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Abstract

Objective: To retrospectively analyze the clinical characteristics of patients with histiocytic ne-
crotizing lymphadenitis (HNL), compare the differences between the pediatric group and the adult
group, and expand the understanding and diagnosis of this disease to reduce the rate of missed di-
agnosis and misdiagnosis. Methods: The clinical characteristics of 82 patients with HNL who were
hospitalized at the First Affiliated Hospital of Air Force Military Medical University from January
2010 to June 2024 were collected, including general information, clinical manifestations, auxiliary
examinations (including systemic inflammatory indicators NLR, PLR, LMR, SII and SIRI), lymph node
pathological biopsy, treatment and prognosis. The differences in clinical characteristics between
the pediatric group (<18 years old) and the adult group (=18 years old) were compared and ana-
lyzed. Results: A total of 82 patients with HNL were included, with a male-to-female ratio of 1.41:1.
All patients presented with fever and lymphadenopathy successively, with bilateral cervical lym-
phadenopathy (79.3%) being the most common, and 68.3% accompanied by lymphadenopathy
pain. The most common accompanying symptoms were tonsillar hypertrophy (63.4%) and cough
(41.5%), followed by sore throat (26.8%), headache (22.0%), splenomegaly (20.7%), rash (18.3%),
abdominal pain (15.9%), and muscle and joint pain (12.2%). A few patients (8.5%) had symptoms
such as oral ulcers, thrush, and chest tightness. Laboratory tests: The most common were elevated
LDH (93.9%), elevated ESR (81.7%), elevated PCT and IL-6 (82.7%), leukopenia (78.0%), and ele-
vated ferritin (71.4%). Other common findings included elevated hypersensitive CRP (66.7%), de-
creased albumin (65.9%), decreased neutrophils (53.7%), and thrombocytopenia (50.0%). A few
had abnormal liver function (19.5%), and anemia was rare (2.4%). Etiology: The infection rates of
EBV, Mycoplasma pneumoniae, rubella virus, HSV-1, CMV, and Streptococcus were 90.4%, 43.6%,
40.0%, 30.0%, 22.5%, and 21.9%, respectively. Only 5.0% had influenza virus infection, and 4.8%
had Mycobacterium tuberculosis infection. Inmunohistochemistry: The expression rates of histio-
cyte markers CD68+, CD163+, and MPO+ were 100%, 84%, and 98%, respectively; the expression
rate of plasmacytoid dendritic cell marker CD123+ was 89%, and the proportions of CD3+, CD4+,
and CD8+ T cell subsets were 95%, 85%, and 89%, respectively. 72.0% of the patients had normal
body temperature after glucocorticoid treatment. Follow-up of 10 patients (12.2%) showed recur-
rence. Four patients were diagnosed with SLE, polyarteritis nodosa, adult-onset Still’s disease, and
acute lymphoblastic leukemia before the diagnosis of HNL. Two patients developed SLE and anky-
losing spondylitis 3 years later. There were statistically significant differences between the pediat-
ric group and the adult group in gender (P = 0.001), external cervical lymphadenopathy (P = 0.021),
maximum lymph node diameter (P = 0.049), tonsillar hypertrophy (P = 0.001), muscle and joint
pain (P = 0.023), decreased albumin (P = 0.01), N (P = 0.042), L (P < 0.001), and RBC (P = 0.044).
There were also statistically significant differences in systemic inflammatory indicators NLR (P <
0.001), PLR (P < 0.001), LMR (P = 0.002), SIRI (P < 0.001), and SII (P < 0.001). Conclusion: HNL is
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more common in male children and young women, with diverse and non-specific clinical manifes-
tations and multiple infection sources. Whether these sources are related to the disease requires
further research. Glucocorticoid treatment is effective, but there is a tendency for recurrence, and
it can occur before or after SLE. Children are more likely to have tonsillar hypertrophy, decreased
albumin, and neutropenia, while adults are more prone to cervical lymphadenopathy and muscle
and joint pain. There are statistically significant differences in systemic inflammatory indicators
between the pediatric and adult groups, but the impact on long-term quality of life remains to be
further studied.
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1. 53|

H AT B SR BEE bk B2 45 % (Hiistiocytic necrotic lymphadenitis, HNL) A& —Ff LA i 8 24 vk B2 2595 48 ke
R RAEE BRIESR , IR 1972 4F 1 H A3 4370 B 5A(Kikuchi) [1]. B4 & 75 (Fujimoto) [2]43 A JH A7
WIB, MOUFR NI — B A (Kikuchi-Fujimoto disease, KFD). IIfi PR DA RN (B 7R R MR 245 M Kafki2,
A SO B R LR R, B RO BL R RS = e A 4 R AN 012
Wrbndh, FFiEid itk a0 B s R A BE I ARIZ T3], X LR RE S B0Zm IR S Re . W2, it
T2 i g S 7™ B [R5 S IR R [4], PRI It e PR = A s AR 52 W RAS U N B 2. AHIT 5% Bl it
PES AT A0 82 ) HNL &3 PG IR BERE, B 72081 HNL B35 IR IRAFAE A LE AR 72 57, $&TH2 T i
8, A HNL HJIgRSE AT IS5 .

