(ARG E 2202019 4F 45 39 4545 5 1 . 389 -

IL-1T7A E AN REEESMEMEREFHREEENX

g{'{\ﬁ;’é“v E%Eﬂv *L#’h *‘1‘7] ’ ’g\_;}&‘&
M ANRER BEREESE, &I 341000

FEE: W 2R 0 45 G AR SN T TL-17A B9 5K M B S0, R 2 Mk 0 I 30 25 G E i T S0 AR 98 i, AR
SEIE TR A CBR B, 36 6D B R EE, 32 D) e CLH(EEE, 30 i), Yy#EAT TL-17A JKF Ko PR b 40 it 3 250k
M, Le# 3 H B MG IL-17A K ik 40 i 315 2ok A 322 508 Mg B B3 43 R 48 1T Cacute physiology and chronic
health evaluation scoring system [[ , APACHE 1) ¥4 .J¥ 5t #5 B T fig 3 ¥ (sequential organ failure assessment, SOFA) 143
KARITHTGE MLVE 1L-17A K. 43 M AN B B3 s 1IL-17A KSF L HEME., 2R ExR. CHBFE MG IL-17A K p i
R B APACHED #F 4 & SOFA ¥ mF A4 M B4, HBA®RTF ALP < 0.05; 3HBFIRITFEIMBEIL-17A
KA TFIRITAT, B CHMmE IL-17TA KPS T AUAMBA, HBHSET AP < 0.05); £ Pearson 434, IL-17A
K5 APACHE 43 SOFA JF43 2 IEAHSE (P < 0.05); £ 28 d B, 98 B A7 1% 60 . FET- 38 4] 4715 4 ML 3if
IL-17A K BARFAIET-FH (P << 0. 05) ;5 A% TAVEH 1 (receiver operating characteristic, ROC) {i £k 7> #r, AUC j\j
0.859, WFFEEn, SCHENEM A 30 28 & A Bl 28 5E (% IL-17A B REKETHE . s MM IL-17A sK S ] H W d 1 i

WG,

K@ : FAMAR ITA; 2HEFREBLZEAAE; il 58

HESES: R392.11 NHERARAEED: A NEHE: 1001-2478(2019)05-0389-04

SHFRTBEATE SRR

RTINS e PN LI I £ 35

HEAT AR UM PO a0 45 4 G . HEmTal i 11 —REE PR TN REEE 2018 4F 2 /]
RN 0. S BUR' . 2ok EIR Tl R 2019 4R 2 ST R SR I IR 00 2% il i v 5
BHLOK A SV A ST B 7 Iy TLo6 TL-s, AR 98 B ARAER AT O Oy A AL i
TNF 25 % M40 P . V% 8005 B 3 42, B B, 366D BAHCPE, 324 K& CHEE, 30
WA, B LA ey DD AT 2. 1S B SRR G345
W G NS ILATA R I g oY I ORI 25 il IR 4
BB fw ThIT A k. gy O T WA 6 Bl 3 B, It

n b2 B, B4R HE 20 Bl Lt 12 Bl 4F
PR R A BB A T A S o
S5 ZRRAEIEIN A 5 AT T e ) g g 6 0. R0 5 1. 06 I 3

J&. AWFIEEs . e fE 3 By A A BE M R RE b IL- ), Hof 1. C Al B4dE 19 6, Lok 11 #; 4
17A A REZEMEMND . (8 H AT A 50 A5 (53,487, 8D %, JE &Nk, HOREKT 19 6,
Oiff IL-17A SRIEMI TR T U AFTAW e 3 41, ™ R0 6 6, W05 6, &
98 {3l 2Pk P I S 3 25 A AF i 3 R E R TL-17A K 29, Hofh 1B, 3 AR R LR AR I B B H
¥, DRI IL-17A FEZ00R T Rk = XL, W, 2RI E X (P > 0.05), B,
AMR T L BELEFCHERSFE, AkERHE
XEHHESSAMRIHEENERER.
B 2019-02-26 1.2 NEkRsg

