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[Abstract] Infectious diseases are common in clinical practice. Early diagnosis of infectious diseases is difficult

only depending on clinical symptoms, signs and imaging manifestations, and it may lead to misdiagnosis and missed
diagnosis. Infection related biomarkers can not only be used for early diagnosis of infectious diseases, but also for risk

stratification, prognosis judgment, and treatment response monitoring. In this article, acute phase reaction proteins,

soluble receptors, cell surface molecules and other infection related biomarkers are reviewed.
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RARW G R B2 W 53897, 25 5 JF TR Ry I g PE K o
T T RETEW I Ay e 20, R PE B 12 9T 14 42 b
I SRR B 3 E DR B g B [ 7 I PR N A — S 4 R
B 2B W bs A AT BB OB R A R T A i
TRYL BRI FBe 2 — 8 I A M bR A 4 5 A0 JE i i 4
JH T K. R 20 R B R W LCR N #E I (C-reaction
protein, CRP) #1 B 45 2 it (procalcitonin, PCT)[2 AR SO I AR
o6 S 1 B TR T I SRR A O A W bR AR LRIk T
A 35 22k IR B A 1T A7 A R4 L R4

— RAMENEREER

1S FE R AE S A (serum amyloid A,SAA)

SAA F= B R N A R A T DL RS A R 2 b
(lipopolysaccharides , LPS) 45 £ I 4 i Ho 5 B , % LPS 75 5 11
SAE HEAT A C A P 5 1 32 I 0 R G T AR

B4 B 7 T EL AT — 2 I PRI AR . Schweizer 45 ¥ Xt i
283 9 2tk et 1 A o R A & BRA A AN 367 R A
J A A ST 36 IE BB HEAT T WESE, B SAA S R E kR
YL W T T, 2 SAA &L TF G AHE (4.0 pe/mL) I 5
0 I A e g8 e 0 1] 24 A R 1 R O 81.0% , 4 5
Hh 44.5% AT A HEBR b . R T X 187 4] COVID-19
B WO PRI S AR, B COVID-19 BH 15 1
TN SAA W W T E fE TR H SAA RUVR R RE B H
4 4% W R SAA KA B TFAl COVID-19 B #%
Jog AR ES SAA VT LU TF I ERAE 1012 I 5 S S W, 8
Sy, —TUE A L ICU /Y 68 151 5BE el ik 35 5 B A= JL A 51
1513 e 7 0 0 26 LA T TS, A B SAA X AR LI 7
TNF-cu IL-6 Al 1L-10 45 5 =5 /12 Wi i (8, A7 Bl T Wl i 1
25)ATT 48~96 h & 96~144 h R YT &L, ZEXT 100 B9k
18 PRk & PG IS 5 G835 R L SAA TT LA X 43 JHk 27 AE A
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PCT i CRP™, {FH SAA 7£12 Wil 25 AE 14 165 PR IS FH A {8 7 T A4
— WY R B Suil FEEIXE 36 1] SE B g I B UEAT THFST,
L SAA T DL T e B AE 14 12 18, HR R R 50.00%
54kl 37.50% ,AUC 2 0.870, {H i B 1% 4 (8 A
PCT.

2. i % 45 4 % 1 (heparin-binding protein, HBP)

HBP Sk I T Hh M 40 L, 3 B2 6% 47 T 0 3 00kL , 2035
SHREAE T A /N AERRYR R 1 h P R A i 3 Ak S
Ji WUk, B HBP®, HBP ] LA T2 Wi 410 5 & |, Kong
SFUON AR T 323 i 2 SNRE TR IS BE AL AR o 28 AR Gk e iR
F RO, & BN I HBP 75 % A G 20 T RO 7 AR
F PCT, 24 H4b F1lfi S48 (23.0 ng/mL) 5}, HBP 2 W 41 7 J e
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L1 B B ik (9 A 7 R0 DAL, A T 2 5 1 ey O T PCT il
CRP!M, Kahn S502%F 718 il 56U Y 1) 208 ) i 4 BF 98 & 3,
24 HBP &b T FAE (15 ng/mL) iF , HBP T e 75 4 16 & 2 0
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88.0% ,AUC 2} 0.82, Xue Fl Yu' %} ICU "t 146 191 Jg it 7k fk
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1 JC 3 X 4 B — R e TR A5 B g, DM I A I PR H 25 48 5 07 ThT
H— 7 Y Ry BR A

