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sCD14-ST BX& PCT EABRRE & A RIS HIINE

PR

HE: W ASBR B & # (Fever of Unknown Origin , FUO) IR &, H
B FUO Y 5 AR R o 41 B SR e 5 {4 A SRR U AT R V14 CD14 T
Al (Soluble CD14 subtype, sCD14-ST) FI[##5 2 5l (Procalcitonin, PCT) A4
Yibr BT, T R ARG I sCD14-ST Ml PCT 7E FUO JE SR P95 LA K 41 B8 8%
LRz Wi g -

J5

1. TR K2 I J@ 55 — < Bt 2018 4F 8 H-2020 4F 1 H Uiy i) FUO H# 3k 113
B, BRESAEBLIRIT R AMHIZEINEE 7 6, K 106 f] FUO HBH MR I K2 Wi
G R S AR | KRG o o R R G 2H S AR A R B IR T RN
B 24 /NI PN AR JE I, #63) sSCD14-ST. PCT. C-J 3 2 [ ( C-reactive protein, CRP).
LAY Z  (Erythrocyte sedimentation Rate, ESR). IMLiE#& A (Serum ferritin,
SP). M. AT, ks, ULWERMAR . HHPTHIEER TR,
R GE i E SPSS 22.0, KM t 446 . Mann-Whitney U #5622 K636 2564656 7 157>
BT U B e 2 AN R SR G 20 200 T SR S 2 R A 40 1 G 2L P I SRR AU R A s /KT
SR BALIR 3 DA 22 [H 3R logistic [B] U543 FUO J&GuAt < 1 WL 98 AE Wbn 4, FIF
2R TAERE # 2k (ROC #1£%) 44T sCD14-ST. PCT. sCD14-ST B4 PCT X} FUO
IERPEBR 2 W E .
R

1. 106 # FUO &2, ERYPEZNT 73 B (68.9%), FRERULME JOREMEZE 18

(17.0%), MiyEgtEBis 10 11 (9.4%), HoAh ) 5491 (4.7%); 73 BIRGLMEZ B

L YT I 39 1] (36.8%), FEAHEH XYL 15 ] (14.2%), i JEAR A BH 19 1] (17.9%) .

2. ARG BEH W KRR RIR G A B K (Z=-4.083, P<0.001). JFREGLAH &
FNRSCTR . 2. MBS R, REDERE . MOUERKZ W (P<0.05).
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3. 7EVEMIMIE sCD14-ST. PCT. CRP. SF. ESR X} FUO YLt B (112 Wi
BT, B[R 2= BA K Z IR 2 logistic [B] V543 #1 2.7~ sCD14-ST[fL#4 b (OR)=1.109,
95% 1] {5 [X [A] (95%CI): 1.053~1.168, P<<0.001]#ll PCT(OR=2.463, 95%CI: 1.487~4.078,
P<<0.001) ¥ FUO &4tk i shr 2 Wrdg br, HAWHE 4> %~ 53.89ng/dl,
1.290ng/ml. #t—35 ROC £ #rE 8, sCD14-ST A PCT X FUO B YL 507 1)
ZWrfE 1 [ROC HIZk N TH AL (AUC)=0.913, 95%CI: 0.843~0.959], & % /5 T sCD14-
ST (AUC=0.818, 95%Cl: 0.732~0.887) il PCT (AUC=0.852, 95%Cl: 0.770~0.914),
ERBE ST X (P<0.05), H sCD14-ST k& PCT I R 5% Bt (89.04%), B
PSR LA (4.90), BATERUSALLARAR (0.13).

4. FEVPANTIME sCD14-ST. PCT. CRP. SF. ESR /syt & #14H  IB Ge ity i2
WL Hr b, BAPR DA K Z K logistic [B1H 50T 7 sSCD14-ST Ak dett K
PR G T2 Wi B AR (P<0.05), FiZWis Wiy 54.63ng/dl B2 B BE B b
(AUC=0.804, 95%Cl: 0.674~0.900) , H H RBLEE (97.44%) i THr 7% (53.33%) -

il RO 2 FUO EERIR, — Mok, B B AR T AR
Jebegemy B, RBPAENIACTE . BB WESMK. RE DB . SRR
Z .. WFFLRI sCD14-ST A FF FUO ERYPEZIR IS T, o mT gk — 25 S ) 4 1 J%
JeANAGH p RGe, TR W FUO IR GPEE |, H5 PCT Mi2idsesH ™, 1 sCD14-
ST Wt& PCT MIEA FIFHIZ iR EE. sCD14-ST BEA PCT Kl S ns al A F 12 iy
FUO Gt i (AR, a4 iZ W B2 MEIRI I BUAE 2, Bl B 250t 245 1
FEAE ERERARS .

REiA:  sCD14-ST; AHIFER KM BYy; 2

B #F: BHEeR
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Diagnostic value of sCD14-ST combined with PCT in

fever of unknown origin

Abstract

Objectives: To analyze the clinical characteristics of fever of unknown origin(FUO),
compare the levels of soluble CD14 subtype (sCD14-ST). procalcitonin (PCT) and other
biomarkers between infectious diseases and non-infectious diseases, bacterial diseases and
non-bacterial diseases, and to explore the diagnosis value of sSCD14-ST combined with PCT
in patients with infections especially bacterial infections of early-stage FUO.

Methods:

1. Atotal of 113 patients with FUO were collected from the First Affiliated Hospital of
Soochow University from August 2018 to June 2020 January. Except for 7 patients who had
not been clearly diagnosed after hospitalization, the 106 patients with classical FUO were
divided into infection group and non-infection group, and the infection group was divided
into bacterial infection group and non-bacterial infection group according to clinical
diagnosis. Peripheral blood samples were collected within 24 hours after admission, and the
serumsCD14-ST. PCT. C-reactive protein (CRP). erythrocyte sedimentation rate (ESR).
serum ferritin (SF). complete blood cell parameters . biochemical function levels. blood
culture, and collection of other body fluids and tissues for etiological culture were detected.
By employing the statistical software SPSS22.0, the clinical characteristics and serum levels
of biomarkers were compared between groups using the t-test.  Mann-Whitney U test or
Chi-square test depending on data distribution. Univariate and multivariate logistic
regression were used to analyze common inflammatory biomarkers related to infections and
bacterial infections of early-stage FUO. Using receiver operating characteristic curve (ROC
curve) to analyze the diagnostic value of sCD14-ST, PCT, sCD14-ST combined with PCT
on infections.

Result:

1. In the 106 patients with FUQ, there were 73 cases with infectious diseases (68.9%),
18 cases with non-infectious inflammatory diseases(17.0%), 10 cases with neoplastic
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diseases (9.4%) and 5 cases with other miscellaneous diseases (4.7%); Among the 73 patients
with infectious diseases, there were 39 cases with bacterial diseases(36.8%), 15 cases with
non-bacterial diseases (14.2%), and 19 cases (17.9%) were infected with unknown
pathogens.

2. The duration of fever in the non-infection group was longer than that in the infection
group (Z=-4.083, P<0.001). Myalgia/arthralgia, rash, lymphadenectasis, recurrent oral ulcer
and neck pain were more common in non-infection group (P<0.05).

3. In the study to evaluate the diagnostic value of serum sCD14-ST, PCT, CRP, SF, ESR
for the FUO patients with infection, univariate and multivariate logistic regression analysis
showed that sCD14-ST [Odds ratio (OR)=1.109, 95% Confidence interval (95%Cl):
1.053~1.168, P <0.001] and PCT (OR=2.463, 95%Cl: 1.487~4.078, P <<0.001) were
independent diagnostic indicators of FUO patients with infection and its cutoff points are
53.89ng/dl and 1.290ng/ml respectively. Further ROC curve analysis showed that sCD14-
ST combined with PCT had the best diagnostic ability for infectious diseases of FUO [Area
under ROC curve (AUC)=0.913, 95%CI: 0.843~0.959], which is significantly higher than
sCD14-ST (AUC= 0.818, 95%Cl : 0.732~0.887) and PCT (AUC=0.852, 95%ClI :
0.770~0.914), the difference is statistically significant (P<0.05), and the sensitivity of
sCD14-ST combined with PCT is the highest (89.04%), the positive likelihood is relatively
high (4.90), and the negative likelihood is the lowest (0.13).

4. In the subgroup analysis to evaluate the diagnostic value of serum sCD14-ST, PCT,
CRP, SF and ESR for the infectious cases with bacterial infection, univariate and multivariate
logistic regression analysis showed that sCD14-ST was an independent diagnostic index of
infectious fever with bacterial infection. SCD14-ST at a cutoff value of 54.63ng/dl had good
diagnostic performance (AUC=0.804, 95%Cl. 0.674~0.900) and had a better
sensitivity(97.44%) than specificity (53.33%) in diagnosing bacterial infection in infectious
cases of FUO.

Conclusion: Infectious diseases are the main cause of FUO. Generally speaking, the
fever course of patients with infectious diseases is shorter than that of patients with non-
infectious diseases. Myalgia/arthralgia, rash, lymphadenectasis, recurrent oral ulcer, and
neck pain were more common in non-infection group. Studies have found that sCD14-ST
can be used in the diagnosis of FUO infectious diseases, and can further differentiate

bacterial infection from non-bacterial infection. In the diagnosis of FUO with infectious

v



K sCD14-ST Bt4 PCT 7EA B 5K & # ip 2 W18

diseases, the diagnostic performance of sCD14-ST is equivalent to that of PCT, while
sCD14-ST combined with PCT has better diagnostic performance than the two. sCD14-ST
combined with PCT detection strategy can provide basis for early diagnosis of FUO with
infections, and play its advantages in shortening the diagnosis process, accurately applying
antibiotics and avoiding the generation of antimicrobial resistance.

Key words: sCD14-ST; fever of unknown origin; infection; diagnosis
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AN B R R #(FUO) 2 5 200 2 ANIEE A BRI AR S iyt 3 i B[] py 22 s N 21
BRI 38.3°C, &id 1 AT T2 EUE B AN R Guk 2 A7) A B A0 (R R 45 e 0 2
1961 4, Petersdorf 1 Beeson it i i — R 41 A W] Ji R A #G8  ROLSERL L &, IESCER
H T ARER K #FUO)ME X 25 1 FMER AR, ARE 3 &2 1 hREL
K>38.3°C, EAIARHmEE. BRSNS, 1991 4F, Durack I Street ¥ “fE
BEvPAl 1 G2 WIS " BIAsERCA “TTi8 3 IREERBE LR 3 RIG 127, 306
FUO 7R ILAY . BRBEIRAF AL . A R 4 i sk /b 28 0N 258 5 92 5 4 995 25 (Human
immunodeficiency virus, HIV)FHSH) FUOM, 1999 4E, FR[E{E 4 R 4 B 28 0K 4
] R A B F AR 2 EX T “ Rk MR8 >38.3C 7 BRE AN “>385C7, Hikr T —
W AR BRI B Y, 2017 4, pRHARAR G R B R AT R R 2TR T R IR
FEVCRGN i il BEAE b, 4 “ABIRRUE R SRRy “ KRB, [RIN 0] 28 t
MR Fr B SR e R A I H A T BRI E GRTL . JR . F+RR L,
B IhRE, HMRT, WRIEERESE, MO X e Mg A B SR, RMEBN, 4
T A B IR G PR, AT38R 2 FUO s LI J5 BRI O), SR AR S 2 HAS T R (k2
BN RERK AR AFZH FUO B LLBIEAR T . BRl, K2 9%~51% M E#HE
[5. 712K B Af R B AL

T i e BRI R 7 S AR B e TR IZ W 2R R ISR — 20, i B TE i I AR rp
LB R IR . HARARAE SR, DARAE AT B (AR AE BREAR - Takeda 55 A\ [T 5
BRI FUO e H I GBS W E A 1T 5, 1K 1S I R Y PR IR R R 2R 2R
IR EEAEL 6 AR RIRE L, Nl S R RGO . W KBRS
%, BRI AR ORI REME R . S AN E F B RRE R R B S5 AR, R
FE SRR AR AR . EANEEAT R FAR ST TR B, R R . SR A I DL
R MM E AR R A SHE L KT 2emUh T Lom JUFHE R ez a>2
JE DL Rt b B4 B A (B /D AR ) A 89,

e PRASE T B 2459 2 5 HEAT FUO i BRIZ T AR T B hRs I ot v ) vl e, T
P LW AR, ST 2 B SN B 2R 24 1k B XU o VF 22 LIS R VAR G
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PITE I PR 52 B g FH >R12 W AT S il I G 0 FL R 20 B Rk e 5 HAR SR ) FUO. o,
5 FH B2 AR E 2 C [ S B F1(CRP). ILiE42k 2R (A (SF). FAS R R (PCT). £0 41
DU (ESR) . SR, 7097 BB G RN R ek SO0 S R SR 3 v, X e ds B 1) 7K P
WA TR HGE, KR IIXEAR S RA L N RIS BBk, (AR,

Presepsin, A NA M CD14 A (Soluble CD14 subtype, sCD14-ST), fE5
o S A e i i O AR REAS 5 GRS R B PE PR T . sCD14-ST mJ LAIE I A Ak 75 v ks
WE], PRI — AR 2 SR AR AR . 2002 48, H A IRTERK ERIE &
# R sCD14-ST 1 N ML AE M id A o il i) — 51 Meta 43 #7181 7R sCD14-ST
TE DX R G A I HG 2 ik 7 AUE A A AR R et 1) ROC iifi 2k R IIAA(AUC)
0 P AN 57 2 3 591 A 0.87, 84% (95%Cl: 0.80~0.88) Al 73% (95%Cl: 0.61~0.82),
H 5 PCT #5722 Wik G 7 T A FAEYIAR B Je i R 5T 7, 5 PCT AHLEL,
CRP TR B G 795 12 W (1) R AR X AN R, CRP(43- 518 35%~100%-. 18%~84%) £/l
PCT(43 %14 42%~100%. 48%~100%6) 1] R i B AR S B 4% AN A [] (14-161

SR, BIE BTN L, B EA — P AR bR IR W BAT 2 0% (1 UM BRE e, W]
DIE RIS W R FUO B PER AU T . A T 3R B — P LA S s I R
SR AR BRI A S, DTSN AU RIBTT, AL ERTT B A IR
GBI B, AHEFUK sSCD14-ST & PCT K2 W FUO &G DL A 4 T 1
Pgp, ELi sCD14-ST Bk& PCT. sCD14-ST. PCT 7 FUO 2 4e P 0 Al e
T3~ ARG AN ARG B G R IR R LA, BASIXS FUO B2 WAy 5 B



SCD14-ST B4 PCT 7B/ B J5 [H 4% # b (2 W ¢4 El

(3

[1]

[2]

3]

[4]

[5]

[6]

[7]

[8]

[9]

[10]

[11]

[12]

[13]

S22 3R

Szymanski A M, Clifford H, Ronis T. Fever of unknown origin: a retrospective review
of pediatric patients from an urban, tertiary care center in Washington, DC [J]. World
Journal of Pediatrics, 2020, 16(2): 177-184.