BELWH: T4 DA EZRHE 11 (20197352) 1201 ARk TELEMHf A0 R b A o
PR B s SR (1982 ) 30 Tt A PR 2 90 A T i 2 e VR 9
oy e B AE LR S I (A EEAE WP R AT 24 h A M
BISEE . KM% (E-mail: zhangshengrui8209@163. com) %‘ﬁéléﬂ]ﬁ@>8 U)‘%Mﬁ\ﬁﬂ&&@ 1 ﬁﬁgﬁﬁ%




+ 390 -

CHAC A2 2202019 4475 39 B4 5 1

SIRER T

12,2 HerkArog (1B RGEBNN 18 VR IT 0 &
Hs (OB R R E; OBMER
FE A TR B AR A R SRR T R R

1.3 FHix READEFABFEIRIT G2 E S
J i 5 mL, JCE A EDTA Bk b, IR 10~
20 min 5, KM% & 5430R & .0 Hl (Eppendorf
AFDLLT 000X g B0 20 min, B EZ I, (RAF
FE—20 CURAE AN, K HADRSL I ELISA il 11-
17A JKF, KA MEK-6318 1 1f1 % 73§74 CH A%
HL AR 2 ) W0 T 36 T AT AT R I T AR AR P g
ks 4 .

1.4 FfriEss  (DIL-17TA K LA Bse
e i BRI PE 4> & 4t 1l Cacute physiology and
chronic health evaluation scoring system I,
APACHE 1D 4. 5 5148 B P i€ I ¥y (sequential
organ failure assessment, SOFA)TES>: id® 3 4
BE MG IL-17A K5 R APACHE 1 370 1F
W B BEREIR D . 4540 M ORI R Y R
H SOFA WPl i & # B 2hae, DI R 48, 1M
WAL OIMERGE N EENE. 1550805 RR

E B E R M ™ R, (2) IL-17A KFE S
APACHE T ¥ 4. SOFA ¥ 4 09 #H & . R H
Pearson 43 #f 1L-17A 7k ¢ 5 APACHE [ . SOFA
TR AE PR, (D AR TG B & IL-17A K K&
HMWE: f28 dMEV. Gt A BREAN LI
TH . IR A Z R E TAESRE (receiver operating
characteristic, ROC) fff £ ¥F {5 1L-17A B I &
NI

1.5 Zit=aE SR SPSS 25. 0 A7 5811451
Wi @R R s 2R, 2 g B «
5. ZHM I 2500/ g ke g s TL-17A 7K F
5 APACHE [l ¥F 43, SOFA 1T 4 i A1 56 ¥& % |
Pearson/}#r; TL-17A X #i J5 09 3F- 4k 4 {8 % ] ROC
Mg, LLP << 0.05 WESESIT%EX.

2 HR

2.1 JHBE IL-1TA KFE hE AR T8 R
APACHE I #4> .SOFA 4y Btk 8 C 41 3 I i
TL-17A /KSR 20 i i1 %% . APACHE 11 #F 43 M
SOFAERYE T AHMBA, HBHET A4
(P <0.05), (£1

F1 3ABRE IL-17TAKTE R4 E R APACHE [[ i4 .SOFA {4 XfEE (x £ )

20 51 n IL-17A(pg/mL) rh R 20 BT %0 (<107 /L) APACHE [ 74> (4 SOFA #E4% (4%
A 36 154, 2314, 02 12.23+1.51 7.14%+1.29 3.8540. 96
B4 32 196.34+11.18 15.34+3. 69 9.78+1.02 5.7841.08
cH 30 262.74+12.29 18.21+2.63 15.6741. 64 8.42+1.51
F {8 608. 310 39,739 344, 939 120. 442
P4 0. 000 0. 000 0. 000 0. 000

2.2 BABHFBTHRENLE IL-17A K FEHEEE
3 B EIBYT IR MW TL-17A JKF BR TR 97 /i
B CHimE IL-17TAKFm T AHAMBL4, HB
HEmT AHP <0.05, (2

%2 3EEEBTHEME IL-17A KEHLE (X £s, pg/mL)

