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[HE] By (KD) &£ LIS IE 5 B T chemerin, M I Z -1 (omentin-1) , JE 8% 2% (APN) | 1 41 it
A F 1BUL-1R) IR IE I F o« (TNF-o) 7K Al K B . Ak ¥ 2015-06-—2018-06 M Yiciq 19 KD 2L
98 1R KD 4, [a] 3 3% B oo fd e L EE 30 0V A il R 4H A Fr 3 L 1fL ¥ chemerin, omentin-1, APN,
IL-18. TNF-a /K I M H 5 X, 58 KD 41 chemerin, IL-18, TNF-a 7K F B i &5 T filt e 2 . KD 21 1fi 7%
omentin-1,APN 7K5F0 A TR 4H . 22 R A G it 22 X (P<<0.05) ;KD 4 i, 28 B LI Y chemerin, IL-
18 TNF-a 7K V- B B 75 T3 29 8L . 24 81 SLI T omentin-1, APN KB B T W 20359 L, & Bk 3045
(CAL) LI 7 chemerin 1L-18. TNF-a 7K 8] % FJ& CAL £ JL.CAL H#JLIM 7 omentin-1, APN /K B & 1%
F I CAL L, ZFH S it 5 L (P<C0. 05) ; Logistic 43§71 45 5 %78 , L1 chemerin, omentin-1, APN,IL-1B.
TNF-a 7K & KD BJLAM I B CAL KA B m H K (P<0.05), £i18: KD B JLAF7E 8 R ™ &1 i 5 AL
WAL S RAE SN 2 & CAL L A B AC 3 28 6L S R E I 3 ™ 1, 7% chemerin., omentin-1, APN,
IL-18. TNF-oa Al fE R4l KD k4= & B T B 465 .
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The detection and significance of serum chemerin,omentin-1,APN,IL-1 beta
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Abstract Objective: To discuss the detection and significance of serum adipose factor chemerin, omentin-1,
adiponectin(APN) ,interleukin 1 beta(IL.-1 beta)and tumor necrosis factor alpha( TNF-alpha)in children with Ka-
wasaki disease(KD). Method: Ninty-eight children with KD were selected as KD group from June 2015 to June
2018 in our Hospital,30 healthy children were selected as the health group from medical examination center at the
same time,the serum chemerin, omentin-1, APN,IL-1 beta and TNF-alpha levels were detected in all children’s
and their significance was analyzed. Result: The serum chemerin,Il.-1 beta and TNF-alpha in the KD group were
significantly higher than those in the healthy group,the serum omentin-1, APN in the KD group were significantly
lower than those in the healthy group,the difference was statistically significant(P<C0. 05). In KD group, the ser-
um chemerin,IL.-1 beta and TNF-alpha in the acute phase children were significantly higher than those in the suba-
cute stage children,the serum omentin-1, APN in the acute phase children were significantly lower than those in
the subacute stage children,the serum chemerin,Il.-1 beta and TNF-alpha in the CAL children were significantly
higher than those in the non CAL children, the serum omentin-1, APN in the CAL children were significantly lower
than those in the non CAL children, the difference was statistically significant(P<C0. 05). Logistic analysis showed
that,serum chemerin,omentin-1, APN,IL-1 beta and TNF-alpha levels were the independent factors of the occur-
rence of acute phase and CAL in children with KD(P <C0. 05). Conclusion : Children with KD have serious disorder
of lipid metabolism and inflammatory response,and the disorder of lipid metabolism and inflammatory response
are more serious in acute phase and CAL children, it is suggested that chemerin, omentin-1, APN,IL-1 beta, and
TNF-alpha can be used as the important index to evaluate the development of KD.

Key words Kawasaki disease;adipose factor chemerin; omentin-1;adiponectin;interleukin 1 beta; tumor nec-
rosis factor alpha
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JI U5 (K D) S — g B BH A9 4 B v/ il 48
KRB I & TILEAHE, 2R M b & T
MEZM K EE OBREE, ZHEBEILTE R
U HFR A BOLAT R S B i2ih . v S 80E R 3 ki
F AT O MR L L = X B OJLH JE & AR sl
O AR B LR . B T KD 24K & I IR 2 2L it
i = R R M S0 12 W A bR, LR R R DL A
12 AH T BOL K R IEAE I L 2IE™ . i AR
K, MM ST BoR KD 9 & A4 & R 5 A ==
Bl RAE R S5 A L, BEM N chemerin,
M 5 % -1 Comentin-1) | l§ BX % (adiponectin, APN)
AR RE I R T B S5 80 g AR
PEASY . A4 F 1BAL-1p) R KL F «
(tumor necrosis factor alpha, TNF-o) I J& HL A
B RMER T, A S5 MR 58 RV AERS .
XTI, A WF o8 8 o 46 ) KD S L I 7 chemerin,
omentin-1,APN,IL-18, TNF-a /K, 3 5 i 5 )L
HILE, i S KD kKERKERXR, LUH R IE
IRHW2 W KD 245 % I GaE R .