(bt FEmad) BEERR, ARGELLERLRDFEEERE
%,2017,35(11): 641-655.
Petersdorf R, Beeson P B. Fever of unexplained origin: report on 100 cases [J].
Medicine, 1961, 40(1): 1-30.

Durack D T, Street A C. Fever of unknown origin--reexamined and redefined [J].
Current clinical topics in infectious diseases, 1991, 11: 35-51.
BeIndk, A B R R RS R AL R[] P £ R4 E,1999,11: 63-64.
Shi X-C, Liu X-Q, Zhou B-T, et al. Major causes of fever of unknown origin at Peking
Union Medical College Hospital in the past 26 years [J]. Chinese Medical Journal,
2013, 126(5): 808-812.

Kabapy A F, Kotkat A M, Shatat H Z, et al. Clinico-epidemiological profile of fever of
unknown origin in an Egyptian setting: A hospital-based study (2009-2010) [J]. Journal
of Infection in Developing Countries, 2016, 10(1): 31-42.
Takeda R, Mizooka M, Kobayashi T, et al. Key diagnostic features of fever of unknown
origin: Medical history and physical findings [J]. Journal of general and family
medicine, 2017, 18(3): 131-134.
Brown J R, Skarin A T. Clinical mimics of lymphoma [J]. Oncologist, 2004, 9(4): 406-
416.
Xu T, Wang L, Wu S, et al. Utility of a Simple Scoring System in Differentiating
Bacterial Infections in Cases of Fever of Unknown Origin [J]. Clinical Infectious
Diseases, 2020, 71(S4): S409-S415.
Wright S D, Ramos R A, Tobias P S, et al. CD14, a receptor for complexes of
lipopolysaccharide (LPS) and LPS binding protein. [J]. Science (New York, NY), 1990,
249(4975): 1431-1433.
Okamura Y. Usefulness of Presepsin Measurement: A New Biomarker for Sepsis [J].
Rinsho Byori, 2015, 63(1): 62-71.
Kondo Y, Umemura Y, Hayashida K, et al. Diagnostic value of procalcitonin and



el

lll3

SCD14-ST Wty PCT A B Ji K # b (K2 W i1
presepsin for sepsis in critically ill adult patients: a systematic review and meta-

analysis [J]. Journal of Intensive Care, 2019, 7: 22.

[14] Hu L, Shi Q, Shi M, et al. Diagnostic Value of PCT and CRP for Detecting Serious
Bacterial Infections in Patients With Fever of Unknown Origin: A Systematic Review

and Meta-analysis [J]. Applied Immunohistochemistry & Molecular Morphology,
2017, 25(8): E61-E69.

[15] Wacker C, Prkno A, Brunkhorst F M, et al. Procalcitonin as a diagnostic marker for

sepsis: a systematic review and meta-analysis [J]. Lancet Infect Dis, 2013, 13(5): 426-
435.

[16] Kibe S, Adams K, Barlow G. Diagnostic and prognostic biomarkers of sepsis in critical

care [J]. The Journal of antimicrobial chemotherapy, 2011, 66 (Suppl 2): ii33-40.



SCD14-ST Bt& PCT 7EAN B IR IR R #h 2 Wi 1 RSk

1 BEREFZE

1.1 AR

YN TR PN K 2B 5 — PR B B G 2018 4F 8 H-2020 4 1 H AR R R #(FUO)
B, FUO BE S WIirMERF & 2017 4 11 A B e 2 SR AT CRAFS
TSHE RN B, ORMFFLE 3 AL b @%/4 3 kiR (HERE) >38.3°C
(B FED 3 WMIRAE L RS >1.2°C); @Gt E /A 1 JHEI T2 S ER N R G AT
KRETIARIZ. @FR=>14 %, RIS E 4 00F . B R 5% R &

HEBRARAE: OBFAN HIV B3 @IEEMAER . iR, azinir &,
@%A; @ABLHT 1 A PUA TR S . ©ZAF 401 )5 52 B0 — P B U7 5 I PR 5k
ISR A3

1.2 #i2HE

BURPERER: (IR IRPRIS RN, BUEMIREIE . U+ AR R 14
YRS TR SER A RS Rt T SR B ST TS <
WIS, SRS, SR, SRR, %505 02 ARl

FREGAEB N : PUERIBIT LR, K B 8RR, R IR R
PRSI S A 2 BORN R TE e o (1) ARG RAE VRSN AR 2% A0 2 Wb v
RIB Bt RHER M 212 5 W€ 12, (20 IRvEBomiR s s34 . i 35 KR
B E R BHEIN 12 B W22 W (3) HARZR : OIRFEIE MR 45 R AR
TR B2 W @ S IR B AR 5 A i AROE IR AR K HUIRBRZ BE R BRI
fi-131 . HUAHCIRERDUA . FURBRAN B EHE BHER T 22 5 W E 2

1.3 MEIEFR M E

1.3.1 MEHER

W ERAT: Bt FUO (835 (0 DD Bk, BRI PRAFAE CHRBS . PR A BEHT A AR
P R IAEREAEIR) . SR =R A AR [ Bt 24 /N 4 (White blood cell



1 BORL ST sCD14-ST Ik PCT FEA WY JR R P ) i2 Wi (B

WBC). H 7 41 A i+ % (Neutrophil, NED FR 5 41 g b 2 (Neutrophil ratio, NE%),

Mgt (Lymphocyte, LY). BAZ 4114 (Monocytes, MO). 2141 /i1 (Red blood
cell, RBC). ML H (Hemoglobin, Hb), Ifi/Mi (Platelet, PLT). I Jii 2255 9% .
sCD14-ST.PCT. CRP.ESR. SF. &R A 2 ¥ i ( Alanine aminotransferase, ALT).

KA RDIRAILEF K (Aspartate aminotransferase, AST). Bl I Rk ( Alkaline
phosphatase, ALP). & Z Lk (Gamma-glutamyl transpeptidase, GGT). FLE&/
Z % (Lactate dehydrogenase, LDH). Ifii& & AHZL % (Total bilirubin, TBilD. EHEHHLL
% (Directbilirubin, DBil). FEF (Albumin, Alb). ERE A (Globulin, Glb). Ifi
JEZ (UREA). ZJEIMHE (Glucose, Glu). ILiEHLEF (Serum Creatinine, SCr). IfiL
G S [EBE (Serum total cholesterol, TC). Hili =g (Triglyceride, TG) 1, FXJE&H
W RREAEYIFR ST BRI R L Z R 3.

1.3.2 SCD14-ST il

SCD14-ST #EACKAE: R RPUBVE HIPE, &% 3ml, 2 /M A BL 2500r/min
B0 20 738, SIS, A AET-70°CUKAR N ALl sSCD14-ST.,

FEAERFA R (D FERH: AR SRR 14 78 (sCD14-ST-
ST) BB ridflE () K. BRI AEMEBHARAFD (2) FEURE:
CERES900 #rf (J ZK: [ Bio-Tek AF]); fHIE/KIH FIFE % S50 X &A IR
AF]; LDZ5-2 B0l AEREEMEONL s vkFE HA SANYO A H|.

R 592 SR A XA — 25 e Uik BB G RE W PR E6 (ELISAD . fETHSE
AT ME CD14 (sCD14-ST) iR KIS A, RIKIIASRA ., Antfah . BRI A
YIRS, 20 iR G IR e . FRY) 3,3,5,5-VU H BB i IR
WO, FHEEFRXAE 450nm A FIEROGE (OD 1), THREFEMIKE. Rk
IR

(1) KrllFFaaET, B BT 7 AR 5% 2 ISP 20min.

(2) WEAREMFLFIREATL, ARdE S FLE AN [FR FE I FRHE i S0uL;

(3) SEAEREARFLINAFIFEA 1opL, FRINFEARMREM 40uL; 25 HILAM;

(4) B ESLA, brdE st SLFIRE AL rh AR LI A BRI A P B AR 10 (A sn U Bt
& 100pL, FHERESMERNAL, 37°CiRE 60min.
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(5) FEFEWAM, MoK LT, FALIEEEE, &E 1min, ARG, T
KA AT, G E S AR 5 K.

(6) FFLMANJEY AL B 4% 50uL, 37°CE#GIE 15min.

(7) BALIMAZ 1A S0ul, 15min N, 7E 450nm <AL 2 %L1 OD fH.

(8) TIH: HRHEFRIE SR E XS R OD {8, LAARAE SR BEVERE AL bR, X B
OD {HAEALAR, 2l bnite i 2otk BT Hh 28, 78 [31V2 77 R b vk 5056 2 R R S B

1.3.3 HAbFarrmrm

(L) i 2355807 AR 28 — RIR SR LBk >38.5°C, FEEiAEA FEHL
I 3l R MLRRR A 10mI~20ml 16 75 S K RIS 77, DASUER FAAth Al . 2R GV
BRI 208 EBE. WOEREE) 3T R e R, SR RIS R (R
A B2 = (14 B Sh AR 3 AT R 35 77 I DS A bR A b 38 /5 B T BacT/ALERT® 45
FEIAE 10°C~30°CHEATH; 77 . BacT/ALERT®3D F 45K FH ARR A 7 6 i A4,
AT FR 3 BRI, W27 2E COg, EANBE 7 IS 0 0 JEK 388 0 C 3t Fh U
B, W] CO» /KPAL R CO2 A e e i =y FI/B 2 A i CO2, B I
FE AREYE . AT ARYE B A i CO2 B ZME BN IS R7 447 BacT/ALERT®MP 1535k
HIR o BAFBRE A KONPE M CIRIRAEA ) . WERAEE U4 N el — e REUR, CO2 K
IO E AR, WHE RE B .

(2) IfE PCT MsE: ABESE KRR MERIML, M52 HEAR M A B
AFRFESRE (PCT) & &ERNNAFIE, RHEZEZOGZEIENE PCT.

(3) 1M CRP A&illl: ABEs — RSBk, 1M CRP #ll5E i 155> Orion
Diagnostica Oy 2 ] ¥ CRP Al ia77] &, K FH 2 AR U L itk AE AR e A B it H A
BURR BT A 7] AUS400 [ 3044 A E3EAT I 5E

(4) ESR #&ill: ABisE KRR MEKIM, ESR KB IKIEE SD-100 H 3hImit
ST AGEAT I E -

(5) I SF Rl AFesh — KRR MR, S E % IS W= 5 A R A = 1
BREE (SP) Al &Rk A g% Le il g SF.