IL-17A

21 5 n

BIT R WITIE
A4l 36 154, 23+14.02 100. 76421, 37~
B4 32 196.34411.18 134.78=421. 89"
c4 30 262. 74412, 29 225.89+19. 85*
F A4 608. 310 158. 760
P4 0. 000 0. 000

W SE4IRITR R, P < 0.05

2.3 IL-17A K 5 APACHE T #¥ 4 . SOFA ¥ 43 i

XM  Pearson 45 #r & /x, IL-17A KF 5
APACHE I 43 . SOF A #4382 1E A ¢ G {5 4353 A
0.990,0.953, P << 0.05),

2.4 AEWMBEREEZIL-ITAXKEREME % 28d
B, 98 1] A7 60 9], FETC 38 . fFI&
F AT 1L-17A K (194, 73 4 26. 94) pg/mlL,
BB T 56 T # [(259. 08 £ 31. 97) pg/mL, t=
10.708, P=0.000], £ ROC Mik4r#r. AUC K
0.859, (D

3 iTig
A 30 255 A T2 B AR Sy il K
AN 5 S i WA IR B, B 5y PR S R I IR A 2R

MR 6L S AT - B A o 2 B 2 R 5 S
N Z B TS 82 0 DR 3R B A . S B2



CIRAR S E 2202019 4E4S 39 245 5 11

+ 391 -

1.0

0.8

0.6

BB

0'0 - 1 I Il L
0.0 0.2 0.4 0.6 0.8 1.0

1—4 7
B 1 IL-17A 4G AR IR 5558 45 & 1 B 8 4 5 B E S M ROC #2:

e . AR, FEFRIABIRA ., KMZ 5
HYIRE RS LR G AE 9 & AR 5 AR 0 S0 J N 6 R %
VI, H RS A7 A5 X0 95 s 1) )™ i AR 3 R i 5 A o
ERST,

ST I 8 2 A AE I S E 22 A7 Il A A
AR R W, HEZE T2 EWEEEm, kK
ERTSR A SOFA T 43 %) B 3 AN [R] B 10 1) 25 B 2 Ak
AROEHEFT AL . T APACHE 1T 314y B4 AE 38 2 85
Y EBROL S EBEAE, WAL RENZ
PEA: BRASAAE 0 . AT PPAG I DR B i 1) 7™ i A B B L
TSI RE ¢ e ) P TR NS Y SR G e - A
—F, FEBUIR AR AR 28 K AL B A 3 R vk AR
FH o 44 RAE N R A ) T B BOR A E B,
B 20 000 R 2 A R . 1 AR R A PR A
KB B B ki I A K, H I BE A E K 4
ML, fEik B E RN LR, SO AKCOE S LT R B
TEARIE N . AT, C 4 IL-17A K itk
Y 1H 4 APACHE 11 743 Je SOFA #4338 T A
M B A, BT e M IL-17A KPR TI6 97
. HCHMETAHAMBY, HIL-17TA K5
APACHE [ i 4%, SOFA 4> 2 1F /M ¢, £ 9
TL-17 A7E 2k W W 38 258 i Il 76 48 0 A8 4 )™
R K HUE FIWr A EEEAEA . IL-17A & 1L-17
WA 2 —, F8AE Thi7 b ik, HIHLLE
T AR A eF PR 40 L 2T 4 40 it B B R A b Ay —
ERREMN A K. FE IL-17A 35 % 5 W W% .
RA S5 2 58 5 PR B2 5 F1 B B S e Ve . mz