2. WRE55*®
2.1. fFRIHR

M 2010 4F 1 H & 2024 4F 6 HTESE R R KT R R Pz HNL [ 82 il 8 AR %o 9h
NBafE: (1) TEARBEIEZIGIT AR B . (2) SMELHRIER 2N HNL. (3) HERRSIR M L ok
(AT HEBRBRAE: (1) B FEMRBEA AR AT G AL SEIG AR 2 W1 (2) IR Bk} ™ H 2k
AHIFFE ORG24 T T 1 K2 G it I Bt = 24 0 AU B 2 01 2 i HE (K'Y 2024217 1)

2.2. HARF*E

2.2.1. WiERIE AR P54

() —MgEel: Phnl, Fie, RS Q) WARERI: EAAR, KPHWE, MM AERL,
PEREFEIRSE; (3) SHIREAA: MEM: AJIHET1%(white blood cell, WBC). 41741 i i1 % (Neutrophil,
N). RN (Lymphocyte, L) A% 114 (Monocyte, M)~ ZLAN 111 (red blood cell, RBC). 4L
£ H(hemoglobin, HGB)~ Ifil./Mi it4(platelet count, PLT). & DhaE. K C [V & [ (C-reactive protein,
CRP). RN A M (lactate dehydrogenase, LDH). [14% [1(albumin, ALB). ZL4HE 1% % (erythrocyte sedi-
mentation rate, ESR). [445 % Jii (Procalcitoni, PCT). H4HHES -6 (Interleukin, IL). MLiEEE H . 76 R 46
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. PikZPri(antinuclear antibody, ANA); (4) sAAZFAE: WRELEHEE . BSOS, (5) WMELIEK: WEL
SR FTEAS S AU S gt BT RIS (6) 1BIT TG B REERETT, ERMEEH.

2.2.2. SRR

(1) A 4 A T 5k B2 40 i i1-$ (neutrophil to lymphocyte ratio, NLR); (2) IfiL/MiH5/k B2 40 fa i1
4 (platelet to lymphocyte ratio, PLR); (3) ¥k EX4H 11 %/ 5 4% 48 i 1 2 (lymphocyte tomonocyte ratio, LMR);
4) ARG IE R FEFE E(systemic immune-inflammation index, SIT) = IL/MRITFEC x (FPHERI40HE VT B0k E
D (5) ARG RNE XN FE L (systemic inflammatory response index, SIRT) = FEAZAMAI 14 < (FfHER
24 6 v 450/ 7k B 4 T 40

2.3. GrFEAE

NZF] SPSS 25.0 BAFHEAT LA 04T . RS AT RITFREBIRILL 745 Row, AR EEBCRA t 256 4k
IEBAAAFTHETORIL M (P25, P75)3&07R, A HLECR IS HR L Mann-Whitney U #RAIAG S . 11 45T
BHAGIEAT 20 L) &, FF &R RN 2 AF R 2 A, AFFa R Fisher YIBER . P
<0.05 FREFAAEGIEZFE L.

3. 58
3.1. 82 f§il HNL BE R —R AR RIGKFFAES

3.1.1. 82 {5 HNL BEH—ER

AN 82 ] HNL [, Tk 48 111(58.5%) Lt 34 #1(41.5%), H& bl 1.41:1, KFE
FEUSTIIE 3~59 %, WAERE N 12.5 % . Hh<18 5 LE A 61 #(74.4%), FIE 42 51(68.9%) &1 19 #
(B1.1%), By 2.21:1, AR N 12 55>18 B ERAH 21 F, B 6 $1(28.6%)~ 2t 15 #1(71.5%),
BB 1:2.5, FAFERE 22 o AEBEE ] 13 (9, 17)K, JEHH 5~36 K.

3.1.2. 82 5] HNL BEMIEKRIN

AW TR 0B RO PR AL R B B B i R R e RIS IR, L AN AR RS - 53 451
(64.6%) I LAWK EEZ5 b AR & 14 191(17.1%) I [RIINF S IR B8 15 4511(18.3%), {HAE ARt FE i A
Yo la LR AR LS oK . BT B KRS N = #(38.1°C~41°C), KIAMT(E] 21 (14, 32.25)K,
TEEA 7~90 Ko A B 1) ISRk LA b o, DUV S5 bk TR 45 /i K 32(79.3%), 37 11(45.1%) &
TSN A OR, AAESE b . R IEE IR A R R A B A
(2.40 £ 0.71) cm, JGH[AH 0.8~4.5 cm, FEMRELEMIERE 56 151(68.3%). A BERER H H B Bk 44 i K 52 451
(63.4%) RZWK 34 #(41.5%) K& 15 B1(18.3%) KJf 18 #1(22.0%) B 17 451(20.7%)~ NI 13
(15.9%) LSS 10 411(12.2%) FIF AR FERRRER 7 $51(8.5%), CHE D iz 8 1E. M 5%, 70
1.