(6) Mg Ak AR 4 REEE 5 —RR I, KM Mindray BC-6800 4= H
ZJ) ML 20 B3 A AT Ao I L R



1 BORL ST sCD14-ST Ik PCT FEA WY JR R P ) i2 Wi (B

(7) MAACTERRATIN: ABEsE — KRR, KA HA M2 7 AU5400
B AL 7 A G AT A A A 4 g

1.4 GeitZENH

fili /il SPSS 22.0 At Excel 2010 X 3R45 IR #EAT G it 7047 - BB MR A AR
Mann-Whitney U 55\ y2 k%, HELLAREREAT IESYERS . ARG EE 70 A, A tha
6 5G Mann-Whitney U o508 #5412 18] B S2 560 2 48 AR K- HEAT EL L. FF 8 IES AT I
THEZRILCF AR EZE (x+£5) Fox, AR ELEBCRA thde: IR it &
GOREH AP LR DY 43 A BRI BE[M (P25, P75) 1567, PIZEIAIELECR A Mann-Whitney
U 5. HHR R ELEBCR T p2 K56 S AWbs ST B R 08, ik P {E
<0.05 AEVIFR EVHAT AR, AFAEILLANEFEPR[E % (Tolerance) >
0.1, FZEIKET (Variance Inflation Factor, VIF) <5]44 A\Z K& logistics 0] 74>
#r, ¥ P {A<<0.05 HIFRFRIFIREEAT Z R EK logistics b1 H 7 M AL HT 2K T iE. BE
Ja, dEid 2R TAERHIE (Receiver operating characteristic, ROC) £/ #r il i K Z
R E S AR FHE , THE YRR IC YR R R L Ry 5 MR EE (Likelihood ratio,
LR), #54 ROC izt R (Areaunder receiver operating characteristic, AUC) LLi¥
fili B — SR AE AR BRI A RIE AR BN FUO B G PE505 L S B R 4 2 1 Jee
IS Wi 1H



SCD14-ST Bt& PCT 7EAN B IR IR R #h 2 Wi 2 &R

2 ZER

2.1 FUO IR E /%=

ARSI FUO 33k 113 i, 40012 106 1, WRFIAHE 7 61, i
% 93.8%, UL 37~71 (54+17) %, HiPE 62 15 (58.5%), Lt 44 % (41.5%); 106
5] FUO H i BAR 3 A N 3% 1 s 2017 4R3RE (R PSR ISIEE R ILIH) 8N
22 WAL I IS A DR o3 R M0, ARG SRV, TR PR B FLA A e
RGN SRV BN X o B R M A B B SOREE . A TE FUO i R 43
AR YR A& FUO 1) 85 32 B9 [K] (68.9% )5 JE B 98 i PRI IR 2. (17.0% )5
R P DA R A 255 43 ) 5 9.4%, 4.7% (B 1). LMo rh 40 IR Y . i
Y BB DL AR, (R JE AR B, RSB AN (BD AL 50 tEpis s
HRED) 34 39 61 (36.8%). 13 4] (12.3%). 2 %1 (1.9%). 19§ (17.9%); #H
R AE Y P 2 WL, U AE . RFRRA . BRI (2 6 1,
5.7%), J R 5 IR 13 41 (12.3%). 4 19 6 (17.9%) R IEAL K EE, @
S ZIMETURGARIT AR AWM R R EBV RPLEE N 3
B, mERERget G RE (2.8%), EBV YL S 4k KW IR &1, LRI 23254
VR T T o T R M ML A B £ A AE 2 5 SRR A (B0 FEDRIBRIE,
FERRGLE R A B B SRR, TEATFTT S 1.9%. ARG RAETER R T, RSt
VELLBERIE . RIRTEZ IR S IR S I e R 58 R TR EIE. B8 %
FEVEIT 96 %% 1 $1(0.9%), M 2 W5/ R L% 2 51 (1.9%)  HoAth 45 45 21 240% 4 1451 (3.8%)
AN Still 5 3 1] (2.8%), WA RAME: SEVERR o DL E R Y 3, R R 1
60% (6/10).



2 4EHR sCD14-ST Bt& PCT 7EAN B IR IR R #eh 2 Wi

K1 FUOREE R E [ S
PR,
17. 00%

Ji R P,
9. 40%
Fofi 9%,
4.70%
BRI,
68. 90%
£ 1 FUO BEWEEEWRAT

BT R n (%) BT R n (%)
BRGE I 73 (68.9) ERBRPAEBIR 33 (31.1)
A TE R G 39 (36.8) H & SR iom 11 (10.4)

SRR R 2 (19 RYMET PG 1 (0.9

A& I 1 (0.9 R 2 WL 1 (0.9

IES 1 (0.9 B PERZE R I R 1 (0.9)

vdilikng 6 (5.7) JE RN LR EAE 1 (0.9

JFF e fe 6 (5.7) H & e V% 1 (0.9

5 JHG 1 (0.9 Z I L% 2 (1.9

JER GO Y IR 1 (0.9 FoAth 4525 2H 2305 4 (3.8)

it e 6 (5.7) H & KA PR 7 (6.6)

IERCYRES 2 (1.9 B Still 974 3 (2.8)

WA JR ZR B 4 (3.8) % B 1 (0.9

ML (HEPED 328 Ji R P LA e 2% 5 AiE 2 (1.9

P R U e 2 (19 I R 1 (0.9
HoAth 4 (3.8) JiJeE 10 (9.4)

TR 13 (12.3) R C MW 6 (5.7)

EBV i 5 3 (2.8 Z RV B 1 (0.9

CMV Jji & 1 (0.9 Shik7 1 (0.9
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sCD14-ST Bt PCT 7EA B 5K & # iP 2 W8 2 &R

3 S n (%) BRI oK n (%)
e ONLR 1 (0.9 oAt e 2 (1.9
o3 B 1 B ¢ 2 (19 HAnZ 5 (4.7)
T3 T3 ik 26 1 (0.9 VS FOIR R 3 (2.8
WA TEEE 1 (0.9 MM FEIER LR 2 (1.9)
WRELZE % Ot 1 (0.9
FoAth 3 (2.8

HH R 2 (1.9
R R A7 1 (0.9
T TR MM A 1 0.9

HAd R G~ 19 (17.9)

SRR AT, (D2 AN (k) Al e DU A
2.2 FUO Re2A 54ERCGRAARIEL B 0 i

2.2.1 —FERHT

(1) HEATR

¥ 106 1 2 o NG S AR, o gl 73 5], B3Nk 45 151(61.6%),
TR VO 52418 %, #hk Ay 39.2(38.5~39.5)°C; ARk YL 33 171, B4k 17 191(51.5%),
FERSVEFE N 58+15 %, #gSh 39.2 (38.5~40.0) C, WZLFRY. MR, gz AR A
ARir¥FE X (P>0.05) (W 3). EYHMFE 23 (21~34) K, FRRYHNFE 36
(25~69) K, JER Y H AFREUR G H TR, B IR 22 7 B Guit- s X (Z=-4.083,
P<0.001).

(2) I RAERAAAE 53

IS 5 AR BRI RO RAARAE ORI ] 2, 3R 2 iR B2 Hh R 2 0 LI
I RAFAE A2 S B IR RS (P=0.003), R4 B3 DI st SO0 . WL DG
. BB LMK Z L (P<<0.05); WK ZERBE ST EE L.

(3) I E b5

S ke A AE AR IR G 2 S IR G R 2 2 e R Gk R LR AR
sCD14-ST. PCT. CRP. ESR. SF. WBC. NE. AST. PLT. LDH (P<0.05) (%
3). YL I % sCD14-ST[62.86 (55.20~69.50) (ng/dl) 1. PCT[2.450 (1.290~5.550)

11



2 4EHR sCD14-ST Bt4 PCT 7EA B 5K & # ip 2 W18

(ng/mD) 1. CRP[77.40 (57.30~105.50) (mg/L) /KP4 TRy, 1 ESR[32.00
(14.00~60.50) (mm/h) ]. SF[495.73 (151.20~1575.70) (ng/mD) 17K P45 dE BG4
(P #)<<0.05).

K2 FUO & & 5F AR A 1F 4 A B

JEEYLAH (n=73) JEEEL A (n=33)

7E b 45.2%
FE % 45.5%
P I 52.1%

58.9%

45.5%

A RS
ARyH
(Wb e
I
s
JILIR 5T
iz
ik
JER

0.0%

27.3%

6.8%
9.1%

0y
31.3% 33.3%

5.5%
° 18.2%

0y
1% 15.2%

37.0% 3 4%
0y
23% 45.5%

19.2%
: 39.4%

28.8%
: 51.5%

12.3%

10.0%

20.0%

18.2%
30.0%

40.0%

50.0%

60.0%

R 2 BYA SRR B E NG R B BRI 207 Bk

70.0%

YL %L

ff:ﬂ;:?)a (%) ?:E::; gﬁ%) Gt P&
FEIK 33 (45.2) 15 (45.5) 7=0.053 0.981
% WK 38 (52.1) 15 (45.5) 7=0.396 0.529
JRE R IRRERT 43 (58.9) 9 (27.3) 27/=9.099 0.003
AR 5 (6.8) 3 (9.1 7/=0.164 0.686
L I8 23 (315) 11 (33.3) 7=0.035 0.852
H It 4 (55) 6 (18.2) 7=4.292 0.038
I 3 (4D 5 (15.2) 7=3.971 0.046
JiEEn] 27 (37.0) 14 (42.4) 7/=0.283 0.595
IR ESER ] 17 (23.3) 15 (45.5) 7/=5.299 0.021

PRAE

[z 14 (19.2) 13 (39.4) 27=4.893 0.027

12



SCD14-ST BtA PCT 7EA B JR R # b 2 i ¢ 1 2 R
NSELYPN 21 (28.8) 17 (51.5) 7=5.114 0.024
LN 9 (12.3) 6 (18.2) 7/=0.641 0.423
x3 BRPASERPABERHLER
i H JE& G2 (n=73) YLl (n=33) GuitfE P{E
ER () 52+18 58+15 t=-1.795  0.077
51 [ (%)] 45(61.64) 17(51.52) £/=0.053  0.817
g (T 39.2 (38.5~39.5) 39.2 (38.5~40.0) Z=-1.281  0.200
#FE O 23 (21~34) 36 (25~69) Z=-4083 <0.001
SCD14-ST (ng/dl) 62.86 (55.20~69.50) 43.64 (40.76~53.33) Z=-5.234  <0.001
PCT (ng/ml) 2.450(1.290~5.550) 0.227(0.053~0.828) Z=-5.790  <0.001
CRP (mg/L) 77.40(57.30~105.50) 24.70(10.00~64.85) Z=-4.759  <0.001
ESR(mm/h) 32.00(14.00~60.50) 38.00(29.50~65.00) Z=-2.027 0.043
SF (ng/ml) 495.73(151.20~1575.70)  1633.1(481.17~2333.76)  Z=-3.026  0.002
WBC (x10 9/L) 8.82(6.91~12.82) 6.10(5.24~9.90) 7=-3.258 <0.001
NE (x10 9/L) 6.03(3.70~9.33) 3.75(2.78~5.10) Z=-3.364 <0.001
NE% 0.73(0.60~0.83) 0.67(0.53~0.78) Z=-1.709  0.087
LY (x109/L) 1.28(0.84~1.89) 0.99(0.90~1.76) Z=-1.047  0.295
MO (x10 9/L) 0.56(0.39~0.77) 0.55(0.35~0.67) Z=-0.880  0.379
RBC (x10 12/L) 3.90+0.67 3.790.74 t=0.802  0.424
PLT (x10 9/L) 197.51490.22 239.79+92.52 t=-2.195  0.032
Hb (g/L) 117.21+19.80 111.19+23.03 t=1.308  0.194
TBil (umol/L) 11.80(8.05~15.40) 11.90(8.80~16.90) Z=-0.679  0.497
DBil (umol/L) 4.60(3.15~6.50) 4.60(3.40~7.20) 7=-0.423  0.672
ALT (U/L) 30.80(15.65~58.75) 39.50(17.95~59.85) Z=-0.829  0.407
AST (U/L) 24.60(14.70~37.60) 32.30(22.70~68.55) Z=-2241  0.025
GGT (U/L) 50.90(23.55~121.00) 59.10(27.00~124.80)  Z=-0.529  0.597
ALP (U/L) 84.90(53.50~110.00) 80.70(60.85~129.00)  Z=-0.672  0.502
Alb (g/L) 32.70(26.30~35.30) 32.30(26.65~33.55) Z=-0.781  0.435
Glb (g/L) 31.8446.33 30.0845.73 t=1.377  0.171
UREA (mmol/L) 4.40(3.25~5.95) 3.70(3.35~5.75) Z=-0.768  0.443




2 4 sCD14-ST Bt4 PCT 7EA B 5K & # ip 2 W18

T H YL (n=73) AR GL2H (n=33) guitfa P1E
SCr(umol/L) 55.90(48.05~70.20) 57.00(46.70~64.4) 7=-0.174  0.862
Glu (mmol/L) 5.20(4.53~6.08) 4.99(4.38~6.40) 7=-0.024  0.981
TC (mmol/L) 3.70+0.91 23.77+1.10 t=-0.375  0.708
TG (mmol/L) 1.23(0.93~1.58) 1.49(1.06~2.12) Z=-1.702  0.089

LDH (mmol/L) 211.70(163.75~306.75)  339.00(194.85~557.25)  Z=-2.511  0.012

2.2.2 FUO BRPHHRRIEEVH SR AR R L Z RER ST

¥ sCD14-ST. PCT. CRP. ESR. SFENHZE, &% KAERENEA I
1T R R AT, 45 R 7% sCD14-ST.PCT.CRP.SF 5 FUO J& 4L 5 A 2% (P<0.05)
(L 4), # sCD14-ST. PCT. CRP. SF VUMK JEEMIREN (BARIRZ BIALEAE
AR ISR, 2 5) GIANZ A logistic U404, 45 0fikH sCD14-ST. PCT A
FUO JE G 5505 (ST i2 Wi dr (P<0.05), H.H:H sCD14-ST. PCT ) OR 1843 H 4
1.109. 2.463. R Z AN logistic [A[JA%57. sCD14-ST Bt PCT MiZWi i fEN:
LogitP=-6.276+0.104sCD14-ST (ng/dl) +0.901PCT (ng/ml) (& 4. £ 6).

