.03+25.04 2.30+0.63 120.21+33.29°
A 26 175.32+31.03% 97.34+19.14" 104.47+29.11% 2.29+0.64" 123.02+40.18"

F 43.291 34.201 21.044 10.043 14.291

P <0.05 <0.05 <0.05 <0.05 <0.05

55X HRZH LA - *P<0.05 5 SRR LU AL - "P<0.05 5 5 B2 LA - P<0.05
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Tab 3 Comparison of biochemical indexes of patients of each group

2B (P>0.05), W 3.

215 % AST/(U/L) ALT/(U/L) TC/(mmol/L) TG/(mmol/L) DBIL/(pmol/L)
papitskcl 40 19.73+3.29 18.27+4.10 5.44+1.22 1.60+0.60 2.80+1.10
REEH 37 34.38+8.04" 37.03+14.32° 4.01+1.13" 1.54+0.55 21.89+2.03
) | 30 97.51+10.20" 83.12+13.11% 2.93+1.40" 1.55+0.72 38.05+1.73"
A 26 180.03+9.34: 120.20+17.02% 1.05+0.33% 1.53+0.61 67.02+1.43%
F 32.104 61.033 40.021 3.032 52.304

P <0.05 <0.05 <0.05 >0.05 <0.06

5% R LR P <0.05; 52 LA P <0.05 5 5 B4 LA P<0.05
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Tab 4 Comparison of HBV DNA in each group
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24 AMXMESH NG O BE RAE N5 AR
FREAT A L0 HT  1L-6 AT 1L-12 5 ALT A 1E A%
(r=0.404 11 0.434,P <0.05), 1M IL-10 5 ALT Wi
2 (r=-0.341,P <0.05) ; ¥ #a fL [ 7 5 A=tk F6 45
HEATHSEMT: CXCL16 SAAFEFRTCHICHE(P>0.05 )5
R AE R 5 AL R 3174 5 40 #7 2 1L-6 . 1L-12
I IL-10 5 CXCL16.CXCL11 LA XM (P>0.05);
¥ HBV DNA 54 4b4545 bR+ 208 H i 17
AH5% 43 #1 : HBV DNA 5 ALT AST.CXCL16 & 1EAH
*:(r =0.302.0.305 F1 0.413,P<0.05).,
3 it

CHIFR IR, FBS R R0 5 B
A 54 57, RIS B 9IGYT G
) I 240 B DI e A 475 SR 205 Sy B .90, sl 2 %) 2
AU 98 i ok A v 9 0 PR sl 3 B Ak R - i A2 4k
5T, 0T LRI IR b 2B (1 A= 243697 S i 2
WA, T DL &R 58 Al A 17 TS DAk 1
%,

SNE - (IL-6 . IL-10 F1 IL-12) & ) s K ik,
Al LLE L N RRE (S 538 I ROCH AT , i) 2
il BN o I i i L g T )
SN P RN B AL B A 5 1L-6 . IL-10 FIIL-
12 S50 ek, AR AR T T 200 1y 2 b AR 7 1t
JFE I At 5 o Jo o R e S A 483 400 46 T T
SEAEF, 52w JHJUE 4 AR Y 58 # PE  CXCL16 Al
CXCL11 b A F i 3kik, BEUSAES S RIER T
B G R SORMAS B0 B TRT S, i AN ] 2
JiE A5 538 5 19 28 ST B e A e,
A IWFFEIR T T A5 A S R T i S
WK, I BRI TL-6 853 HAb 2SI B 20 i 46
ents R WD T Bl i 0N = R A A VA €
D, A 2 J I 240 R RS P 463 40, o Tl JHF 0y 8 B 5 1) T
s T3 AR ISR T Rk R 7 B i T 2 S
I8 AR S5 2R IR A A AL DR - RE A 410 il T 0 200 i s
S, PRI ACPEAE SC A 03 09 e 2B, R 4 1)