3.1.3.82 §l HNL BESLE =R E

82 7 B H AT I H A 7, 45 R PER: WBC JEHIN(1.27~11.78) x 10%L, HAi%k 2.97 (2.32, 3.78) x
10%L, 64 11)(78.0%) A 40 IR/ (<4 x 10°/L), 1 4l(1.22%) A4HRIE £ (>10 x 10%L), ZEFEHRIEGE, &
FERT ARG N YU (0.48~10.44) x 10°/L, {73 1.44 (0.94, 1.84) x 10%/L, 44 1(53.7%) " LR 40 f I
/B(<1.5 x 10%L), Herb 2 {51 8 3 vh PRI 40 i B = (<0.5 x 10%/L); RBC (4.28 +0.55) x 10'2/L, i Fl 4(2.96~5.63)
x 10'2/L, HGB (118.95 + 15.12) g/L, J5EIN(76~154) g/L, 41 #1(50.0%) 7% IfL(<120 g/L); PLT (178.62 + 54.14)
x 10°/L, JEHEIN(61~295) x 10%/L, 2 151(2.4%) ML/IMR T (<100 x 10%/L).
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Table 1. The clinical manifestations of 82 patients with HNL
% 1. 82 fjl HNL EEMIGREZIN

I PRAFAE AR

KA (%)] 53/82 (64.6%)
HRIEIR WREL A R [411(%)] 14/82 (17.1%)
(] B H B[ 4810 %)] 15/82 (18.3%)
KA () 21 (14, 32.25)
SRR B 51(%)] 17/82 (20.7%)
KM (%6)] 65/82 (79.3%)
FAMR 25 i K 2[4 (%)] 37/82 (45.1%)
WL S M [4511(%)] 56/82 (68.3%)

B R EL 4 B4R (em) 2.40+0.71
S Bk I K [41(%)] 52/82 (63.4%)
RZ 181 (%)) 34/82 (41.5%)
WESRA [ £51](%)] 22/82 (26.8%)
B2 (%)) 15/82 (18.3%)
SLIF[1(%)] 18/82 (22.0%)
BRK[51(%)] 17/82 (20.7%)
TG IRl %)] 13/82(15.9%)
WL PRI T 9 [ 911 (%)] 10/82 (12.2%)

F A AEBERER P151(%)] 7/82 (8.5%)

e a: FUNKEEMROIEBUE L. B MAREX . WG R EAM E L R b HAbAERER G 15t
7 1IN R

82 | B H AT EBE. ALB. LDH. ESR £, 16 #1(19.5%) B, $enFIhae 2w
ALB J [ 4(20.3~50.9) g/L, Hi{ir%k 38.20 (36.88, 41.40) g/L, 54 151(65.9%) 1 £& [V /(<40 g/L); ESR 78
N(13~129) mm/h, HA74EL 30.00 (23.75, 43.25) mm/h, 77 (8.5%)%] ESR FF&(>20 mm/h); LDH &[Ny
(206~1356) TU/L, 7%k 391.00 (325.50, 481.00) TU/L, 77 (93.9%)%1 LDH FF&(>250 IU/L).

75 Bl B FAT B CRP KA, 50 191(66.7%, 50/75)#E 8 CRP FF 5 (>5.0 mg/L); 52 f5 FE# 1T PCT ks,
75 1 4(0.02~2.96) ng/mL, 43 f(82.7%, 43/52) PCT F+#&i(>0.05 ng/mL); 52 %l EE AT IL-6 fufx, JEFEN
(0.08~678) pg/mL, 43 51(82.7%, 43/52) IL-6 J+ & (>7 pg/mL); 35 Bl EETHEAKE, JEREIN(83.7~5260)
ng/mL, 25 1l(71.4%, 25/35)k & A TF = (>300 ng/mL), 46 Bl #3517 ANA K2, 22 4(47.8%, 22/46) ANA
FEME. PEILZE 2.