1 #HE5HE
1.1 —Bsek

B 2015-06—2018-06 I [A] TF & X A B P& B
ik i 98 4 KD & JLPESN KD 4 9 A bR i : OFF
BOHEMELH LR KD 2 Wiks i ; @ 4F i
<12 % TCAE A L QL2 HT Tl R L i bt
YL G A S A IR R s O BILR B 5 E
HUE [F B s HEBR AR o . O A N 0 M6 28 L Il TR 55
RGN ; QN R IE GRS N e
QA M M. EFHEEEREEER; OfF O E
vy B JER TR0 WL 4 HE Al 52 ) AR BF 9 445 2R Y0 E
I o (R ADT R BCAA A rh O fE B L 2 30 91 A O ik B

H.AMRAREERSHMEL, KD H. 5 52
B 46 ] A8 1~10 %, 3 (4. 0410. 62) % 5
L 1~20 d, 122, 36 £2. 56) d; 2 P g 72
1~10 d)48 f . W AP G AE 11~21 50 fi]; If
ek Bk B A% CCAL L 88 75 0 gy [ 7 e R 2l ik o i [l
PR A TR B kN AR > AR T BEN AR 1.5
5 e SR Bl ik AR/ 32 8l KO IR 9 AR (R > 0. 2)
26 B, fEEEAL. % 16 B, & 14 B 4F 8% 1~10 %,
S (4. 11400 64) % s AL PR AERR LR, 2R T
it efE L (P>>0.05),
1.2 Ji¥
2.1 &5k BrA JLE X4 A JE i ko
6 ml B A JC k& . 40 B g (3000 r/min,
10 min. B 0242 8.5 cm) J5 » 27 FH T 6 4 328 % [
W 1M % chemerin, omentin-1, APN, IL-18, TNF-«
KGR & A B S PUE TRABRAH .
1.2.2 38 fp W& b & W 4H Il 35 chemerin,
omentin-1,APN, IL-18, TNF-a /K ¥ I 4 Hr H 5
KD i .CAL KA X ZR,
1.3 SGiilsnik

K SPSS 22. 0 #FAL B L T EOTERE L (Y0
RERM T KRR s R FRIES
A3 A ISR AR ST REEAS ¢ K5, chemerin, omentin-1 .
APN.IL-1B8.TNF-a 5 KD A3 % K JH| Logistic 43
M, P<<0.05 AZERAHZRITFE L.
2 #R
2.1 M 21 chemerin, omentin-1, APN, IL-183.
TNF-a H#

KD 21 IfiL ¥ chemerin,IL-13, TNF-a JK B
T KD 4H 1% omentin-1, APN 7K F B & {i%
TR . 2258 G178 L (P<<0.05), W3k 1.

%X 1 W4 chemerin,omentin-1 APN. IL-1B.TNF-o kb %%

9 % chemerin/(ng « L™ ') omentin-1/(ng * ml™ ')

APN/(ng« L") IL-18/(pg+* ml™') TNF-o/(pg+ ml™")

fE g4l 30 12.65+1.52 26,4542, 84
KD# 98 28.32+3.02 12.0641.45
t 27.326 36. 996
P <<0.01 <<0.01

23.54+2.40 18.46+2.06 8.25+1.04

12.36+1.48 96.45+9. 86 20.65+2. 35
32.202 42.925 28.013
<£0.01 <<0.01 <£0.01

2.2 KD 40 A[6 % B1 28 JL chemerin. omentin-1,
APN.IL-18.TNF-a L #

KD 2 v, 2o B LI chemerin, IL-18,
TNF-o KV 8] 8 5 T30 2k 0 L, 2030 & L
I omentin-1, APN 7K B i X T W7 2 1% 9 /&
L A Gt L (P<<0.05) , L3k 2.,

2.3 KD 4 A CAL & JL chemerin,omentin-1.
APN.IL-18.TNF-a 5
KD 41+, CAL £ JL Il 7 chemerin, IL-18.

TNF-o /KW &5 F 6 CAL #JL.CAL &L
omentin-1 APN /K FH @K F & CAL L. 5%
B4 L (P<0.05), ILFE 3,
2.4 chemerin,omentin-1, APN,IL-18. TNF-a 5
KD & & Y Logistic 43