i

FEAWFFE ] LRI, Stk AT gt 2
2 CXCL16.CXCL11 Bl s TXTHIRA, 25 HA%
TFER S R G T S Rk T aE S S5
TR KA R R AR A R A 2k eT LA
5 1) G328 DR - AR B ) S | AR 0 PR
i VR B DR - 0 0 45, (2 0 T e A4 e g 483443 , o
A FIRF R AR I J o X T 25 S5-I E R )
LTI R B B R ALH it B v R B, Fafb e
W CXCL16 FIRMRE AL 55%F , HonT D) i 2 4 F
JHFE D RE A543 , T fe) JEF 303 6 e AR i XU, , HL RS
PR 7 10 A 77 B, AR DG L3 2 R T R A S e ak
AT B B, S SE B R TR Ak R B A0 S RE A
TSR FIRIE O R A R AR P I EH o X T
IL-6.1L-10 Fl 1L—-12 55 R AE T 17 335 K R 17
AL 7E S R g R BB s b, YA B
) TL—6 IL—10 1 TL-12 B ik, & TR H X g
M, E 5 BB G F R R e e g O AU 5%
BE M, A RAE T I8 bR AR L B
IL-6 . IL-10 Fl IL-12 &0y = 3Rk, T LA R 3L
A7 TR BT 5 B E 1 « (1DIL-6 AT LU
PO A K m AR 20 A X T PR ) S 4 A 3
PRIEIFIE /N 25 A A EE 48 (2)1L-12 509 LT, 42
HET RFE L e 40 D Be A A0 S8, 52 T 20 A A
(5EREE o 72 CRF S 4135 h , AST ALT il DBIL
B S = X IR B IR R R N AR I B T
20 f 2y A A s M TR A B, ) B v — 1
EREPRFIREAEE— B S R8 , X BB H R 5%
Fis PR R P U A4 e P A A AR D BB ) 58 47 6 . HBV
DNA (1 23A7E 3 sl 3 B 5 1) R A T i 3R 38
B S T R R B A R O I R A ST AR
FiknlifE—2 BT, #2727 T HBV DNA k1L 5 8
HHRENE T EBREN LR, XELHES HBY
DNA [1)%35 RERS 5 0 Z1] I 40 B A B IR A/ INr- 1
TE LA IR LF A AL 5 S B AT G AHOEOG
FoHral UL, CXCL11 5 AIL BUEAHDG, [RIE IL-6
FIL-12 5 ALT SIEARSE, 1M IL-10 5 ALT 5 AH
K, XEEBIHRIR T R4k K sloF B e 75 S AU
REFMERCR . WAL 25 5, ik R 5 4
JitL A4 P 1 INTEAH G C R L T RS A LAN Ty ifl
IR ZEAT e (DRI F40 CXCLIT /Y BT, iT LA
A PP A i 3 I 4 ) 9T AR T ViR A
YT R F AT, T ] I U 440 P s ) 483403 5 (2) #afk
PR % 4 9 5 PR - 40 TL—-6 303 IL-12 fO454 , fig
e AE T VLR A0 A A . B A R SE Ty T & HEAE



552 4

BN, 2. LR R AT SR LT SAE N 1 Mot Al N 108 R

155

L 52 2 £ 85 9 B 0T T 0 240 it g i 3

Ked5ithi o AP T AT L, HBV DNA (3555 &

LG 22 SE N R AR s s Btk I FHebn B

YRR, HE—HH#R T HBV DNA AL S5

RABEIIRIE LR . ARIFTICEHEE T3 T

A R 718 2bE R8BI R B L3S i

TR, AR R T4 90E I SO Ak 1 i Y

TEAHCC R
28 AR, ZRFHEE 1L-6.1L-10.1L-12 DA K&

CXCL16 1 CXCL11 3k i, Hof IL-6.1L-10,

IL-12 Fl CXCLI11 A] — & 2 B 2 B Ji 1) e 400 35 2

& o TR S e nl IS e AR i T 2 o alae, itk —

AN [R] B 4 S E PR B B AR IR 77 AR

HHR) SR Rk LS B IR RIS G R o

S E X ik:

(1] XUFFEE, B, BN T L 4. 2T e 75 4% 0 VA M3 o
T AR 2 RS 5 S e SR B HBeBFAE 0], P A T
Ji§2F445.,2014,35(10):1091

(2] E, 2 EUR, S N 2T T B 35 I35 A T PR T B B 4
M) AEETBE2%,2015,37(9):888

[3] ISR, LB BRI, 55, BRI PRk AR 38 1 1118 ANl
TL-10 KPR RIS ST 5 AWK BB 241, 2013(1311894

(4] il BE g B b, 26 08k 2 TR0 T 42 B 2 4 A o 1 R T
CXCL11 Al CXCL16 f ke B2 5 S (). b B 2 Be ¢ 41,2016,
38(2):122

(5] X% FEARAE S0, 4 o4 A SR X 2 P A 25

6]

(7]

(8]

(9]