3.1.4.82 5l HNL BEEHREREFRE

AT FENF 82 o1 £k 3 (A3 SR AR A B 34T T RGeS b, o 73 1 44T EB %5 # (epstein-Barr virus,
EBV)IG#r, 17 #(23.3%, 17/73) 27 1gM HURBH MRS 1eG PUARFHYE, $2RPUE RG]t
49 151(67.1%, 49/73)F I A B — 1gG B P14, 7 BEAE 28 55 B 5 7R A B 40 9 5 (cytomegalovirus,
CMV)FUIR 2 45 5 R, 49 BIRGIIREAS T 7 1611(14.3%, 7/49)AFAETE SR R GL L5 2430F 4 4 191(8.2%, 4/49)
R BEAE EYSAE . 30 191 FR A AT B4l 2 0% # (herpes simplex virus, HSV)IG 2, )2 HSV-1 HiiAR A,
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Table 2. Laboratory examinations of 82 patients with HNL

3% 2.82 il HNL BEW TN =RE

I ARAFAE
WBC <4 x 10%/L [#(%)]
N < 1.5 x 10%/L [#(%)]
PLT < 100 x 10%/L [{§1(%)]
B[ (%)]

JF DR S H [1(%)]
ALB <40 g/L [#1(%)]
LDH > 250 IU/L [{l(%)]
ESR > 20 mm/h [$11(%)]
#EH CRP > 5.0 mg/L [#1(%)]
PCT > 0.05 ng/mL [#1(%)]
IL-6 > 7 pg/mL [#(%)]
A > 300 ng/mL [$1(%)]
ANA [HE[#(%)]

kAR
64/82 (78.0%)
44/82 (53.7%)
41/82 (50.0%)
2/82 (2.4%)
16/82 (19.5%)
54/82 (65.9%)
77/82 (93.9%)
67/82 (81.7%)
50/75 (66.7%)
43/52 (82.7%)
43/52 (82.7%)
25/35 (71.4%)
22/46 (47.8%)

E: WBC: ANAHHEG N: RERignpe; PLT: M/MR; ALB: MEAMEE; LDH: AMRMEEE; ESR: 4T
%, CRP: C MNiEH; PCT: FEE5EJE; ANA: FilZdifk.

Horb 4 451(13.3%, 4/30) 1T WG HSV-1; 5 11(16.7%, 5/30)BEAE G sl K5 HSV-1. 30 il 47 K2
JRERRLET, 3 191(10.0%, 3/30)ix HHB G X IZ i 55, 9 H51(30.0%, 9/30)BEAH: B YL Bl K BAHE Y B B - TRLERIR
BEAZIRTE 3 191(5.0% 3/60)FEA R HALH, M4H/NETEE B19 7E 6 B E KM N BIYE . 415 =R 2oR,
55 45 2B 3 A7 i 8 S TR AR L7 2 KG0 BH 4 R T 43.6% (24/55), 64 51 £ 35 PLBEER B 75 1L % O (Anti-Streptolysin
0, ASO) 14 1511(21.9%, 14/64) 2 FH 1, FE7~4EER B B UL MG 22 UEHE o EH X S5 4% 70 BT TR 0 240 i 42 224
BIR, 41 BlEE583E T PPD 5L T-Spot, 2 15(4.8%, 2/41)FHE:, BRSSP B RS 17 BIIEIE RS &
56 191l 1135 77 45 F A5 R 7 0 FEAT B O R R R A SR . 1R LA 3

Table 3. Etiological analysis of 82 patients with HNL
7 3. 82 5l HNL BERREZ D

e RARFAIE T 118

IgM. 1gG BHYE[BI(%)]

13/73 (17.8%)

EBV IgM [EME . TeG BIPE[H(%)] 4773 (5.5%)
IgM BATE. 1gG FEE[F(%)] 49/73 (67.1%)

IgM. IgG BHHE[51(%)] 3/49 (6.1%)

CMV IgM P 1eG FAE[H1(%)] 4/49 (8.2%)
IgM [t 1gG FPE[5(%)] 4/49 (8.2%)

IgM. IgG BHHE[51(%)] 2/30 (6.7%)

HSV-1 IgM BT 1gG FATE[F(%)] 2/30 (6.7%)
IgM BAYE. 1gG FHE[#1(%)] 5/30 (16.7%)
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IgM. 1gG FEPE[E1(%)] 1/30 (3.3%)
KB B IgM [EME . 1gG BIPE[(%)] 2/30 (6.7%)
IgM BAPE. 1gG FHE[#1(%)] 9/30 (30.0%)
DI B B[ (%) ] 3/60 (5.0%)
B19 7555 FHE[1(%)] 0/6 (0%)
R ARG [51(%)] 24/55 (43.6%)
ASO BHPE[1(%)] 14/64 (21.9%)
S5y SO B IR G [£511(%)] 2/41 (4.8%)
1 FERT B GL[B11(%)] 0/17 (0%)
13577 BHPE[ (%) 0/56 (0%)

vE: EBV: EBJitE; CMV: E4ifuiss; HSV-1: HAUEZHT-1; ASO: FBEEREAIME O,

3.1.5. 82 f5l HNL BEAEBEZR RIEH

82 5l HNL 235 34 {53252 15 86 75 ) Sm s, 29 151(85.3%, 29/34) i B8 A i ik, Horp 8 s
HREGA IR T, 19 BUEFHE AR RAMEHEIGEL, WA BPER .. hERIEmR, 2 FlHE i
FIMEMANAIN G 4 B1(11.8%, 4/34) BRI AERR; 1 61(2.9%, 1/34)EHMA R, RIFEARELE.