R4 FUO BEMEMHREMHR SR ERREZERSHT

B BRI M ZNZE o Hr
EWfE bR
OR (95%CD) P {H OR (95%CD P1H
sCD14-ST 3.034 (1.896~4.855) <0.001 1.101(1.037~1.168) 0.002
PCT 2.494 (1.549~4.081) <0.001 3.477(1.578~7.660) 0.002
CRP 1.032 (1.017~1.047) <0.001 1.017(0.998~1.036) 0.076
ESR 0.992 (0.979~1.004) 0.197
SF 1.000 (0.999~1.000) 0.006  1.000(0.999~1.000) 0.183
5 HEHGR
B LM E
[ELIE LN ‘ —
RE 7 Z KT
sCD14-ST 0.863 1.158
PCT 0.865 1.156
CRP 0.752 1.329

SF 0.990 1.010
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sCD14-ST Bt PCT 7EA B 5K & # iP 2 W8 2 &R

# 6 sCD14-ST BEk& CRP. PCT W logistic []H 447

Ei=2nn OR 14 (95%ClI) P {A A W
sCD14-ST 1.109 (1.053~1.168) <0.001 0.104
-6.276
PCT 2.463 (1.487~4.078) <0.001 0.901

2.2.3sCD14-ST+ PCT. sCD14-ST Bt& PCT Xt FUO BRI EIR S Wi RE Lb &

¥ sCD14-ST. PCT. sCD14-ST & PCT 3238 LAERHIE i ZE (Receiver
operating characteristic curve, ROC) MiZk, PPN FUO BYL 7 iz Wi aiig (L
3. B 4. AT XS FUO Bgm AR e emi, MR dE UL B AN E bR &)
(f152 ik TAERRME (ROC) hZk K SPSS Geit#k fF Eom (MAk bRt 1) 5%, 7E Excel
TEMIRRAG, ML 8FaE CREUZHRFT -1 FOKIF, S RE T CAE A %5 FUO
SR YL 5 ARG PR (kT (B . FRATTAT LARRE sCD14-ST. PCT s L4 i
439179 53.89ng/dl, 1.290ng/ml. [FEF, FRAEE & WA v S A AR EYTHE FUO
YL PR K R AU Re S BAPERUALL (-LR) FIPHMEIRLE (+LR) (LK 3.
K4, &1,

45 R 07R, sCD14-ST BEA PCT X FUO B GL M 112 W 3 it B (£ (AUC=0.913,
95%Cl: 0.843~0.959), B & T sCD14-ST (AUC=0.818, 95%Cl: 0.732~0.887). PCT
(AUC=0.852, 95%Cl: 0.770~0.914) (. 3. El 4. &k 7). KHPIMELE, sCD14-
ST ¥k#& PCT 5 sCD14-ST. PCT ZIAIMZE R AA S8 X (P<0.05), HIHRHE
J& (89.04%) f K, i fE 5 sCD14-ST #[A], B&{KT PCT, LR- (0.13) ffiX; sCD14-
ST 5 PCT A ERTLSG I FE X (P>0.05, % 8).
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sCD14-ST Bt& PCT 7EAN B IR IR R #eh 2 Wi

sCD14-ST

Sensitivity

0. 6

Sensitivity

PCT

04 0.8 0.8
1 - Specificity

T
02 0.4
1-

o'
Specificity

& 3 sCD14-ST:AUC=0.818, 95%Cl: 0.732~0.887; PCT, AUC=0.852, 95%Cl: 0.770~0.914.

Sensitivity

10
sCD14-ST& PCT
0.8
0. 6
0.4
0. 2
oo T T T T
0.0 0.2 0.4 0.6 0.8
1 - Specificity

1.0

& 4sCD14-ST & PCT: AUC=0.913, 95%CI, 0.843~0.959

% 7sCD14-ST. PCT. sCD14-ST&PCT £ FUO RZLEEN% K] ROC BIZR /- #r

AR W) AUCHH  IfFHE 95%Cl REEZE%) FrRE®)  +LR -LR
sCD14-ST(ng/dl) 0818  53.89 0.732~0.887  79.45 81.82 437 025
PCT (ng/ml) 0852 1290 0.770~0.914  75.34 84.85 497 029
sCD14-ST&PCT 0913 0568 0.843-0.959  89.04 81.82 490 013
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sCD14-ST Bt PCT 7EA B 5K & # iP 2 W8 2 &R
# 8sCD14-ST&PCT. PCT 5 sCD14-ST % FUO BYet B is Bk he i b

Z{H P1H 95%Cl
PCT 4 sCD14-ST 0.574 0.566 -0.082~0.149
sCD14-ST&PCT 5 PCT 2.047 0.041 0.003~0.119
sCD14-ST&PCT 4 sCD14-ST 2.557 0.011 0.022~0.168

2.3 R MR R R AR S E A m B r L 2H 7 i

2.3.1 — BRI

(1) FEAT R

WG 73 BB, BREIRIEARRE], (HZEAMEM (B0 AFggdn ik
R 19 B, KN 54 BIBEAT AL A, Hrb an b R g4 39 i, T34k 22 4] (56.4%),
FERSVEHE 51418 &, #él 39.7 (38.8~40.0) C, #HAEN 23 (21~35) K; JE4HHH I
JeH ORBrige 13 B+ H RG24 15 41, 554k 11 9] (73.3%), FieiafE 52+14
%, N 39.2 (38.5~40.0)0 C, #FEH 22 (21~30) K, PRALFES. YRR, #ig,
HEZEFAREGIHE X (P>0.05) (W& 9.

(2) SEE = FRhR

AT G A BRIV S8 5 S FRAR IS WA EL, AR A BEIR AR A AEAE T 2H A 1 B
WA HT, H LSRG A A E AN R B G2 S AR B R A E R G R R AR
sCD14-ST. CRP. ESR. LY. PLT (P<0.05) (WL 9). 4NE K44 1MiE sCD14-
ST[66.20£7.36 (ng/dl) ]. CRP[96.20+46.49 (mg/L) ]. ESR[34.00 (15.00~67.00) 13
T AR IR G (P $5<<0.05).

RO HHEPASIRAREBYABE R

i H 41 P R 2H (n=39) A4 B JEk e 4H (n=15) GuitHa P A

ER () 51+18 52+14 t=-0.196  0.845
BAEM (%)] 22(56.4) 11(73.3) 7/=0.053  0.253
g (T 39.7 (38.8~40.0) 39.2 (38.5~40.0) Z=-0.301  0.763
WFE (R 23 (21~35) 22 (21~30) Z=-0.473  0.636
sCD14-ST (ng/dl) 66.20+7.36 54.09+11.60 t=-4.339  <0.001

PCT (ng/ml) 1.760(1.434~5.300) 1.160(0.133~4.500)  Z=-1.468  0.142
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2 4R SCD14-ST W& PCT ZEA B R Rl R A F 2 W (L
T H Y TR JEk L 2 (n=39) A2 B B G4 (n=15) giitE P
CRP (mg/L) 96.20+46.49 53.05+34.94 t=-3.251  0.002
ESR(mm/h) 34.00(15.00~67.00) 21.00(13.00~31.00) Z=-1.980  0.048
SF (ng/ml) 360.56(99.60~1912.67)  589.54(168.84~1394.93)  Z=-0.126  0.900
WBC (x10 /L) 9.52(6.99~12.65) 12.40(7.17~13.67) Z=-1.053  0.293
NE (x10 9/L) 6.03(3.91~9.08) 7.21(2.88~10.54) 7=-0.087  0.931
NE% 0.72(0.57~0.80) 0.74(0.18~0.87) Z=-0.338 0.735
LY (x10 9/L) 1.47(1.15~1.91) 0.94(0.71~1.37) Z=-2.076  0.038
MO (x10 %/L) 0.54(0.43~0.79) 0.43(0.21~0.74) Z=-1.748  0.139
RBC (x10 *2/L) 3.87+0.65 3.84+0.79 t=-0.123 0.902
PLT (x10 %/L) 249.41+100.94 178.73£114.54 t=-2.220 0.031
Hb (g/L) 117.33+17.77 111.40+24.58 t=-0.487  0.628
TBil (umol/L) 11.30(8.10~15.00) 11.80(7.30~18.50) Z=-0.261  0.794
DBil (umol/L) 4.50(2.90~6.40) 4.50(3.20~8.30) Z=-0.753  0.451
ALT (U/L) 25.60(13.50~58.00) 27.20(12.40~156.20)  Z=-0.666  0.505
AST (U/L) 24.30(14.70~38.70) 30.60(14.70~96.60) Z=-1.043 0.297
GGT (U/L) 46.60(23.40~93.50) 73.80(42.80~132.40) Z=-1.439 0.150
ALP (U/L) 70.40(51.80~99.80) 87.60(56.20~95.00) Z=-1.062  0.288
Alb (g/L) 32.04+7.08 31.35+6.78 t=-0.321  0.749
Glb (g/L) 31.60+6.00 30.86+8.01 t=-0.370 0.713
UREA (mmol/L) 4.00(3.10~5.60) 5.20(3.80~6.50) Z=-1671  0.095
SCr(umol/L) 55.00(47.90~70.00) 60.10(44.90~71.80) 7=-0.348  0.728
Glu (mmol/L) 5.04(4.31~5.47) 5.37(4.68~5.54) Z=-0.859  0.390
TC (mmol/L) 3.92+0.89 3.36+0.88 t=-2.097 0.046
TG (mmol/L) 1.31(0.93~1.64) 1.23(1.01~1.65) Z=-0.097  0.923
LDH (mmol/L) 208.90(163.80~313.10)  256.80(192.00~478.30)  Z=-1.362  0.173

2.3.2 BPER B E BRI RIEEYIR SR BER R EZ R R

# sCD14-ST. PCT. CRP. ESR. SF {ffF A% HE,

TR A A TR R G A AR

AT AR =AM, 45 5 7R sCD14-ST. CRP 5B gu i /& gl B B L AH ¢ (P<0.05)
(M3 10), ¥ sCD14-ST. CRP WIN 2 fEFaAn (P IHE br 2 [RIANAEAE B T i e 2k ik,
% 10) WAL K logistic B34, 45

18
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SCD14-ST W& PCT ZEA B R Rl R A IF 2 W 1 2 4R
YL ST 2 Wide bR (P<0.05), H sCD14-ST ) OR {54 1.159, & ~-8.017, RECN
0.148 . X 1 Z [N & logistic [0 9 # 37 sCD14-ST )12 W 5 #£ A : LogitP=-
8.017+0.148sCD14-ST (ng/dl) (& 10).

K10 BRERRAEBIMAEYREVREER S SRR

B BRI T ZNFE T
EWFE bR
OR (95%CD) P {H OR (95%CD) P1H
sCD14-ST 1.159 (1.059~1.269) 0.001  1.140(1.035~1.256) 0.008
PCT 1.148 (0.891~1.480)  0.285
CRP 1.027 (1.008~1.046) 0.005  1.019(0.999~1.039) 0.057
ESR 1.029 (0.999~1.059)  0.056
SF 1.000 (1.000~1.001)  0.492
£ 11 FHEHERK
B LM SGIE
[ELIE LN ‘ —
RE 7 Z KT
sCD14-ST 0.904 1.106
CRP 0.904 1.106

2.3.3SCD14-ST Gyt & Al i R YL 2 B e

H ROC 4k LA S K &% (O7ikRIED AR A#E sCD14-ST 2 W gk
PR SR B R e ATl 54.63ng/dl, H: AUC=0.804, 95%Cl: 0.674~0.900, R
FE. FFRE. -LR FI+LR 735N 97.44%. 53.33%. 2.09. 0.05 (WK 6, % 12).
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2 4EHR sCD14-ST Bt& PCT 7EAN B IR IR R #eh 2 Wi

1.0

sCD14-ST

0. 6

Sensitivity

0.4+

0.0 T T T
0.0 0.z 0.4 0.6 0.8 1o

1 - Specificity

B 6 sCD14-ST:AUC=0.804, 95%CI, 0.674~0.900

F 12 sCD14-ST 2 Wi YL B 400 R YL ROC #iI £k #

AR ED AUCHH 5 95%Cl RIBUL%) FFrE %)  +LR -LR

sCD14-ST(ng/dl) 0.804 54.63  0.674~0.900 97.44 53.33 2.09 0.05
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SCD14-ST Bt& PCT 7EAN B IR IR R #h 2 Wi 3 itig