[10

=

[i

—

[13

—

[14

=

BE AT BB A L)]. rPAepom 2 i A4 75,2015,19(11):1092

Chen D F, Luo S Z, Ben Q W, et al. Prevalence of hepatitis B and C

and factors for infection and nonimmune in inflammatory bowel

disease patients in China[J]. Eur J Gastroenterol Hepatol, 2017,

29(5):509

Chan H C, Wong V W, Wong G L, et al. Prevalence of hepatitis B

and clinical outcomes in inflammatory bowel disease patients in a

viral-endemic region[J]. BMC Gastroenterol, 2016,16(1):90

LiMR, LuJ H, Ye L H, et al. Quantitative hepatitis B core antibody

level is associated with inflammatory activity in treatment —naive

chronic hepatitis B patients[J]. Medicine, 2016, 95(34):4422

Isorce N, Testoni B, Locatelli M A, et al. Antiviral activity of various

interferons and pro —inflammatory cytokines in non —transformed

cultured hepatocytes infected with hepatitis B virus[J]. Antiviral Res,

2016,130(6):36

VRN M HieE , £ 0T I B 2RI 4 1L TNF-a,

TL—10 7KFAGIN e i PR ST b B2 2 B 27410, 2014,37(1):45

ZEEAE R BRI A AR S 2 BT R B IS CCLT 5 TL-

6. TGF-B1 35 14 & 52 B HTEITINE S AEAT 4 AL 1k Ji& i 7 T i

IFFEL)]. LB 2Y,2014,36(13):1937

R, THIAE A 28 55 LT A B AL 5~ CXCL13

FIRAKT-5 Tth AU SRR S (¥ AH 5O 5 B HG R 0]

BRI A N 2 54 5,2016,36(5):354

A FZE, T 5o, AL M T 4 A I35 200 B PR 1 A

RGP ST T AR B2 B 244, 2015, 33(3):285

BB, AR, SR, G5 AT S AT A £ 35 M A I MITFIL-17

1 IL-10 R 4 R 2 L[] Rl PRAsr g e 2%k, 2015, 36(9):1205
(2017-07-20 W)

S S CEOGESGMOGH  E G O G G SO G G  SS G G G  G S EO G OG G G  OS G  WS G G  S W G

(EB% 147 W)

G g2 T R 5 9 P EE R P A O
2 LR uKIM—1 1] E Sy 3 g B /N9 9 A2 i

BAKI B R YRR A A Y2 bn iy, R K

MR E , R uKIM=1 AR IR AS , A

Z R TR A B2, O ELISA K600,

Sy FELREHE) o Bl AS Ak W I e T AE AR s

uKIM-1.1L-6 7 28 b K A0 JE I T 413 W 3 /Y %

TR X TPk R0 H) T e B S B A 0 1 7 T R

FATE AR R L

S 3HR:

(1] #0, I, XUk, 5 LRV T X M B 2 4 5
5B SN D T I S B AR P P TP A i R 2 s,
2011,20(1):60

[2] Wang T S, Deng J C. Molecular and cellular aspects of sepsis —
induced immunosuppression[J]. ] Mol Med( Berl), 2008,86(5) :495

(3] HIEAE BT AL FHGT 1520k B 506 0 BF T
R[]I R 25 %£2016,31(7):793

[4] AR AR A SR RO 5 T | AP L B A
TR A A 1 0 M R A I 22 450093 L0 e U

[5]

6]

[7]

(8]

9]

[10

=

BAARIT I B E [J/CD]. Hh A e T PR 2 A Ak BT

2016,9(2):250

Dellinger R P, Levy M M, Rhodes A, et al. Surviving sepsis

campaign: international guidelines for management of severe sepsis

and septic shock: 2012[]]. Crit Care Med, 2013,41(2):580

Khwaja A. KDIGO clinical practice guidelines for acute kidney

injury[J]. Nephron Clin Pract, 2012,120(4):C179

Liangos O, Tighiouart H, Perianayagam M C, et al. Comparative

analysis of urinary biomarkers for early detection of acute kidney

injury following cardiopulmonary bypass[J]. Biomarkers, 2009,14

(6):423

Celik I H, Demirel G, Uras N, et al. The role of serum interleukin—6

and C—reactive protein levels for differentiating aetiology of neona—

tal sepsis[J]. Arch Argent Pediatr, 2015,113(6):534

Hou T, Huang D, Zeng R, et al. Accuracy of serum interleukin (IL)-

6 in sepsis diagnosis: a systematic review and meta—analysis[J]. Int J

Clin Exp Med, 2015,8(9):15238

Hotchkiss RS, Tinsley K W, Swanson P E, et al. Sepsis—induced

apoptosis causes progressive profound depletion of B and CD4* T

lymphocytes in humans[J]. J Immunol, 2001,166(11):6952
(2017-09-09 i )