3.1.6. 82 ffil HNL & p0H B 45 5RTE

AHFTEAINI 82 ] HNL B 54532 bk O 25 At 28 il BRANRHIIBR VG K, Horh 39 151(47.6%) R FH &
FRIIRIFEA, 43 51(52.4%) i85 V) Bk 58 Bk 45 o JRBAR A 1) KRR IE R BN K (I (LT 4 2% R FE A 4K
IRELEEE, U R LR CS 2 S0 A o 0 IR b EE A G5 AV O o RPIE M SO LA 5 A A ) IR
[ PESRFEIX, A A KB I R e 25 R R . S R AT oR, AR EY
CD68 [APEFIE 100%, i CD163 it E ALY (Myeloperoxidase, MPO)Z7) il 4 84%11 98%. 4 ik
B FOR40HUAR T CD123 [ ik K ik 89%, CD3*. CD4* Al CD8* T 40 V#4515 95%- 85% 1 89%.
) I B A9 B 2, EBER JEAL 225K SR 5% BIA7/E i 8 RNA Rik. FEILE 4.

Table 4. Immunohistochemical analysis of 82 patients with HNL

7= 4.82 il HNL BER S REALSH

Fric psSAN (1)) FH 4 (f51) PR %
CD68 71 71 100%
CD163 38 32 84%
MPO 43 42 98%
CD123 57 51 89%

CD3 64 61 95%

CD4 20 17 85%

CD8 72 64 89%
CD20 73 43 59%
CcD21 46 24 52%
CD30 50 16 32%

AL 243Z EBER 41 2 5%
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3.1.7. 82 f5l HNL B&KATT REA

KRBT 82 BIFERERTBY B2 T i Hi Bl 2501697 R W E IR, SmBEfiZ)E, 167K
% R BE D 59 B11(72.0%) R I HE B2 SR TR YT, Herby 7 2808 2535 15 H AR 2 R AT B 2 1 5 23 11(28.0%)
SEEARE SCRRVATT o BERIGIT S XPRE VR IT LR K AR [R](P = 0.039) FAFES T 2 (WK 5). TRE K
Gl (A Ha s Jo 2 5 ROE IR G 257 R . IIRBEVT B2 10 F1(12.2%) HBURIE R E, HIRKREI 5]
R BEAT S B — 30, H 0 e B R 10T D RE IR 3T &k K TR AL TE] 9 10 (4.25,20.25)
MH, WM 2 ANH 2 25 MAASE, SRt EERMEER. #E—B iR, 2 BLEREEREA
SR IR SRR, B SRS U7 R EEIRS A AR 1 5 BIREEES R AR
IR R N R, b 3 BIRAE TR 6 N H W, 2 IR 3 4735l TE kG 12 A H K& 24 S H R B RORE. 8
FHERMRE, FAEIESIT T 5. 4 B AR R G LLPEIRIE (systemic lupus erythematosus,
SLE). RBNKH « BN Still J Bz S bk LU i 1 s 55 S e A DG S8 o 2 B A8 7E 36 M H JEHT K SLE
SR EMEE %

Table 5. Comparison of fever duration and recurrence between glucocorticoid therapy and symptomatic treatment

® 5. WMEFATESNERTHLAREREL LR

I PRAREAE WER BT Hn =159) IPETRYT 4H(n = 23) Pz 1 PH
RIS TE(CR) 20 (15.00, 30.00) 30 (17.00, 36.00) —-2.059 0.039"
R [H(%)] 7 (11.9%) 3 (13.0%) 0.021 0.833

E: “RE P<0.05.

3.2. LEASHABIGKRFHERNERE S

3.2.1. JLEES R AE— R FEN RIERSF L B #r

82 {7 HNL & HZMFE 8 61 B LE (<18 2)F 21 B AH (=18 %), JLEH 5 RN AL
(P=0.001). FMAMNKRELEMRP=0.021). HKRMELEDP=0.049) AN KPP =0.001). PLASET
JIR(P=0.023) ) Z R AFESR I R o HAR R IRIRRI. 1697 LBUGTT 3 LG 22 . 1
W 6,

Table 6. Analysis of the differences in general data and clinical characteristics between the children group and the adult group