TL-17A XF 1400 . b B 40 M0 L PN Bz 4 M 0 g 2F 4k 20
ML & A A2 #E/E . i T X CXCL1, CXCL2,
CXCL5 %50 7 & TNF . IL-6 2540 il A T & 5
P, W TL-17A HAT B 35 8 R 0 I AR
FIME e, TL-17A W) 3R 4 rh vk R 40 i A
PRI 7 Az rp R A 5, iF — 2B I EE ML R E
I B i e . ARBR R, BETCH M IL-17A
KRR TGS, R IL-17A 78 8 5 W5 A
Wi B e AN AL, A B LT R A I 3 TL-17A
KT T AT S 4 B SR SN . 3 RN R e
AL R (R 5 1 A D - Ak Fn o, XS
Bz R R 58 R PR i B0 1E— 2 R i 3l fik R
FREE 51 R B) J5 P il 7K e S 2 2 240 e 36 a5 P 34 o
HE X R A Y AR R ™ Y . i RS K
JRUUT ) B U T LA B R S G R . 3
J ™ AN B IR BE . 80 g P A0 B PR R R . AR
JEEIE 98 RE $843 INEE . i L3R 40 e %t Th17 § 3%
PSR SR . SO AT AR AE T 0 b B
B2 W .

2 TR, MW TL-17A 7K 7] J i 2o 0 g
B0 LA A Ml I AR RE A T R KU
R Z AR T TR ) I A B AR A

£ % CHk

(1] o7, Whes, W g, &6, Wi b i 40 7E 2ok VR IR 5 38 25 A 1E
AERLT]. E BRI 2% 5 2 JF 423k, 2017, 38(10):943-

946.
[2]  FEBRfE AREZ .M. RYEFRIE®TE ALL/ARDS A (1 B
FE b)), EPRIEI 4. 2018, 38(11):860-865.

(3] W XUZA XA S SR/ S IR 3 2R AT
S K i 4 95 20 A= 30 F 5 BE LT . AR T TE TR IR A AR A
2016, 34(4):576-579.

[4]  Carneiro AV, Leitao MP, Lopes MG, et al. Risk stratifica-
tion and prognosis in critical surgical patients using the acute
physiology, age and chronic health[] system (APACHEIT)
[J]. Acta Med Port,1997, 10(11) :751-760.

[5] Vincent JL., de Mendonca A, Cantraine F, et al. Use of the
SOFA score to assess the incidence of organ dysfunction/
failure in intensive care units: Results of a multicenter,
prospective study working group on * sepsis-related
problems” of the European Society of Intensive Care Medicine
[J]. Crit Care Med, 1998, 26(11): 1793-1800.

(6]  Aksr. Emm. 4 R dk, 5. SCE RN 5 i S 8 L i i 40 i )
BB T-1 5 EAMA R-17A B FRIK[T]. AR Bk
Ziki, 2015, 25(7):1472-1474.

[7] Chao CC,Chen SJ, Adamopoulos IE.et al. Anti-IL-17A

therapy protects against bone erosion in experimental models



. 392 . CBRAR g 2702019 4R 46 39 445 5 3]

of rheumatoid arthritis[ J]. Autoimmunity, 2014,44(3) ; 243- 2FHL T2 AR (R4 R . 2017, 3(4) :266-270.

252. [12] REFPhaal . 2558 55, 3K P4 3218 RIS 4 it s Ak 2
[8]  HRARIR.ZN. 18 M: RN R B H MG & 1L-17A Al TGF-p1 F-1 76 2 0T W 30 25 45 AE J8 A T i K P il A i R B )

KRR AL K LT, S BERER 2244, 2017, 42(12) [J]. A2, 2017, 18(11) :805-808.

1431-1435. [13] A ERl, B . i 2208, o KA K IE 3l S5 B o 0TS
(9]  mMy3C, P ertf. maiin Z-17A 52 ME0FE W E 38 25 5 1E I i IR TE 3 A0 AR S R A A A A M O IR 3 2 AIE Y T A

SAEFAN RS A R[], e fa 8 A BB 4%, 2016, 28 P ()], A R 2 2 2R RE . 2017, 34(10):1064-1068.

(1) :75. (147 BSCAH R AR L% AN Z-18 K EXhEEA
[10] VEFE VLW, SME ML Th17 40 i X 48 v BE JE b il 35 5 5 R ™ 5 PEMFIE B 2R G AE TSR E R L], I R BB R e k. 2017, 22

PR R TG 03 A M (L) ], o DG AR B2 75, 2016, 32 (7):1259-1262.