3 i

FEAWF ) 106 1] FUO &g, IR GLIE50% 5 FUO Ji il AR K LLA] (68.9%),
T VF 2 G P SR R BT, AR, AT R I o Wi i 4R A R il 31, ok
WEFE A R s B A . BCRLRE 23 il 6 . 1 4L 6 5, 3l FUO12.3%, (B
PR 17.8%; ML 6 45 (/5 FUOS.7%, /&4t 8.2%) (LR 1. £ 55
FUO M getegemirh, MM, WOIMoRE . s/ e . Wb PR R GUIER s A i MR 0 4 ¢ —
B S W gz — A ARHIE T AR T B B G e LK B
FEPEZR 5 FUO Ehfilimik 17% (B 1), X BREARBE TS aE P AR L. — 2 R 4
L AH IR B 2 AN [ 1) e AR FE AN e i X R e, o A B Ji DR R A b A e i v
F4E FUO 7E N I K 2 BRI IR T . RILRIZ LA . IR 2 IR A2
SEMERZEME R I K. REMEAIRIE (Systemic lupus erythematosus, SLE) Ik
N Still J% . FUO A HARAS E VB TE R N, A8 TG ogirE . JRmR etk &
REMEZERRE LA, TR T 2425 H R BRER R H GG IR SE M 4 4% . W
HODR i 2 VRN 24 4 o TR B S DRI o, Ik L0883 S 1 o, v S
So P o LA SR R, AT A P R M AT 10 4, R BRI T 60%, i3
fibAF ML R SR o 20%. 3X 2 B TSR BRI 2 A, 35 B s 1 SRR 1) 5
Wiz, SR, WREDRAARIRMEZ W, BN E AN A AR RR 2T (4. Rk, 2
—IB VPG A 2 AR

AHIE T ARG 2 B R PR IR U G K (Z=-4.083, P<0.001), &5
AT — B, JERG PR 9 R L L, sl DS B SR R R R 3 L3k
W, RS F R ARSI, A R EE MR, R AR A O
JEAR AR T R D REEETER . BRI A Y A LRI R, PET-
CT &5 TR Yl P 5 308 Jok 420 0 P 4 B sl o i 2 B A A JS T M AR R 0
P PLEEE. DGR, JEESMRMRAEHWIRITE, R RR ] .

AHE T ARG R I T SR . LRSS RS kg bk
B2 W (P<<0.05), MHRWIFAEWNRE DKz AT 2B AR, SLE: JURRT
M A B T2 SLE. A still 7. LR Z LR SRR 5mE O FH i
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3 g SCD14-ST Wty PCT A B Ji K # b (K2 W i1

HE™ 1, FUO T2 PEHVIR IR R AL T A FEMERTBL, A MBI 5 5, 17 5000
A B2 FUO ML MEHUIRARGR . ABEFEA 6 BlkE4E R (5 FUO5.7%), &4
FE 4 ] CHIBRYePEB 5.5%), HUNRIRFEHEMELE % 2 6 (ARG
6.1%) (W3R 1. ABFFUERGAH M LS %A 1 617 IR —E 40K (Cat scratch
disease, CSD), %A WA s, BRI NS, HFIRAREAE o, 7E4T I
EEA AT R R, SRR AR R H IR EL R E f4 (Bartonella
Henselae ) AH A 71 4% BT, AN B Ji PR #vit CSD 1) —Fh 2 WL AR B, 1 124 ¥ CSD,
DA 1 B4 DX 3 P 0k B 5 itk B 45 2 ARRAGE, R AETE K Z) 90%11) CSD g b, i H)
S R T 2 G A I A R AR P IR, R I LR, X R B T A S
5 %50

FUO HEE 7 SE iR S AR AERT T RIS W H R AR s B U . R, B
Flor22% % 200 ZFHB 10, G 7 A, BIEER 2 HUR 3 AR AoEIR, W2
TR R G 1 JE R, S%of T o PO 200 B S e, IR (O 2 (R BT A SR P BRI LA (R Bt v 7 T
KIALASK, AATT— BLAE T SRBURANRE € 1) 9256 55 545k T8 Uk b 12 R et 15
AT AR SR [ 2 T e K AR R AE Pk 2 — o B4 b, N TS Wi e, 75 B
B4 T PRL A R A6 06T THECTE P 1D 56 S L2 T, DR 7 o TR e XU 50 o 11 £
SR, A M4 B T HE RIS WA PR 4 2% < 75 B RTS8, PCTL CRPL ESR,
SF 212 W B G 0 A 1) 2 A T 0 e i FH ) IILV S REAR 54, sCD14-ST 24
SRR MRE . 4 B R RIS WT . A T S B e ™ =R P A U AR A -

AT, FERD AR EY), @45 sCD14-ST. PCT. CRP. ESR. SF Xf
FUO & Juttk i i DL B B e R A o S IR 2 W i . LRI LA, SRR 2
% logistic [A1 3504, 45 R0k sCD14-ST. PCT A {E N FUO EH MR T2
Tah5, SCD14-ST AJ 1 AR Gut: A Al T RS e 572 Wi i s (P<0.05), 1 CRP. ESR.
SF AREMSLIZ W FUO B YLt R # R4l B 4 (P>0.05).

CRP 2 T HEAE4H B I8 G4 5 20 Wb 1 S e U S R0, FEZH 2B B SE R AR S 4-6 /)N
A e B 8 /NIHIEIN—1fi%, £ 36 /NNHABEAE 2 BT, AR g, YL RN
PR L2 B E) B T R ) CRP KPR G4 77.40 (57.30~105.50) mg/L. 4 B4 G
“H 96.20+46.49mg/L, P }J<<0.05]. {H/&, CRP XtE&YeM:ais, GLFE4 YL &
ERIREUR, EHAFRIERC. FL b, ERZHERIEMCMEm T, malfh. &
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SCD14-ST Bt& PCT 7EAN B IR IR R #h 2 Wi 3 itig

GEMERIR IR R (IR AN RJGH . SR & % CRP K P & TR, Hik, E—
SERRRE L, CRP 2 RAET A RIEI M AEWAREY), PR 7 1 Bk = IR HE VP4
CRP X} FUO H (1 f Fl,

Laufberger f 5T 1937 S-A F i Sy AF ML A R B F 00 B gk B 1 S, BRAE I 5%
W SF & IR N RAEFR bR 2 —W), FEMBPE SR, MRS R & ki &, i)
U R VAT 2k DR 400 o) 5 A R TS 2k LA s Ji 4 PR s e 8 4 ek k0 R A, AT 5
U SF FHmlt0), Bril SFBE/R M S RAER, SRS T A8 M R RER . A 7T AR IR G
PR FEMEBIR SF 7K F[1633.1 (481.17~2333.76) ng/mL) 1538 Tk, M et 5o
H AR A YL 4 . 495.73 (151.20~1575.70) ng/ml; 4B BG4 : 360.56
(99.60~1912.67) ng/ml]. XL R IR, SF /KPR LT+ v] 8 Bh T HEBR B e 1k
P B ARG, 1X 5 Kim 55 N PARE A AR RAEE R (gLl 282.4ng/ml; R GL2H
563.7ng/ml; SEME ML 1818.2ng/mD. #RT SF TEAHE 7T 2 Wi (i HE A 2 1R
(ZRHZH P<0.05), BRI, SF HTHEAMER T AHGEER G 5 25 K G5 I
Ve, LT St R R 0T A R R I 200 £ A i S R e M
2,

ESR — L4 & A Gt SR e MR 112 7, V2 i s PSUR 5 SF
—FEASREHERA X e 5 ARG B, FE BRI @ AN BE T PPN B i — MR ZE 1
bR, AHFIUF ESR RO SRR LA 2 (M 10 2 R B4 HF R L (P<0.05, W&
3), R KT RIS FE L, ABEAE N FUO B GAH K AT 2 Wide br (L3R 4).
Yuan. Kristy 25 A\ 7E 28132 B, ESR 7E 41 B B 5 41 i I e 2 1A) {1 22 S e 4 it
S(P=0.10), Naito T £ A\ FIAF 72O & B ESR 2 Wik etk o JUBE MK, L AUC 1A
0.27, W WIHAIEH T2 FUO 4% LA 40 B R 4

TEARVT RIE A WhR SN SEB0 Bi R IZ B E, R 2 BTN T 1%
3R (PCT). PCT fENTCIME N R AR = ATk e, R 2l HARR C
A=A, TEIEFHUACIRE T, ZIRPRTE MG P D BRI UL AAOE 2 2140 B
RGN, iz FEbR A2 R AR R E NG, ARBE S H, PCT 7 FUO I G4 I i ALK
A 2.450 (1.290~5.550) ng/ml, &3 & T JEEGL2H[0.227 (0.053-0.828) ng/ml], (Z=-
5.790, P<0.001)>, {H7EVZH 5 #r 4 b e 20 S5 AR A ik G 4H PCT /K-F-Z 7 0 o4t
THER S (P>0.05). H T2 HC B 047 (1 45 S22 BB, 740 i P 40 1k e 1) 28
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3 g SCD14-ST Wty PCT A B Ji K # b (K2 W i1

#, PCT 7K-P 5 AR T HA 40 A A Bl FR G , ANIE A 12 W 240 L P 40 1 e 4 o
LT 20 P 40 R O RE SR 34.2%, BB T4 AN AL (74.0%) 0 A 7T K
GUAH A B R G A 13 B SR 2 5 IR A, AR I R 4T i A 4 T R s 5 40 47 4 T UK
et 725, PCT TR YL R A B IR YL 12 W AR Ll 75 1k — DA 7L

AWFFERIL PCT Xt FUO G BE 12 Wi R Be i 4F (AUC=0.852, 95%Cl:
0.770~0.914), X5 —Iikf 7B B —5 Lz WiE Ui AUC =ik 0.84). F4h—
LIGT PCT 2Wiais =4 S G 2250 il a i, PCT REBUE (60%~92%) &
TR (53.9%~96.5%), 5 HANFR AT T PCT 2 M FUO &Gt 5 5 1) R B
JE (75.34%, ) I THE5E (84.85%). X T2Wrikde, SArdEEBA, HRBEHE ML
Bt e, TR 2Bl K, AHESE PCT 78 ROC 2% /47 & 13 H (132 Wy A8
1.290ng/ml, LR ZAFFEANE R ILIRBO 21 0.5ng/ml =752, AT L4
& FUO FITE M, TAS R BB J A, i ROC M4k ir 3t PCT>
1.290ng/ml iZ W isk gL vl et R, H R R T UK

SCD14-ST /& 7E A% 4 A AN B MR 20 i T 3R 3K (R0 B 1 R0 B9 1 B B2 IR 2 - IR
% Wi 454 5 A (lipopolysaccharide-lipopolysaccharide-binding protein, LPS-LBP)E &4
(KIS2 0k, FEMR RS MFE BN T, I Toll £ 52 14k-4 i SN IR N B R E SH.
SCD14-ST [H7K-FIE W FEE AT 2 /NF TR, JRAE 3 /N IS B, Rk
Sl R FE RN TR, 5RA{E 1.5h AR, FiRIFEER, 7ERE
W, R R B R, sCD14-ST /K-Fox 2 Tt m, 8 T Mk 2 e (5412
W DA R e R RE L AR A TS VP AR PR A e P B R R AR e P S S AR 4

ARWFL 7R SCD14-ST 12 WS G It R AR B PR i i HE RS (97.44%) B &
TR RS (53.33%), MAEIZIMT FUO EYLPEBomm H REE (79.45%) SHFR
(81.82%) H, JRIMTHARMHEACEA—#E URGA SRRy 53.89ng/dl, 41T
IR 5 AR R Y2 54.63ng/dD o LI 0 BTIE BT FU VR 4G T Uk A IURE R 2
[t SCD14-ST, 3% B sCD14-ST Wiz i sk a5 Hill FUEA 5%, 4k FHE N 54.2ng/d1Ee!
i, H R BUE AR S BN T7%R1 76%, 1 241 FAE Y 72.9ng/dIM T, R fUE
HEIN A 81%, MHEREIE T2 63%.

TEATT 5t , sSCD14-ST 2 FUO &4 E#m H) AUC (0.818) K- PCT HJ AUC
(0.852), 1HAZM{E ROC & rthrizWiakne LI L Gtit 72 R, wIlJy sCD14-ST

24



SCD14-ST Bt& PCT 7EAN B IR IR R #h 2 Wi 3 itig

1 PCT 21 FUO IR ILER 2 REA . TEEA #rHh, 2 NEK logistic =5 547
7N, SCD14-ST R YLt K AN TR R QL M S22 W f8 b (P<0.05), HAZ Wi 7 i N
LogitP=-8.017+0.148sCD14-ST (ng/dl). 24 sCD14-ST>54.63ng/dl i, H:i2 Wrgh
4 AUC 1H M 0.804 (95%Cl: 0.674~0.900), HEAHEIIRBE (97.44%). B HHI
BAPERUREL (2.09), BARMIBITERIZRLL (0.05), 1M PCT AAGEH T X 7 4 i ke 5
FEAN R CBRKE T P>0.05). sCD14-ST 7E FUO & YLtk g2 by bR i 5
UFf R (SCD14-ST vs PCT=79.45% vs 75.34%), PCT I H 5 = (55 7 & (sCD14-
ST vs PCT=81.82% vs 84.85%). Zi&>K%&, sCD14-ST Al PCT 7E FUO L Z Y
S BB IRk Re, TEAN Y2 T T, sCD14-ST b PCT RIMEE, X5
Z TR 7T 45 SR — 54,

5 CRP. PCT /K-FAHML, SCD14-ST /K-F7E—LeERE YLt SERE 11 15 8 vh i ml
BETH, W 70 R A LS IR S5 4 B 1) sCD14-ST /Y- T e BExt B8 4L, 72 At 1
FA B, W RGN LLPERIE(SLE), sSCD14-ST 55 SLE [ 90 i st AR 541,
BT sCD14-ST j&—#h 13kDa (& )5, ‘& nl DA B/ NERE NI, Kk, (ETsem
FE D I Th B (15 L BB 23 S L sCD14-ST {H. fIL I 70K B, sCD14-ST fi%
B INER I R BRI N, MK B 1) SCr KA G o SRl i — TS A4y
HreILLAL T sCD14-ST #1 PCT fE RSB HIME, FAFH 4R, PN EY
R AR BRI 2 W RRE , @K R A= bR B A S, X S RATAIRT 54 R — 2.