6. JLEASMAE— BRI RIGRFFIAEESE T

1 ARARFAE JLEH N =61) A4 (n=21) PHZAE PiA
FBH1(%)] 42 (68.9%) 6 (28.6%)
PE5I 10.443 0.001"
L[FI(%)] 19 (31.1%) 15 (71.5%)
fERBE I RN (CR) 12 (9.00, 15.50) 14 (10.50, 22.50) —1.172 0.241
RAR1(%)] 38 (62.3%) 15 (71.4%)
HARIEIR WREZE I K [41(%)] 10 (16.4%) 4 (19.0%) 1.453 0.484
[E B R[] (%)) 13 (21.3%) 2 (9.5%)
KA R (CR) 20 (12.00, 32.00) 30 (18.00, 36.00) —1.363 0.173
3y A% 10 (16.4% 7(33.3%
B Y N L) ( ) ¢ ) 2.728 0.099
LIPS XU (%)] 51 (83.6%) 14 (66.7%)
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FAM R LG K 2 [451(%)] 23 (37.7%)

IRER S MR [ 51(%)] 44 (41.7%)

BRI B2 (em) 2.49+0.73

S kAR i K [451(%) ] 45 (73.8%)

% K[ 51 %)] 24 (39.3%)

WA SR (51 (%6)] 16 (26.2%)

R H1(%)] 10 (16.4%)

LI 1(%)] 12 (19.7%)

K [4511(%)] 10 (16.4%)

IR %)] 8 (13.1%)
INAESSrELEEAEIICA) 4 (6.6%)
FoAAEBEIEAR O[4511(%)] 6 (9.8%)

BEIRTT (%)) 46 (75.4%)
R [H1(%)] 8 (13.1%)

14 (66.7%)
12 (57.1%)
2.14+0.57
7 (33.3%)
10 (47.6%)
6 (28.6%)
5 (23.8%)
6 (28.6%)
7 (33.3%)
5(23.8%)
6 (28.6%)
1 (4.8%)
13 (61.9%)
2 (9.5%)

5.292
1.621
1.998
11.010
0.441
0.044
0.575
0.722
2.728
1.339
5.164
0.070
1.412
0.002

0.021*
0.203
0.049*
0.001*
0.507
0.835
0.448
0.395
0.099
0.247
0.023*
0.791
0.235
0.962

E: ar FUNHELHRERESE L. WS, BARBX . G MERAMELSE IR b HAah BRGSO ik
. WO, WK%, R P<0.05.

3.2.2. JLEESHRABEEME LR S FRIERIREER T

JLEA S AL AE AW P=0.01). N(P=0.042). L(P<0.001). RBC (P =0.044)1) 2 FA71E
guitFE 3 AR MANTRRE ST 28 . B2 5 RAEFRFR NLR (P < 0.001). PLR (P <0.001). LMR
(P=0.002). SIRI(P<0.001). SII (P<0.00)IFAEL¥ER, FHENET.

Table 7. Analysis of the differences in blood biochemistry and systemic inflammatory indicators between the children group

and the adult group

= 7.)LEHSMABME R 2 G RAERIRE R

I RAFALE JLEHMm=161) A n=21) PHZAE P1H

T Th g 58 [51(%)] 10 (16.4%) 6 (28.6%) 1.475 0.225
ALB <40 g/L [#1(%)] 45 (73.8%) 9 (42.9%) 6.639 0.010°
LDH > 250 TU/L [#1(%)] 58 (95.1%) 19 (90.5%) 0.579 0.447
ESR > 20 mm/h [](%)] 51 (83.6%) 16 (76.2%) 0.575 0.448
WBC < 4 x 10%/L [#(%)] 48 (78.7%) 16 (76.2%) 0.057 0.811
N < 1.5 x 10/L [#1(%)] 36 (59.0%) 8 (38.1%) 2.750 0.097
PLT < 100 x 10%L [#(%)] 1(1.6%) 1 (4.8%) 0.559 0.455
AL [1(%)] 31 (50.8%) 10 (47.6%) 0.064 0.800

ALB (g/L) 38.20 (36.65, 40.65) 41.00 (37.45, 43.45) -1.796 0.072

LDH (IU/L) 395.00 (340.00, 612.00) 383.00 (316.00, 463.50) —0.542 0.588

ESR (mm/h) 30.00 (24.00, 42.50) 30.00 (18.50, 45.00) -0.500 0.617

WBC (x10%L) 3.01 (2.32, 3.60) 2.84 (2.34, 4.30) -0.335 0.738
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B, R
N (x10%/L) 1.3 (0.89, 1.81) 1.65 (1.36, 2.62) ~2.029 0.042"
L (x10%L) 1.28 (0.98, 1.58) 0.85 (0.63, 1.16) -3.639 <0.001*
M (x10°/L) 0.23 (0.18, 0.36) 0.23 (0.14, 0.47) -0.447 0.655

RBC (x10'%/L) 435+0.53 4.07 +0.59 2.042 0.044"
HGB (g/L) 119.59 + 13.40 117.10 + 19.56 0.542 0.592
PLT (x10°L) 180.92 + 50.57 171.95 + 64.31 0.652 0.516