Logistic 245 38 B 78, 178 chemerin.omen-
tin-1 ,APN,IL-18, TNF-a 7K & KD # JL 2 1 i
K CAL &4 1 b 57 5% i B (P <<0.05), WL 3
4.5,
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£ 2 KD AFFEKEEJL chemerin,omentin-1, APN, IL-1B, TNF-a Lt %

W BIE chemerin/(ng « L™') omentin-1/(ng * ml"') APN/(ng+ L ') IL-18/(pg+ ml') TNF-o/(pg * ml

)

WAt 50 24.30%2.65 13.08+1.52 13.8441.52 90.24=£9.62 17.68=+1.97
24 48 32.36£3.45 11.02+1.32 10.8241. 32 102.62+£11.05 23.6242.52
t 11. 765 7.214 9. 804 5.526 11. 839
P <0.01 <£0.01 0. 01 0. 01 <£0. 01

#£ 3 KD AXRE CAL £ )JL chemerin,omentin-1,APN IL-1B. TNF-a Lt %

CAL  #i# chemerin/(ng+ L™') omentin-1/(ng * ml™') APN/(ng+ L")

IL-18/(pg * ml™') TNF-a/(pg+* ml™")

7 72 26.30+2.98 16.75+1. 84 15.4241.78 88.45+9. 24 17.144+1.89

el 26 34.5843.67 10.53=+1.62 11.3441.42 120.42413. 66 30.24+3.24

t 11. 264 17. 816 11.476 11. 990 21.041

P <<0. 01 <C0. 01 <<0.01 <<0.01 <0. 01

% 4 chemerin,omentin-1 ,APN.IL-18. TNF-a 5 KD 214 #8 X & #J Logistic 91
e br 3 Walds P OR 95%CI
chemerin 2.336 8.472 0. 000 10. 340 9.531~11.042
omentin-1 —1.582 6. 824 0. 000 4. 865 4.199~5.504
APN —2.262 8.027 0. 000 9.602 8.968~10. 219
1L-1B3 2.684 9.012 0. 000 14. 644 13.874~15. 243
TNF-«a 2. 144 7.553 0. 000 8.534 8.972~9.192
% 5 chemerin,omentin-1,APN,IL-1B. TNF-a 5§ KD & 4% CAL 3% £/ Logistic 7 #7
eIz 8 Walds P OR 95%CI
chemerin 2.536 7.461 0. 000 12.629 12.078~13. 242
omentin-1 —1.904 5. 967 0. 000 6.713 6.247~7.314
APN —2.784 8.008 0. 000 16. 184 15.474~16.873
1L-183 3. 144 9. 560 0. 000 23.196 22.472~24.092
TNF-«a 2.962 10.012 0. 000 19. 337 18.668~20.119
3 iFig R S M K T D S 1 4 2P A PR, O B A R

KD &—Ffh 2tk R Gtk 4 % . T 1967 4 H
H AR 21 42 vt i 1 06 B2 0 1 5 i 38 O DA 5
i 44 Fos R K & g AL v S B L TG e S S G
IS Wi AR b, 3 B AR O 4 B b /N Bl ik R MR
AR R R Ik A L R SR & B TS B A
% B, 5y 5| KR S kB 05 (CAL) L 8 20 LI BE
BT, T E s R LI A 2 4 PR L FR B 12
WA {1 1) 52 365 25 45 bR o6F KD Y IF i &% iF iz i B A
HEMBELTY,

HWEIE s KD W & 4 & & 5 18 AR i 2 6L
A K B W 4L ZUR] 430 22 Bl LA A 3 P Y 40 e P
T FLRT ) A 2 R R PR A P R il KD Y
I8 R AE NN . T chemerin J& — F Bg i
A R, AR 1 I 20 N AR 28R b B 40 45 1)
YA TN G B L 3R 4 O R ik 22 P AR A BT, DA o
B JR 38 48 R BT, omentin-1 W2 B HT & B Y