O, HE T RN EYINE RIE AR IS W B LRI, AR R
REAR G AR T2 W] fe 3 TR A7 (M Ak RE . A Fe it 2 B & logistics [543
1, 133 sCD14-ST Bk#A PCT 7] F T2 W1 FUO IR 4Lk, JFEESL 1 sCD14-ST Jk
& PCT M2 Wi N LogitP=-6.276+0.104sCD14-ST (ng/dl) +0.901PCT (ng/ml).
sCD14-ST #k# PCT fE257)) FUO &ALy B N =, J AUC 7y 0.913 (95%Cl:
0.843~0.959), & % T sCD14-ST (AUC=0.818, 95%Cl: 0.732~0.887). PCT

(AUC=0.852, 95%Cl: 0.770~0.914), HHZERMHAASIH7E L (P<0.05). HH
sCD14-ST #k# PCT e KZ)EFREUIT S M Il FHE (0.568) I, HREUE (89.04%)
B, R (81.82%) 55 sCD14-ST (81.82%) #i%%, W&ET PCT (84.85%); FHi%
ISREL (4.90) T sCD14-ST (4.37), 5 PCT (4.97) JEAR—F, BAHEMSA LRI

(0.13 vs 0.25. 0.29). *fF FUO & HIRRE X N: 2 sCD14-ST Hk& PCT>0.568
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3 g SCD14-ST Wty PCT A B Ji K # b (K2 W i1

i, WO G AT BEVE K. R, 255 #IWr, sCD14-ST #k#& PCT ££ FUO
IS 2 W SRR 12 W7 AR T sCD14-ST. PCT.

2k ERTR, iXsegh R B sCD14-ST FE 12 WG U H 2 A R Ik G b8 B (11 IR
BB - IR, BEAL FUO JGu 153 5 A B I, R R IR R
1M SFv ESR. 140 TR NEYE A M Bl sm AR PR A 3G, HERR T A W e S 80K
ARBTG5, MAE R B BBt 45 R . sCD14-ST. PCT I A A&l
R A R AE A B Ji DR R R o i B I R 2 A AT 12 W e SR AN 22 56 P A5 FH B0 7R 24
P — T 5 1

TERRTT FUO A= 4bs B G e R AU B I e 1, i A L BE e f) — T 7 15
RKIVEET SAA FI SF 7KF- LA K R4 R B 43 FE IRV 23 FR G0 mT LIORE4H B R e 5 HoAh
JEBE FUO X 4313k, AT 7E s D HiAE I o AT FE 9N 7 [l et i A
FIFIRTHETERNS, HAFEAREAIREOR, AR AR EAN D . HE AR AN
#& sCD14-ST, M T FLAN AN B MG VEM AL (Serum amyloid A, SAA)D, SAA &
— PRI SR A R, RUERFEE T A (amyloid A, AA) [MRTRY)R . i
TR i 4 t SAA FE IS E )2 B 2 sE(AUC=0.791) t PCT HIfIK(AUC=0.872),
1 — TR ZE A4 01 Y sCD14-ST Ml PCT XU frLE A2 BT B /1A 24 (AUC: 0.87 vs
0.84, P>0.05), AHf7LH sCD14-ST 5 PCT X FUO &Gt & 50 112 Wi A REAH 24
(AUC: 0.818vs0.852, P>0.05), H sCD14-ST R {E N4 AL BT 2 Wi Fa bR, #H
LT 5, sSCD14-ST 2 Wrdl i ik 4 b T RE Lk SAA AR X, TMIX 75 5 £ 1 Ak
R SCD14-ST. SAA S F I HiZ A

gL BEBE SR T 2 FUO AU R GBI i, IF B i
T ARG R AU B PR WA R IE SRS S W E , ST R LR AL,
FRATTHIAIE 25 23 HT (R 2 90 A= b S ) e IR G2 RN AR L RIS WA B, PR T K
G20 AR A O AT A bR B AL o HT o SR, AT — SRR Y, B2,
SR LRI T VT FIAF N IRDA A 52 P B R ) 17 AT 50 445 SR A R A e R P s
W BTHEARE D, RIAT RE VAR EWTE A B IR R G S HARB I i2
BT, WARTEAT NSNS ISUE 2 W R B ImR AN . 55 =, X BELLANAGIS (&
P bt . JATIEFMARIE . — & “HRI AR R, (HZAGR (B0 ARPs
OVEDURGAA REE 7. AR — FRiEdk AT 43 2R 00— L AR A HUAE R AT L T 1
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SCD14-ST Bt& PCT 7EAN B IR IR R #h 2 Wi 3 itig

WATREA BT . IR, 3050 B S S 93 A0 2 [ M BB IR A s IR
B SR A4, XTI R 2 A 4 B IR e S AR R L IR LR AL, A SRR AR = R K, W]
CAOr BB G . HE 22 [CBAME TR . AR ICPHME TR . A B e, Rl B kAT 90 A
Yobr SWRILLEG AT, ITTiFe SRR ZS . S0, JRGL PR G I AR g M 5093 i 151
WEHEBRAEAH T2 A0, ARATY AT — /N0 3 = TR G P R H At 2 1R 240 1 G A JRR 4 1
G AT REAEAE, X ATAE 25U sCD14-ST Al PCT MBS R IRLRE . 25 F, ASHF 74Kt
FLRIRFRIEAT T o0, Rk — DI TR ER SOEFR AR BN A AL A RS WA A o 3 L5 FR ]
] BB 2 55 JRELE VbR B TE FUO YL IR 2 Wi THI R 35
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4 ZEig sCD14-ST Bt& PCT 7EAN B IR IR R #eh 2 Wi

4 #Eip

1. FUO SRR AT vz, BEYMEZ2 FUO M 2% R (68.9%); gyt
T, MEIEERZ W (36.8%).

2. ARG UG I R O AR AR K (Z=-4.083, P<0.001), JFEYH B ¥
RE T DURSTIR. S0UF. 2. e gL I (P<0.05).

3. i sCD14-ST. PCT uJ{E RN FUO &M i ML iZ Widgbn, A2 W 1) #isr
R4~ 53.89ng/dl, 1.290ng/ml. {ENFRSLIZWiiER, PCT. sCD14-ST i2WiRiAEM

4. sCD14-ST B4 PCT AT FUO AL MBI S Wik e i fE = T BRI SR 4
br, HREES, FrR KT PCT.

5. IfiE sCD14-ST W {EJy FUO UM R A B G A2 T 4ads, HoZ ik
Wr 5k 54.63ng/dl, HREZ & THRRE.

=
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AR TR & AR P RYIE R R R AN R

MER Gk RE= #HEK
B NMAA 5838 KA T R Geoki 2 1L AL il sl 0 75 2o Al i Tk 5
FEH “IFE s (Setpoint, SP)" LI SRARE. K AVE S AN BGL AN FAh BUR R ) —Fh
B ARR AR R RN, B2 S B R 1, SBORN & B3 AR
BT AR ORERT A w2 KRR B R AE R . A 2R -1
CInterleukin-1, IL-1) MEEIAFEIK T--a (Tumor necrosis factor-a, TNF-o) 14
-6 (IL-6) RRMAMEA T, THMENEK-4 (L-4) FAAKREAKR-10 (IL-10)
PR 1. AAENER-2 (IL-2) J&—FhBEREOE fe s SCREAIH] G 1% 1 4 i [X]
To HAMA 3-8 (IL-8) Z—Fh kg &bk v, FHE (nterferon, IFN) =&
— MU IR T, AR IR WS AR R IR S B MAGE S e A SCBAE H o ASSCRIUAR A
(10978 B AR BRRE A0 K 5 R B S A PRl F-(IL-1+ 2. 4. 6. 8. 10, IFN. TNF &)fE—

KW K T TIRER MRS T

The clinical application and progress of cytokines in febrile diseases
Jinfeng Lai  Ailan Qin

Abstract: The human body has a perfect thermoregulatory system to meet the needs of
normal life activities. The central regulation of body temperature is mainly explained by the
theory of “setting point (setpoint, SP)”. Fever is a positive but nonspecific response of the
body to infections and other pyrogens, which causes immune cells to release cytokines,
leading to a brain protein-mediated rise in body temperature. Cytokines can be roughly
divided into 2 categories: proinflammatory cytokines and anti-inflammatory cytokines.IL-
1,TNF-a,and IL-6 are proinflammatory cytokines, whereas IL-4 and IL-10 are anti-
inflammatory cytokines. IL-2 is a cytokine that can both activate and inhibit immunity. IL-
8 is a neutrophil chemotactic factor, and IFN is a cytokine that plays a key role in the proper
induction and maintenance of innate and acquired immunity. This article reviews the

pathophysiological characteristics of fever and the cytokines related to fever (IL-1, 2, 4, 6,
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5

8, 10, IFN, TNF, etc.).

Keywords: fever, cytokines, interferon, tumor necrosis factor

KT —FhAEHH WHImARRER, 20 N LU ROV B RAEIRE 16T . B R%
BB FHER AN CEEZ TRERRTT (D REERBEE B A, ke O iRbid
. PURRAYD . AR, R REE YA IR . T8 DR B AR &
R TE XS R IR, W 1E ™ AR DL S e AR AR AR, PR AR
TRERIAEE SO B A PR R B3 . R Be R B BE RS e & TR, AR
LTI AEIbR SN, RGN R AR E R R AR S 2 B VayT s PR ATTIS
HABEEE S IATRI, £ 2 HUR PR ML 2k & n] ORI — Fh el 2 Fham i 51
IKCPANFIRE B T B KB AARIER Y], MR T (L-1. 1L-2, IL-4. IL-
6. IL-8. IL-10. IFN. TNF) FER IS o [RGB AT A o A Sl A A i) g B A 2
KEsiPAJ IL-1. 20 4. 6. 8+ 10+ IFN. TNF 78R R i i AE B RIHLEI/E— S84 .
1. & a0 & AT

N BRI 38 s A4 7 37°C(98.68 R IR A2, BERIMANITEHIAE 1'C LA, R
i 0.6°C, =S A 2 AR 1R T RO A BT X i R 58 (Preoptic anterior
hypothalamus, POAH)KIHTT 1. H AT BRI “ i€ 55 (Set point, SP)” 2t
FRAE I — B R A E Sy B 1 B BV R TR I R s A%, A AR Bl T AL
mrH 0.5°C LA BRI MR IR =t V2 R AR, BFEAN R . TR BURH . IREAAR.
KGR SRR SRR JE IR U — Sk iy =4 CRIERE . Uls-PiikE &84 3
PR A8 P BB R, G 3mSR P U SO D 2 i AR OB T P R P B AR

(Endogenous pyrogen, EP) {EHT A& gE MR . 1948 4, Beeson &I T H4H

MR (Leukocyte pyrogen, LP), ZidJERKAI— K57, Beeson HIHH 7T [#1BA it
— B RIAE R AGE AR RIE U 5 P U5 350k 5 4 4 e e 40 (e 4 i
PR L o A ) R P B A S A T 3, R R i N #E R 2 b
(lipopolysaccharide, LPS) 254 Ja 4% i » /5 8h EP B B, PP A2 MBI IL-1. TNF,
IFN. IL-6. EWE4 % 5E& -1 (Macrophage inflammatory protein-1, MIP-1). IL-2
2, ISP i SRR O IR (EP) B 51,

PN YR MR B R S B 28 B L FE Toll #£524K (Toll-like receptor, TLR) /~5H)
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HARIEALAN T A AZ4K (T cellreceptor, TCR) /S T kAN IH LR Z. 7ERT—
Fhigfzrh, LPS 4544 A (lipopolysaccharide-binding protein, LBP) ¥4 LPS ##% 3| n]
W1k CD14(sCD14), 2k LPS-sCD14 B &%), IR EVIH5 5A%- B & 1 1)
PRA IR EESS 571 CD14 (mCD14) 458 )fEM T TLR, #EIMH30 IL-1. TNF. IL-
6 54t i R 1 OBl BRI R A, L% EP A A, BEJS EP TE4HAR N & ORI LR -,
T N0 P 2800508 A R 0 PpbiX 5] R i R — i A 3 T DL 2 PR M 4 B 1
HhEER, e T BRE mEE S (Staphylococcal enterotoxin, SE) Alrh &4k v i
% (toxic shock syndrome toxin-1, TSST-1) DL j#EHiJE (superantigen, SAg) KKK
WA, X RS T T O K EL A A AR - E R A . 24 SAg 54 TCR 45
&lh, ZRFEARRZREE (protein tyrosine kinases, PTKs) #ifib 43t — R 514
KA TN, 8 T AR 2 8 ahis i 50858, FFr= A5 K& i) TNF,
IL-1 AT IFN SE40 P 5