NLR 1.01 (0.71, 1.41) 2(1.23,3.37) ~4.266 <0.001"

PLR 129.69 (105.04, 163.72) 176.92 (148.00, 254.15) ~3.490 <0.001"
LMR 5.14 (3.89, 7.69) 3.22(2.20,5.74) -3.076 0.002"

SIRI 0.22 (0.12, 0.46) 0.4 (0.24, 1.18) -3.284 <0.001"

SII 181.54 (120.10, 226.78) 327.13 (188.56, 529.94) -3.416 <0.001"

vE: ALB: IiEA&EA; LDH: ABREARY; ESR: A 4iMiyifs; WBC: H4Mdi$; N ikdnf; L. e
M M: BAZAHME; RBC: L4045 HGB: M4 %H; PLT: M /MR; NLR: FHRign ek g g tb{i; PLR:
MM/ E A EAS ;. LMR: A/ 20k 40 L AR SIRL: RS R RN E % = rhhigni it B < Skxgniit
ARG SI: REREIIETRE = /MRS x PRI Sk g . & P <0.05,

4. Wig

HNL & —Fh 52 8 R S5 3 WA . R SCkdos, R 5 B, Bl
1:2.3, “FIJERER 25 Z[5]. K10, BEE ST HNL A1 IR B LRFBA IR L 09 Je, L2 B IR A T
SRR BT AR 7N, FAE N oA 5 BB 3 25 (6] AN AT 82 44 HN JR 3 ik 5 L Ll g 1.41:
1, BEJLE A Bty 2.21:1; BRNAL T L 1:2.5, $&7R HNL 7E 7 #1055 28 5 5 i i 2ot
HAREW G EEZESR, SR 37

HNL IS ARRIZ P R IR e, B8 2 DUAS B 5 R A FACRT/ Bk LR 5 B oK e sk 12, R A i
PONT, RN ECRREEE R, F O R B AT I IR B AR 8] IR T 45 LA SR/ UM 25050 bk B2 45 b oK oy
F, WA RRBE B R BRI R R IX A 2 AL A, 4 SR S ORI D R IE 9]
AHFTE 64.6% LR RATIE 17.1% LIRSS KRR . 18.3% M # RIS HBL, FifEik & s LA — R
I () A B A AR AR I — SRR . BT R U, T SCERIRIE Y 70%~80% [10], W] REL AT
FORGI D AT e 8, TOVE A VR B R R, SRR AR K. AR IR
) 253508 94 E2L 435 52 B 008 2 v 1 XU (71.2% vs 27.1%), HLATAMNAR B &5 I AEAE 378 HNL 4 2k 2 5E s sh i,
HERRHES OB D . R IEET 8] S IE RIES BUKF 2 IEA R 1] AN S 45 10 AH S, X35
TR L4552 B(79.3%) A7 LU R, T RE S AR H S 4 B bk EL SR A VP, ORISR A 3 b B
IR K o 57 B AR 7 1 A BERE IR 455 e Bk A4 i 0K (63.4%)  RZ WK (41.5%), HLN IR (26.8%)
SkI(22.0%) Z2(18.3%) MK (20.7%)~ FEIH(15.9%) WL S FEN(12.2%), b %1(8.5%) 4 K 57 «
1 IE. B k. JLE A S RN HIGIRERILE:, JLEAHTE 5 MmO, 1R 5 H I
LR ATFEIR(P < 0.05), HARIMKREIZ ¢ L giih 5 8 o

I AT HNL F SE56 5 A0 7 A SR 5 IS W Fe A, (H S200 2 0 25 B 1 45 G0 R Ao g oAy 2 %
SV [12] o MRS 7 5 LR IS T A L Hh R i F 20250 B, bk 4 e F 40 250 =i, ESR i,
CRP. LDH VLK 8E AT, o B B MR . 2000, RS ANA B8] [13]. AWF5T
Wy LDH T15(93.9%) ESR TF&i(81.7%)~ PCT. IL-6 JHE(82.7%) H4RMIIR/(78.0%) i A THE
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(71.4%), HUGE A CRP TH5E1(66.7%)~ F4IHLIR /D (65.9%) R PRI HL IR /D (53.7%) < LN (50.0%) ,
DEHDIRE R (19.5%), T/ W(2.4%), HEEREBEAIRIERPI9] [14]. AHFFERW, Ag4ifumb 5
HNL KIS HAE (6] [15], AWK WA, FTReS GBI DA% PPkt a2, i3
JBNE B R AT RE PR [16], AWETE 47.8% 4 & H P PR, b 1 #3443 SLE,
HAeABFENTHHRSEK WML JLEA GRS, JLEA A E AR RAERE R, L EH¥E 5, RBC.
NG, HEMAER T RN, LB AR 0 gk D B = R AR 2R s, A5 R Jung S5 N [16]0F 5T 45
W RS RIER T, MABRFEBFAES S, JLEMA NLR. PLR, SIRIL. SII 2L T A
4, LMR & s T RO, i A A7 R 2 A A FRR AR . X P ER TR R LEA KR E
B B AR R AR B TR R I S R BB K B R, H Ao @ Sr A RS0 A B R D e 5 RN
FAEARTFARE, BHTARFAPAEREE D, NHERAA, RKKFEEZFEARE TR EE 5 IT
T 55 D7 VE R VR A% B8R DA BRI 2518