YIAE s A W (EL 7 W B s 28 3 rh A7 AR AR P 3R
ik AT RE 2 5 P S B T B s 4 i sl L e 2 2k
5y FRALHT B I e 7 A2 i, 5 BOIR A E AL
O APN &l BLA BT AR LB A A R
F R 7 BRI AT 3 o 4 2 Ak A K TR 4 A i 1R 1
192238 SO AMPK {5538 P4 55 w0 40 i N 41k
VR S A S S I R | R 2 N i [ | 4
G IL-1B S —Fh BG5S 5 PR R AE S 1 %
PEE . AT PR T 2 Bl 4 it 28 0, 3% 3K 2 P 40 i A=
Y2 oifig, 5 KD i 4 R 5E & N % U) A8
DRI i TNF-o S —Ff By PN 35 R 300 19 B 20
JRLFN IR O 28 L 45 A i ) RAEI L W H RS 5 &
KD By Ifil 38 48 5E g 2

AR AR TR KD 4 I3 chemerin, IL-18.
TNF-o /KB & & TR KD 4117 omentin-
1. APN 7K V- B AR Tt Fe 4, R W) KD LA 7
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R 7 g B A 2R AL S R AE By B R T
5 KD WAERK, XAl RERE i T8 KD &g i
Frh, HALA ™ 5 1) J5 B AR 2= AL, & chemerin
S50 3 A S T SRR R AE A B AR S omen-
tin-1, APN 4573 WAl /b i ] 1 XS AL T R 4t
SR R VE T AT S B TL-18, TNF-a 45 58
KRBT S5 208 50 R, e 4 53K
KD, [@ B, A& BF 58 KD 4w, 2 vk 8 L i u
chemerinlL-18, TNF-a 7K 3 B i & F W 2 M ] &
L. 2 LI 7S omentin-1, APN 7K F B &2 1K
T2 8L, CAL B ILIMTE chemerin, IL-18,
TNF-o 7KF#  #&5 F 7€ CAL )L, CAL &L M i
omentin-1,APN 7K B B X F & CAL & L. £
R EF5 KD 0w tE ik g & Of & CAL A%, X
AfEE o T 78 KD 28 2 CAL R At #e b Al
B g ot A 2K AL S R ™ L, BB 5 4> W 2
chemerin 5 #l ] omentin-1, APN % g Iii A F 5=
H: ffi chemerin.omentin-1.APN % i 4 5 19 4K 5E
SN 2 A B 7 RO A T B R I R M
g R 1L-18, TNF-o %K V5 &, Ak, A
3% Logistic 70 #T 45 B B /8, I ¥ chemerin, omen-
tin-1 ,APN,IL-18, TNF-a /K F & KD H JL 2 ¥ 15
Jo CAL B AR Sr 2w N 3R 2 — 2478 T Lk
K5 KD &4 &M HR, B, A BF5 NN
chemerin,omentin-1, APN, IL-18, TNF-a A] E N
PEAL KD 2] ) CAL & A 5 9 SE 50 2= 48 41
i % L#EAT M35 chemerin IL-18, TNF-o 7K ¥ 5
i, %t chemerin, IL-18. TNF-o 7K F %% % 5% omen-
tin-1 \APN 8% & . B &5 KD @tk k. CAL &
Az H RS X 2 W KD I PR Hom i A &
B ZEMIE

25 b prid KD 8 LAF 7R 8 ™ 8 A9 A5 B0
FAL AR BN, H S e CAL &ILAY g Bt
3R L M A AE BV B ™ B, $2 7R chemerin, omen-
tin-1 ,APN,IL-18, TNF-a [ #f N iFfh KD & & %
Ji& B AR AR 5 (0 A 58 A7 AE — 2 Y R BRPE
chemerin, omentin-1, APN, IL-18, TNF-a # KD
KA K T By ALEI 5 A% . ELAS U A B B D
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Analysis on standard treatment of 75 cases of severe

organophosphorous pesticide poisoning
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Abstract  Objective: To evaluate the effect of standardized treatment regimen on patients with acute severe or-
ganophosphorus pesticide poisoning. Method: Seventy — eight patients with severe organophosphorus pesticide poi-
soning admitted to our hospital from 2009 to 2012 were collected to develop treatment programmes from the meta-
analysis of treatment experiences and lessons learned,and compared the cholinesterase activity recovery time, con-
sciousness recovery time,tracheal extubation time,average hospital day,complication incidence and mortality rate
in patients with severe organophosphate poisoning before and after standardized treatment. Result: The recovery
time of cholinesterase activity, mechanical ventilation time,average hospital day,consciousness recovery time,com-
plication incidence and mortality rate in the standardized treatment group were all significantly shorter than those
in the non-standardized treatment group. Conclusion: Normative rescue process can significantly reduce the mortali-
ty of AOPP patients and shorten the length of hospitalization

Key words  standard treatmen;acute organophosphorous pesticide poisoning;rescue process
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