BT & AR AT U 1 Ao BT 0 oA TE U R R A7 8 5 K, I H AR T
PR IE ST 20 TR X R EEA AR AT X T AT (POAH) [, iy o
X = TR b b XA A N E% - (Medial amygdaloid nucleus, MAN) 231, {45 i
TR e — A IE U O AR B AR DR R G o KA BTAT 23 D9 IE A i
AFRF AR, BTN RERERTSIE % E (Prostaglandin E, PGE) 4181 3§
Wz iR (Cyclic adenosine monophosphate, cAMP). Na‘/Ca?*Hifti . 25 b i 52 i ik
ZORICEAE  (Corticotrophin releasing hormone, CRH). IL-10078f1—4%{k % (Nitric
oxide, NO) %, G35 A AL FE RS 2B & & (Arginine vasopressin, AVP) 20211
B 222 Ff ) 2% Co- Melanocyte-stimulating hormone, a-MSH )22 55 25 14 (Annexin,
AD 5o IEFRTAE AR R RIS R T E s IR AR R DA R AR IR K
Fo VFZRF RN, KRGS AN 732 AR TLR AR 1) 78 5 & e s
R B P A DR A 0, TR TR TLR SR a1 R e 4 1) = 22 i [ 123,
BarryWood, ElishaAtkins, PhyllisBodel, SheldonWolff #1 SheldonGreismant®I%t & # &
TFRALEI BT AT 6] 7 A RATB R “AERB 45" K% . 40K T2 572 EPs
gL PR AR FRE, BETT SRR #Y, X2 B A Idx RS — 4RI TLR 5 IL-
1 AR BAT R S 458, X 5 R IR RALE % UIAE G, R ZE) 2, IL-1.
TNF-o 1L-6 55 2R SRR 0 A 7 (045 5 ZUBCRAT I0E NF-«B (3L [F g1, i A
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iR
TR, A2 BARB RN D) SRR 5 T2 T, &
ATTAT AN A4 I IR R T AR R A A 15 4T R TR AT B ) 4 5 R R, T3
A AR FRATTE 90 R H e 5 B TR G R
2. BAMRE T 5K R
A PRl 4 F 5 10-30kDa /N F RIVE T B U, HOA IR s i AR vk vs 1,
B E S LS BT SR B S5 AR, ABAE M R SRR N S AR AN A 31 4 i R A A
FEBIR T B EVEE R B AW, — SRR R T, 55— AR 1.
RIE B ATHIWFSE, IL-1. TNF-a. IL-6. IL-12 A1 IL-18 2 K47, M IL-4. IL-
10 1 1L-13 24T % 2 M PR (24271, P 200 i R - 240 02 B B 25 DRI S 4 LA B i
A, R R R AR T S A A . FSt b, K Z RN AT RE R IA R E R
TH B2, X ARRE T S ATV 22 AR BRI O AR R AR o VF 2 AR IR KPR R IR
JABY BE s BT, E 00 R ARSI 0L 37 4 PR R /K P 2 B C 2 T IR AR
Az, TEEEHISH, AN A T KPR AR AT I . BB R -, o IL-
la. IL-1B8v TNF-a. TNF-B. IL-6 FIBEIR#HZE =1 (Ciliary Neurotrophic Factor,
CNTF) HJHEAE J L2050 P 51 2 A #2281 |EN-o A/ B IFN-y CIE B E 5 )5 BN it
AT SRR KRB, (H H BTG 28 IFN-o f& 752 — M ECR IR 1, X7 A 540
LPS Al IL-1 % 51 PGE2 LA & IFN-o Al IL-6 2 [B] AL b % IL-1 J2& B A 4n i
B b R 4 3R A E-2(Cyclooxygenase-2, COX-2)iA 0% S5, 1 IL-18 Atk S
COX-2 [JRik. EIR IL-18 ZARt 2 IL-1 ZARF R R R, 1H IL-18 A2 5]k A2k,
T F RN B e #4024 26290 (HAF I AT ON IL-2 FETE 5 S TNF-a 512 & B0, iR
b, BURRIBIGIRRZ , BRI T B 4H R R 7K B2 B AR . K
PARAISLING AR, (AR, ARIRASAEAE T S I (R, TR
FASRIRE A DL S SR G i BRI R e P T R 4 T BT KPR A, %o A B JE R A
(FUO) Fim e RIS RS W, FIWHm 1 PPN 7 8OG T TS, A S L
RO PRANME, AR SRR BRI o W40 M R 7 (R4 44« AR s DL TE IR |
182 o
2.11L-1
FZM -1 (IL-1D) 2 —FhE S s B R RN 1, SRyl i Gery®55 A4
ARE, ABATTER BT VR /N BRI B TE AT 22 53 240 I AR AP TE I L T 35
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B e, WHFERI, IL-1 H UM 8] 1) Al A 20 B R 23 R0 B g i o 6, ] e 2
FAREA A=, DA AR B 5 5 2 Fh Ga it [ B, LS B 28 T R AR
YR e RN R S 122 A A FR-L(IL-1)PE S5 4 A PR PSR A R o F0 B 2D,
EATRANF G OfR 2 B BRI, B AR EEM WA, o BFEER AT
FERELE G X T HA LR, JUPER T MERSA S EMHA RS IL-
| o2 ST AN G B RS IS A S R PR B L R A o, 7E T BBt B A ke 5 — A5 48
FIFER, BHE IL-2 2R IL-2 B SRR RE . B 5 AR S K -7 v EEHE T
WAL B 4, SIS, HAh, EEERE 2 A T i, BFE T
FUMRER . BRI R . &bl 28 JIR AN 22 st il A= K DR 70390, IL-1 L IE B i — o e 2
FIUE PSR, RN T EA IL-1 a5 RAR A &, IL-1 RIS SZ B kg 1 .
IL-1 V& PEAE IR H AR VDA P od o R R B, (BAEIRRGS . SR IR 20 245 4% I ]
AR 5 50040, (Y20 A 28-L(1L-1) VAT 250 Bl A P R 46 i P s e o ff) 6 22 A J T
%25, HATBoRMZ (IEIR R, IL-1 &4 52 7 RN YR 2 B (0 B
PR, AR & P DG B0 SR i SORE AR R R o IL-1 B VR 2 AR 0E v, L dE X N 4
Wy AT RS, M IL-Ip KT 528 KR LR & 2t R E. fEH
IL-6 5% IL-1Ra /KP4 W SHEIE. KIE. 015G BAEYHEF N 5 S 50
I ERE AR, BRIEXT LI SR Z /N SRR FE SRR 1L-6 1509 IL-IB O AR A5
P, IL-1 25 T Z 90 AEBE . 3 IR 240G 3, B IRTT JORE MR
F A T S5 TR e,

2.2 1L-2

FZM A 3R-2 (IL-2) 1E 30 ZAERTE R, &P BAAAERIER Thl 41
K7, 2&—Fh 133 NMEILERZLA 15.5kDa IERIRFEALE [, 7E45M L5 1IL-4 3¢
% 24 0 - 15 5 40 i B 7% )3 5] 1 ( Granulocyte-macrophage colony stimulating factor, GM-
CSF) #Hfh. 1L-2 8% T 4=+ K7 (T cell growth factor, TCGF) /& &ZH—4>
ORI SERRHEA I A AR A A =10, 1L-2 FZE SR B T 40
Ma (T helper cells, Th CD4+) /=4, FEEMRSMEGE T AMAAEK. IL-2 AE T ke
Yiff (CD®). B IRAHMIFIIA M T 48 (Regulatory T cells, Treg) HhaRikBEes ¥,
IL-2 P AR AN A 5 1 S e B, #if) B kEE A A= KR a4k, (230 & Fh 4 i
TR AT AE P . Th SRR 1L-2 7644 P i 32 B A2 Sof Treg 40120
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B, M5 H G2 AR, IL-2 F-A B BRI X T e #T 5 (POAH)
SRR, T2 SO TNF, XATRER IL-2 V897 R R BN R SR o IL-
2 J&— PP L RE IO S e SCREAM I S R 4R M B 7, 3 M G e R S 5L O TR T
HYPiiE £ (Graft versus host disease, GVHD). SLE. KJZMECHERG (Rheumatic
heart disease, RHD). Fu%' B A5t 1 4 gy 4% 8.,

2.3 1L-4

FARA 34 (L-4) 2B Sl T4 e 7, ©A IL-4 G PIFRAS [ (1 32 44
SEW): IL-4Ro BERlye BE. 1L-4 Z4BIPE T 4U(Th2). &6 k4 A A AR 20 i 4
WA T AN IR, FAL T etk 50311 _ERIANIRIR AL RAR N . A B 701 Y,
IL-4 7575 5o A B T bk 240 M (ThO) 734k 2 B4k Bh 41 T(Th2)Hh e 25 G
TER o IL-4 B—F BA LR R4 5=, w4 IL-1. 1IL-6 A1 TNF-a 55 R VR4
FRPR (7= 2E o IL-4 58 BAAWEAE R S TR R, 24 AR g AE 4 T 2004
RGN R E R RO, [FR, L4 fE oy — R E M R R TR T, WA S
B kL4 A 1g EMY,

IL-4 FEAAR AN YR AR BP AT B 2N, B8 57028 OB I 5 (W i ) A K
H RTINS il 4 52 AR (Mycoplasma pneumonia, MP) JE Ji B2 () 3 B AH S K] 25
Zz—M2 HEAE) CD* T = A1 IL-4 w] DUt U piltol, 1L-4 B ZHh s
I BUEAE B SRR AETE T o -4 FEAEHE Th2 20 2= B4 A0 T K 4 i 1 5 Y [R] i
xF B 4HMLY 1g E A 1gGL HEL e 3 Wbt s 22 S A o 1L-4 FIPE IR T3
) Th2 [, 38T Be Nt 5 0 B R I A M S, X B~ 1L-4 1)
1 F AT a7 B T4 i s i 42

IL-4 JER ) 2 A M 0T e S BUEAR N RIEACH IR, 5 805 DhRe 1 2L,
PRONHAE R [ B G s PR TR AT B VE . 4ERIEN2), L4 R Z AWMU E T
ZIRGNE A ¢, T B ARG B (e IE TR IR D s B PR A
B0 IR DG 28 BE RO JE BB AR L R ME L1 98 L 2 R I RE AL SE AT Behget
TR K AR T 5 A% WAPIFIIERY, IL-4VNTR 28558 EMEEHR .
PEFT R IEURILTS e R I /N 3D 1 S A B R U Y i 2R B R S5 0 %o IL-
4 FEFUA =R L 1 LT REAN ZERE I 9 LN T 2 S 3 O 40 i A e rh o o
TER, BULTEHTCITERI s, 102 TE4H M Gy Hh AT Je — o 2 2 1) 40 i IR 1431
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24 1L-6

AN %-6 (IL-6) &—FoFE AN 26 kDa (£ IfedieR 7, n%ES B 41
YR 5 40 B oot . M 0E DA R I A5 A B AE K PR -1~ (Vascular endothelial growth factor,
VEGF) 14344, 1L-6 2 —Fra o1, KT RN A (R 5 A0 R AR,
X E T R . 1L-6 32 AR AE D EAm b L, s anf. B, —
e 4 AN b R A ARST . A R R R AE RO I R IR AN S B E R SRR
ARAAE A=A, A& B 4R CD¥T 4 =446, 1L-6 Zf I Bk 51 45
IL-6. 1L-11. A dsE-F (Leukemia inhibitory factor, LIF). BRI T M
(Oncostatin M, OSM). CNTF. ‘0fJiE #=KF-1 (Cardiotropin-1, CT-1). #iffhss
B FEN F-1/B 41 A )35 1--3  (Novel neurotrophin-1/B cell-stimulating factor-3, NNT-
1/BSF-3). #£4 % (Neuropoietin, NPN). IL-27 1 [L-31 2461

IL-6 MU Z 5 %% KRG HH0E, T HES 5 HALRE . R 4ERk&
AU L ZMAThEE, ICAE NN IEMERR R FEERI, 1L-6 #5158 EFiHX
WA G, A FE R, SRR RGN B B R A O N B B R B I R L )
— Gy, AT REAE AR o g SN TS TR AR Y o CEAR TR gy . SO0 A L i
BT, RO MR AR IL-6 AKFF . CERERY, EF2Y
B, IL-6 AT RS e KA AR 5T, IEFA Y IL-6 W] REANRE 2 LK R FE (BBB), HE
A EH A R i, R IR B A [ L wT A2 T b 7Y 5 — 5T, IL-6 (R TR,
AN REAR T RE T 1 A i b B2 f A, TR iR AS & 8 1IL-6 4% (Membrane-bound
IL-6 receptor, mBIL-6R) #1F[1). 1X—M X IL-6 1F iR T7 18 14 28 5 M i iR T
BELUT B A B 46, -6 & —FP 2 R -, R AROE AR XUIEH (Rheumatic
fever, RF) /RUBPECOHEE (RHD) S M2 /K-FI R E, XAaes B 4k
G B Pk R A B,