I X 12350 AR D98 O e oA 5 A I B . ] P A SR ot 9 i 4 I 2 DA B B R DR 2 R O SRR
EBV. HSV. CMV. f/MiiEE B19 %Wi#En AE2 5 HNL B0, HHLL EBV 5l 7z, 1i—i
Meta M HT45 R B/~ EBV 5 HNL Z[AFITEMSCHE[17]. 7 258 15500 9 ik (R 45 2L 40 b R B3 22 1)
DNA Z5H[18], fH iR &5 FAARREMAIUE IR E S 5 HNL AHOGHE, WO 2RI U1 s BRT) A7 il
PEo SZIRFE 00 A T8 R G A T 1 SR 25 2, SRR RIS e R, JE i 2510 v Sk AR VT
SO . AW SR R SR A R T, IR ISR ARG EBV. U2 EE. HSV-1. CMV FIL 0 25 1) 8k
LR I3 AN 90.4%- 40.0%- 30.0%~ 22.5%F1 5.0%. 4H B W - BEER R AN 45 % 43 SORFF B8 (1 B UL % 21.9% 1
4.8% 0 BEAESCRRFRTE it 78 SCJEAR M AT 35 & 1Y HNL 5[ 19] [20], AHHF T 43.6% 10 5835 il 48 S S5t 44 FH
Mo AH R A MRS RS R B S5 A0 0 R A R R ARRAT T ik — I, (H 3R B IG R4,
TG 7 43T e SR SR T BH 42 1) 2 AT 45

HNL MR R R RS bR e, RIS HO8 Ttk 85 B g ke, MBS B2 B ds . R Ah
] B2 R DX 300 3R WA PRI B PR IR BB, o3 b Y T R R S R A R, AR RAR IER AR TR . AR X
SR DL B AT R AR R0 B S R B 2R 2R A e, b i B Wi B R B H A% 9 i
PR B AL 2N A, T AR PR IR L[ 21] [22]. SR AL b B, 414U IR) 2 & MPO. CD68.
CD163. #E4IAHELL CD3" T 403, CDS' T 4ifE$iE £ T CD4' T 4iffd, 1M CD20" B 40f/b I, %
YRR SR AIE L CD123 58 FH I A ks S M IR 23]

HNL 1EN—F B BRI, Rl nridd B RRR M, X TAERGHEREE R EZ R
(B, TR 25T 1. W 0RO B O s 5 i SR TE A ) SO S B« 4 B A5 7 T 3%
IEPRANEO] [24], EEIRJERS 0.5~1.0 mg/kg/d, ZEFRF 4~6 FIRIR AR EGEREM 5B 0 E, KT
FEE 3 AN AR RIRE[7]. AW ATE BEIZIHERHE A APUER, ERAREE M, i
WG 72% 0 B E R TR IGIT G 24~48 /NI AR IR ST IR, BE IR T2 45 i i 2 A B S 56 28 P A it
B, RAABTERBRE VR IT 4R R, BIE TSR S A . R IA YT R RE PR AR S R M
K, MRS EREERIEE D FEGIT A RA K. REZHEE A REM, (HHE R &ETE
HRRE T e R = B A AR B R R 12.2%, A )LESRAKERES N 13.1% 9.5%, %
FIGi27 X, 5 Selvanathan 25 A (12.2%) [25]F1 Jung 25 A\ (13.2%) [16] ()45 885 . HAGX HNL 2K
Pfar R Ew e RD, BAAESN. BFERIURIG %57, 4402 R ERFFEE . ANA BHYEZ
SORBIPTSETIE 2R ([26], HARERE . AU &AM E & % KRGV . A EB By
S0 HNL B3 2R a3 [26]-[28]. ARk T 2 KMl R =0 A FHR AT, IR B HREEY)
R, LARAS RLYA B G 5 A B AOE
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LR EPrid, HNL 2 0T B JLEAMER L, InRERIM B k2R, QG ARZ, 254

PIARIIEFTIRAWTTC, WEBRBERIT A%, AR AR, W5 SLE Jefak. LI EFH T 5 5 bk
B BE AR R, BN T R RSN A IO UASRTT AR . LA
RN AL 4 B FAEFEAREIAFAE ST 222 5%, R I AR A7 i B A e M 5 RrAR AR T
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