3. PR R 40 M 35 B 1 (human neutrophil lipocalin,
HNL)

FINL J2 78 P 40 i 7 9 0 vk e i — MR B L R T
NG U R A . MU S HNL 76 TLR i 5 F %3k
WO, FLAE AR A0 TR e 1 e R MR B A R s LA TR )
AN, BFSE & B, HNL /K- AE 6% IX 4 Stk IR s iR e e B b T
TSR G E |, I L AT LS A 2 B v A 22 B
JEee T 525 . HINL 34 A LA32 W e 5 00 , DPA e 75 4
RS TR A MR E AR DGR T I R e A
AR Al I M e 03 A 1005 R PR T HINL 179 K P 5
17 Zhang S8 174 46 835 (70 1) e 150 2B 3 69 AT
SR A I T T AT B ) AN 35 44 6 R HEAT T ORRSE R
HNL 7K ¥ £ I 8 AE 7735 20 FAE T 20 & 3% 22 5% HNL /9 Il
FHH 4 85.33 ng/ml B, T K 7 0 E T KUE (9 AUC R
0.619, RHE Ny 69.23% K¢ 71 H 50.00% , Wu S5 112 i)

WA HE A I 25 44 g B X BE A UEAT TS, RIS HNL
A Bl VA e R AE 1 7 SRR BE T FLZ W R E 2R 28 d BB TS
PR A0 ST FE R 2R A N X055 22 /R e AT i2 Wi . Huang
RO 130 175 ft BE X IEREAS (94 £y HINT J& s 525 F 100 £y
COVID-19 3 R REA IF AT T 058 43 #7 , & B0 HINL 76 9 2%
o5 TR R LR LS e T AR AR G

4. P9 7 A0 57 P 43 F-1 (Endocan)

Endocan J& —FAf X} 4+ BT 5 2 50 000 9 &8 1 R, &
L AP B A0 M R ik, H AR IO R 43 0 32 TL-1B  TNF-a
FILPS 191 $5RY, Endocan 7T L2 Wi 41 B & Y, Zuwala-Jagiello
S xd 126 0T BE AL B UE AT T ESE, 45 AER Il
Endocan =2.05 ng/mL, 12 W7 < 1% 42 1 JFF 55 4k, £ 4 200 BT e 1
TP N 76.1% ,F5 51K 85.0% ., Endocan i 1] JT] 118 14
9o 5 3 0 E T A J i 8 e e 4 SR 4G I, Endocan 7E i #E
HE 1) 12 W B 135 7 T AR BE YA 5 TS O B LA I R N
Wl . Seo X} 78 Pl e i (F b A 52 Bk 0E SR )
PEAT T HIFSE, 5 5 3% B T4 IUAE A 4 19 135 Endocan 7K P 5 F
IF B LT B %, I3 Endocan 76 B % 8 e 24 h 412 W e
BRSSPl 85.7% , RAKE N 41.3% . Yu % HL e 7 48 &
H 2P B B 0 BB Endocan 7K 7 I 5 Al Sobk B 4 4 e
TR E . HA IR, Endocan T 1 g [He 34 4 P ™ T
Pt B R AL ARG Y I U R 0 i R ) T 9 A2, - E
] e 5 iE £ 35 7R S8 %, Endocan ¥ BE AE34 I 1 ng/mL, JET- 2R
B3 11.1%>,
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1T 35 1 3 2 40 B fioh % 2 445~ 1 (soluble triggering receptor
expressed on myeloid cells-1,sTREM-1)

STREM-1 J& —Fp 24 7 230 A~ 2 S i) ROBE 25 11, e N oy
A — AN REER R 1 V-SET 38, 2 08 Bk 2K 1188 5 1 4l
I3 T A2 A, T At A 8 1 A K IR T RN IR T B B
R AT i A R 0 0 kR R A i 11 O < Y R
T AR AN A B RO e i K A B T) Y, Chen 4529
Xt 94 4 I TR (912 i 2 MEIF R8s (ACLF) H A& DL 49
BIARIEGe (1 ACLF JF AT T 58, 45 R £ W sTREM-1 27
W2 W ACLF 35 MRFEIE M 7E A Wi hn ¥ . sTREM-1 AL
A LLS B | B BE PP I ) AR BE . A WE O R AR A
JUIZ AR 2R ] A% BB Y M VORI VS STREM-1 7K - BH i
T g s, B sSTREM-1 /K1 5 5 Ji %8 1) S A ™ 1
TR ARG, B XS 1142 507 9] % b B F 5 3R W), sTREM- 1
FEVUNA f& e 2B A e i & GR35 4T PCT M1 CRP, Ik
Hb sTREM-1 T gk 4 g 2 28 d JET- 3 Jy it 3 3 HH R 4r 1
WA PERY,
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2. WV MR DR G R £F U R B0 W 32 K (soluble
urokinase plasminogen activator receptor,suPAR)