251L-8

FIAH A 22-8 (1L-8), J5 44 A B A 20 M iUt 1) wh P RL 4 i A PR 71981, 2 AN LPS
A N AN E BN K% 4R (Peripheral blood mononuclear cells, PBMC) #%3% Figk
HRAE R . IL-8 R HT 99 MM, TMAGAN IL-8 431 H 14 MR 2 5
M OBERAR AR, X S5EANEARIEA R AR IL-8 70 THiIE &4 4 ¢
PR E R A, ELTT PR AN 2 I R e 75 2t e [ o 490 . 1L-8 T S 4 i A s 2T 4 4
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Mooy, T T 2Hpf WERRPERIANAE .. PRI A AEORAH AL . I A RN A 5 T 4t
FAT b A FreT 501, 1L-8 I AT LAY Hh b 400 MR S v i Ak, B B A A
a-H FEWEEF R AN P-4 BERERREE . LAk, 1L-8 8 T ik A -4 RS I 401 (Lectin-
cellular adhesion molecule, LECAM) Hfiitv& Al MACL 3Rk . IL-8 if5 3 R ki 4
5 R A P B AH AR B, A o MR M % P R A E A VY. A SR I, IL-8 i
PCT BX-AAarill 2 12 W b Pk 240 P s /DR 2838 2 B UL ILRE (1) R ZF 48 A, IF HAA B Tt
0 B e fe e T Ve L 0 el D R TR O, DRI 1L-8 /K RT A g g i
R 7 A R S () TR o R P

2.6 1L-10

IL-10 2 — 85 22 (1) G e 1 15 [, LA b2 —Fh 4y 7504 18 kDa ¥ 2 Jik 52,
FEB T 400, B 4. PRGN BRI SRR M S5 A0 DL S — 26 b Rz 4
Fp=A05% 341 A T 90 A S e ik FH 39T, 1L-10 T $vsh] 25 ok e p 1 98 40 i DA
FRORE I, 3 AT B -5 L) B A% 40 M AN R 4 M T 1 R R R AU R A R BT
SRR T (R 5, 7 e B L5 B A B e E KR - A T AR WA R L
10 78 e 75 i i A 1Al A W AE R R, 1% 1L-10 ]R8 & —AMAHX ReE I AT DAFE I ik
BHE ™ B MR B B IL-10 KPP T E S TUEA RAHE, SR, &
& IL-10 CHEE BT DUORY R G0 32 SRE MR 280551, 1L-10 FTREIE I 7 S& 101 B 41
AWK 190G 1gA FI IgM,  TEARIRR B FRFBOR R OR FE B BEAE A . BARG It 7 4R
B PR, 550 BEOK - SR H i SR TR A S SR St I, 1L-10 ZKP B35 . R,
P BRI H AR EPE A 1IL-10 Sk R T IL-10 /510 T 40305 A0 B 41 i vis 4 2 T8
SPAA (1 B, T IX 5 TR 7 L — AP B TR IL-10 X HLSZ 4K IL-10RA AT IL-10RB
FEZ M G AR VR T ) B 2380, R R SOREYE IR . 3 Fh B B S B 1t HAR
J T RS R S5 04 o 7E KGR OB B B A B BL,  1L-10 #G 3Rk, A4 28 5E
SREe BRI, RVEGHIIRIE 1L-10 5244 (75 0 7E 95 17 e e B fts BB 3 m BB A BT AT
SiAh, EERFREYN, IL-10 H5HABGIRE I E BRI R, XRWER RN
P, S e B R ) AT B VA PR T LA 4 A R8T

2.7 IFN

TR FN) & —M4afE 1, 7E IR 2 AGERR S0 R S g% PSR fe e rh e
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FEREIEM. CRIMIFN A =25, 18 1 RR I &Y, efi il 7 R ks im0k HiE
Fo 1 BLIFN (IFN-o/B) A1 11 B IFN CIFN-=y) 2 58 KM G 2 AR A 4 928 I S PR 205
& 1AL IFN A4% IFN-ALL IFN-A2 A1 IFN-A3, HIhfig 5 | & IFN ARS8,

| BT RS 17 SRR 4L, @i IFN-a/B iS00, 1 8 IFN it 570 22 Fo
BRI G VLT, QTIbR EL 4 PR A ik 285 FEE i B 4 975 B ( Lymiphocytic choriomeningitis virus,
LCMV). ZEGRFFE AR A7 75 (Semliki Forest) FIZK a1 0 & W5, | B4 IFN FI{EH B A
PoRhRs k. — ROk UG, ARG iR s RS, PO IRRIIE 1 4 A
M 2 A2 E LA 9 P20 B DR T A AL IR 7 A 3 B R B SO SR, 4 | B IFN, 3X 24t
o 917 40 iy 6 75 AOTOOT o 1 YT 3 e LA s 7 2 o) ) SO 1) R B A o AR AR S
F W, IFN-B /) mRNA /KRG 1 /N T, RS 24 /N R %5
PRAR K601

AL IFN, XFCA IFN-y, RIXETHER AR . IFN-y /2 i 2 f 2 40 i
FEALI, G B AR AS (Natural Killer, NKO 21 NKT 2. &4 #k AL CInnate
lymphoid cells, ILC) LLJ CD4 F1 CD8T 4iffl. 11 B IFN fEXTHUir 2 4ipe . 25 A4 HUAl
L R R YL OCE B, IFN-y 7RIS U R S RS0 e A2 i B e B 4
BrBL, iR G S R R AR O

BN 2 TR KRR, R IFN-L, &ILT 2003 4E10H | fL4E IFN-
Al (IL-29). IFN-A2 (IL-28A). IFN-A3 (IL-28B) Fl IFN-A4[521 ) B fi i id IFN-A %2
K (IFN-AR) RHME S, %%kl IFN-ARL 8581 IL-10R2 BE2H /. IFN-A & —KHAg
FURBEEYE 175 IR 40 A8 T AR S D RE T AR A . 11 &Y IFN ARG 7E
b R g 83 S gk, HL 3@ i B S A B ST 1 G S R TE M SR AR A L B B R
IFN-A E VA TREAE « 973 BRI B B G2 1 32295 3R 10 (038 7 A a8 S Iy Tt R H5 55
HEAVRRE RO, 1L-29 @RI IFN-A KRR, W7 SR A st e,
VA R DhRE I B BRI, SR B ™ 8 8 #84 (Dengue fever, DF) &Il
G BNLE B ATIEA T ATE R, SRS BN SE R O 190, — I 7T I,
DF &35 & A KEM 1B IFN-A K, HTREERA B R AP, 1ok, IL-
29 FIREIAI 1 BYFHR ZFE P R AR ik N S IF A0 M (R i 253 S S, AN T o 0 T 2 ¢
i B3 R FLA T TE YR T 1 F 82 S8 A — THURTE 5 B B A HOBR AR 9% 28 2 135 1L-28 A
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5

IL-29 /KT LA 1L28Brs8099917 22 25 fit) {4k Fi (661,

2.8 TNF

IRESRSEIR T (TNF) St 55 Coley® 1 1894 4R A& BLAY, A4 N E 56 4 1 i
W, MNTRIASE R SR AE - 1975 4, Carswell K&k Ft Ay BRI 3 ik g SR S8R 5 (TNF)
(451, TNF 40 R 7 S R A 048 11 ALES AR 11 TNF A0 UiA 2 LT ol®®, TNF-o /2 —Fh
T B AN R A A WA T A PR RER T, A 1 B T g Onie, SRk
MM TE AN A 1) SRE AT RS o TNF-a FERIA T N KR 6 5 etk b, HELgksz
NF-kB ] 75F. TNF-o HMMIER, —MREBEEGER, J—MrlEtRTE =284,
TNF-b & —FhB PG 07, WERCORE S R-a, FER T 4074, A
MR AEAENS), TNF 218 X A P ot S i) B BT IR o 4 DN ORI
A RRE(E S, SSRGS TRIRIE, TR HEP BRI S0 K G2 (1 25 AN R A5 10,
SIS AR PR EIE R , RUEHE T TNF-o J2& ™ 5 ST 1 B B A bR iy, 78
KT MRERE M BGEIE LI, BRI mIR L TNF KF, I A5 &M gi i
TP AR TT REXT AN R I PR 45 SR T E A, BRI, I PRFF R ) TNF i 77 vy
TR IEEN A TNF 2 8XIE T % (Rheumatoid arthritis, RA) 4&5E )
FERFTR T FHFRAEI, £ RA BEDHIF TNF BHDHIEHA 2R ail, £H5
D AP ST R I BEAE, D R MR DR T RRIE, D AR R, B T
PRTEYE, T UM BIEIE AL, DA RS R s T, — st s
TNF BT 2 AE F R8I 0] 1L-10 455 SEILET, 1334 A 1A 8 P 7R LR A0 A
FREAFAEO, Ak, VF2 R IE R, TNF R EGPER T ) E BN R 2 —T4,
3. INERRREE

FEIX—Fh, FRATEES 1 R B BRI R L, DA A5 R FARE O (R 48 i [R] -1- [1)
BORTRERE . BT, KA R st m, TS B0 AR T s R4S
PRIR VA E SRS, MURTIX R R ET#E (POAH) B ¥t O AR 4ERR#E 37°C+1°C,
S RN 7= B I AR P16 DL R RS UL 2 (184 - POAH Hh IR 42 JTAE AR IR 49
o Hp A T, G R P R 2 T T LR R IR (R A, RSk 1 AME
L TR 52 25 1 SR ik A A LTS T8 AP UL R #A R R T 1 A, T AVP
T AR R S BRI, TR AR T LA BN 3R VL 2 B A s AR B BT et 77 78l
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— LR SR B AVP SRS AVP Xt POAH R FEEBUR & u IR <, SR,
AVP PRI AL LTS A Rt 7T 798

WTHEBIGIAEY), FRIAD RIS FLAY T 1 2 B 5SS, 200 A5
FRLSIER #Y, R AN AE — R W PR s nT LSRR K. e, AMIT—H
TE AR Py PR PR SR B % B -5 9k B 40 35 AL K7~ (Leukocyte activating factor,
LAR) SE4AHTE, J& & BUIEIEH MO B4/ R-1(1L-1), 2R R g 72
— B2 Sk — R IURAE T NATTRE LR 240 i R 1 D9 R FA R EPs AR LSRRI #v i) AR
Y2 5 BN 1 3E— 2D 7T o A B B B G 2 200 R — 6 e e s 4 L URIURE
T — RN T A RERZ K, HA 4 ()5 S AL 6 AN G TR o AR i
MERGH —NEIRNAREA M2, REABHT, W 1L-1. TNF-o f1 IL-6 25
B EPs, EAURERERAEM,: m—Lei R R 1, 4 IL-4 A1 IL-10, WA
GEASE o 1L-8 & — R R A B AR 7, IFN PR IE 5 15 5 A4 RR e R 1 4
PEFIIRAFVE G P OGS F o X S IR 7 5 R AV DA DG, TEAR IR T it 5 &
TAE

M3 1L-6 % FRREERS T, DART it FuE PR X 2 2% I PH P R R 4
2 PR A 5 | 1 B ISR Pt R e 7 A S R TN A 3 T 7 T R A K 18384,
5 CRP. PCT Ml IL-6 #HEL, IL-10 s& — it e/ D A TEAR A, (HE R IRAIEE 2
P 9 A T AR 0 J e BB A A e e 200 9k 2 i S s 1t 7 AR B Al A IR L
FLIBBST Sy TAE IL-10 SONIRIR B8 FH AR WA 4, B 7E T AR A 0 B G R R e e
A5 R 7 THI R4 FE AR B 22 1R R AT 7 P A5 B SR E

FUE 35 JLAE BT B AERIC) . 2R AEYbRic 4L A R A bR e s
SR, ARATIAEAEVE 2 AR AA TR 50 o E T4 F R AR 4o 22 2 G P 400 ik R )
ZCART AN, AN 715 5 A N HRAROR AR 1) R R AL AR SE A I, B — 1
A B DR 2 Wil D1 AN e, DRI 75 B2 B0 22 P I R 978 SR AR 22 b 4 i R -1 6
£ Hofh A= AR EADTE R IR IS WT . B2 W7 (0 L AN (B . T J2E K] R B B A
FEL AR B R IR R AR, A I Al AR 0 R4 iz B TRy sk g, an A i
R RIF 2O ST FLRRA TR PPIRTE T BRI . ™ e A T SR L
FREERE « RIRME S Ze AR 1 IL78 FHbR LR DA R — S S g o 41 IR 1 26 4 1) 751
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