(2):273-277. [15] Ehede . 2B K BRI 45, iy 2 6 P 26 (1 D i 48 P 1
[11] RJUAR AU L 45, i 7L AR K 365 4 I IR 7 A FOR R T B A A 28 X e AE 5 K M T I 38 4 5 AE Y T

F-9 WAL AT A R A IE TR ML) ], hee R WFNTUS B SO RRK S J2 . 2017, 35(2):118-121.

The expression and significance of IL-17A in alveolar inflammation of
acute respiratory distress syndrome

ZHANG Sheng-rui, KUANG Zhi-ming ,ZHU Yun-lin ,ZHU Hua-yong , HUANG Zhen-fei (Critical Care
Medicine ,Ganzhou City People’s Hospital , Ganzhou 341000,China)

Abstract; To investigate the expression and clinical significance of serum IL-17A in patients of acute respiratory distress
syndrome complicated with alveolar inflammation, 98 patients were enrolled into this study. According to the severity of the
disease, the patients were divided into group A (mild, 36 cases), group B (moderate, 32 cases) and group C (severe, 30
cases). Serum IL-17A concentration was measured and blood neutrophils were counted. The levels of 1L.-17A, neutrophil
counts, acute physiology and chronic health evaluation scoring system [[ (APACHE [l ) scores and sequential organ failure
assessment(SOFA) scores of 3 groups were compared. In addition, the levels of I1.-17A before and after treatment were com-
pared . Furthermore, the levels of 11.-17A and clinical values in patients with different prognosis were analyzed. The serum
level of IL-17A, neutrophil count, APACHE ]| score and SOFA score in the group C were significantly higher than those in
the group A and the group B, and those in the group B were significantly higher than those in the group A (P <C 0. 05); the
serum level of IL-17A after treatment was significantly lower than that before treatment, however, the serum level of IL-17A
in the group C was still higher than that in the group B and the group A, and that in the group B was higher than that in the
group A(P <C 0. 05). The serum level of IL.-17A was positively correlated with APACHE [[ score and SOFA score (P <C
0.05). After the follow-up of 28 d, 60 of 98 patients survived and 38 died. The serum levels of IL-17A in survivors were
significantly lower than those in deaths (P <C 0. 05); The AUC of the receiver operating characteristic(ROC) curve was 0. 859.
It appears that the expression of IL-17A in patients of acute respiratory distress syndrome associated with alveolar inflammation
has significant clinical value , and dynamic monitoring of 1L.-17A may be helpful in the judgement of disease progression and
prognosis.

Key words: interleukin 17A; acute respiratory distress syndrome; alveolar inflammation
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0.875(F% 2, B 2),

F1 HEANZEZREESFTERBIER
B S. E. Wald df Sig Exp(B)
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The value of serum inflammatory factors in early differential diagnosis
between systemic-onset juvenile idiopathic arthritis and Kawasaki disease

PAN Wei, SUN Hang (Children’s Hospital of Nanjing Medical University, Nanjing 210008)

Abstract: To evaluate the value of 11.-6, 1L.-10, TNF-a and serum ferritin (SF) in differential diagnosis of systemic-onset
juvenile idiopathic arthritis (SoJIA) and Kawasaki disease (KD), each of 53 children with SoJIA, KD and healthy children
were selected in Children's Hospital of Nanjing Medical University. Blood concentrations of 1L-6, 1L-10, TNF-«, white blood
cell(WBC)., CRP., ESR and SF were compared in children with the diseases and healthy children. The results showed that
blood concentrations of WBC, CRP, ESR, IL-6, IL-10 and TNF-¢ in SoJIA group and KD group were significantly higher than
those in healthy children. Blood concentrations of SF and CRP in SoJIA were significantly higher than those in KD children.
Serum concentrations of 1L.-10 in children with SoJIA significantly lower than those in KD children. Thus, combined detection
of blood I1.-10, SF, CRP can be used for early clinical differential diagnosis of SoJIA and KD.

Key words: systemic-onset juvenile idiopathic arthritis; Kawasaki disease; inflammatory factor; serum ferritin; child