suPAR J2 —FP A 11, RAE M suPAR 1 M 41 Bl %
I 24 R R S R R, L B A R A AR Ut 4l
T H B AN B suPAR FT LIS WYY 35 5 25, AT LA
TR R S B . —TRIE AT T 36 B35 IR E
o i S I AR R U IR B2 T R PR suPAR KT
S5 B A JR suPAR B TFE IR 5 R B kT
SR OGEA e A et e s R A O B b R AR 1l
TFR G0 R R P suPAR JKE X T AR YL s ]
PR R BT A BRI RO . 534k xE 162 0 AR R
A A B 3 B BIF ST R 30, /B35 PR NI 3R (9 suPAR /K7 5 17 2
FilE /N 4 1 42 B SRR R (1) 7™ T Bt 3 AR G, % T L3S, suPAR
T 9 9 A8 LAY A BE A T 3 B B M E A M, H K
suPAR 7K P il 2 95 55 7™ T A B 38 00 1 T i, ) A M e
99 30 JR R4 g 7 B AR

S HBRRESF

L.H K241 S CD64 (neutrophil CD64,nCD64)

nCD64 J& — Rl i 2k M Z 1, 5 1oG HEENY Fe #8545
H o HEREA R nCD64 7 i ELTR A (1 v o 41 2 10 11 %
5 7K V-8 R AR AT, E 7 20 TR JER e ) R ) s 2 e T R e
Ja LA /NPT, nCD64 126 5 B 35 T /=™, Peng S559%) 115
161 RS M HE A (Hih o 50 B e BB ) Rl 26 44 B e Al
AT T W5, KB nCD64 X J& 4L A7 B 47 /Y 12 W7 2L hg
nCD64>3 089 & 5 B fH [ & e (2 57 fE 5 P K . Liu 55
Xt 2R RUE Y BT 348 ik R F AT THFSE, KB
nCDO64 1IN+ A7 By 12 Wt ik 3 MR o REAl LS 24 I A
S 13.50 B TG g 28 d AE TR R AL N 95.45%,
B2 R 51.39%,AUC 7 0.758 2. nCD64 7R 2 Wi , PFAh
TG 7 1A B3 0 0 DR NE P L, 4% 10 9 I 05k 24 400 1 45 531
BWIT A — 3 0 R BRI R UL AT 2T BT e R
JRYL Y nCD64 15 4034 .35 & T R AR Y, A nCD64 g S
A DAy DX 200 TR IR 4 R R I A W b S, A A
HoAth 8 A5 A G AT S 908 W, v [ — 00 i B 4F 5 % 308 451
BE ol gl Bl MR BT 1Y A AT T HFSY, 48t nCD64 .CD24
WA BAZ AN E B CX3CR1 3% 3k 6t 1 30112 W7 6 2 Je& e 7
— 2 Y (EE,

2. HR% 40 M2 140 B DR 40 )5 (monocyte human
leukocyte antigen-DR,mHLA-DR)

mHLA-DR 22 Mty F 2 A B A ML & 1 2595,
FETBIYE T 41 AY 3 APC, 2 1A T DC AR AN | 1w 4n
Jieh B9 EL A0 1 A0 R Ak T b B 4TI mHLA-DR

IF ALK 2 P 200 i 0 2 00 ) 6 TR 1 U B, 2 T AL A% A it i 5k
SRR T B TS B I S RN M R AR, mHLA-DR
1) 2 35 7K 7 AT LT T 3000 4 & I e 3T AN B S . mHLA-DR
FIKEAL T 8 000AB/C 8 H5 L2 A K F 5 ICU & 2 4k & g e
M, Y IR RE M 2l RS BB B g R,
mHLA-DR 3 35 U6l 2> J& T S b1 %2 M i e 58 % A IR 359 1Y
AT AELE W RR A, AL, Layios 640 99 i [H R LA A1 i
KAAE ICU B fi 35 58 5 AT 1 05T, 19 191 58 3% Hh B4k & Pk
e 4 4 B R e PE AR 7, mHLA-DR A 26 3% 15 Bl 25 4T 79 %2 Ji8 il
SEARDE, 2 mHLA-DR i 5B 1 090 i, F50 i 25 4E 19 765
N 96.8% ,HE MRy 51.4% ., 55— 50 BilE G D B A%
I SRR P A s B B 9 & B, mHLA-DR A Bh T 1 ) ek
e VER 8 f B Ak R R B SR, MG A
5 000 B, RN 60% 4 5P R 57.5%), mHLA-DR 91k
FIR BN R S T IR B gk R R SET R R g ]
S T P 6 SR A ST A HLA-DR %3k S 8URE K
HE AN LG5 TR B XU B e

M g51E

FS X CAiN DA A & I RS ced N U T e i R 4
P VEPRIR B2 W S S WD ™ R A TS R R I R
2 M A BB 5 7 S0 I AT B G B R
RIS HABAR SC L B R KA G55, A KT 22 Fh A W b
W, DAAE 54 b 38 W e P R 1 A | AN e g M R
R 48 IR 2
RIS A 1 3 7 MR AEAE R 25 o
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