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Abstract

Objective: To explore the difference of clinical manifestations and laboratory data between child-
ren and adults with systemic lupus erythematosus (SLE). Methods: Collected the clinical informa-
tion of patients with systemic lupus erythematosus who were first diagnosed in the Affiliated Hos-
pital of Qingdao University from April 2013 to June 2017. The patients were divided into children
group (<14 years old) and adults group (>15 years old) according to the onset age. The clinical
manifestations, laboratory data, number of affected systems and SLEDAI (systemic lupus erythe-
matosus disease activity index) scores were compared between groups. Results: A total of 108 SLE
patients were enrolled, including 67 adults and 41 children. Compared with the adults group,
there was a statistically significant difference in facial rash (68.3%/37.3%), myositis (14.6%/3.0%),
involved digestive system (36.6%/9.0%), neuropsychiatric symptoms (29.2%/9.0%) and the in-
cidence of infection (65.9%/44.8%) (P < 0.05). The children group had more organs involved (t =
2.27), and the SLEDAI score was higher (t = 2.03), indicating that the child’s condition was more
serious. Conclusion: There are similarities between adults and children with SLE, but children
with SLE have more involved systems and more clinical manifestations.
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HE: B LESHRARZEHEABRA (systemic lupus erythematosus, SLE) I FRFRI K& S48 E HFR 1
ER. T WHE2013F4H~2017F6 HEF B REMBEER ECAHRAHATREERE, RIBERE
85 RV EH (<145)RBRAA(>155), 4 HIBTHRIRREIR . LREHER. ZRESHE. SLEDAI
(systemic lupus erythematosus disease activity index, SLEDA)VE- I EL 8. 455: FE49 A\ 108%5ISLE
B, RAAe7H, JLEAH415]. JLEA SN, BUH K5 (68.3%/37.3%)- M5 (14.6%/3.0%)-

HWHRLER R (36.6%/9.0%). IEFHMHERGIER (29.2%/9.0%) &I BES(65.9%/44.8%)HIREE
ERBERITFER(P<0.05). LEAZBEREEL(t=2.27), SLEDAESEE(t=2.03), RAHAE)L
BEAM, WRAAZRFE(56.7%/14.1%)ERF R T %R X (P <0.05). Fib: BASJLESLEFEM
Plzht, E)LESLEZXBRAEL, IHRKRINFEE.
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1. 5|8

ARG VL BIR I (systemic lupus erythematosus, SLE)/& —FiR AP EE ZREH GHAENE & %
eI . — RO N E . IR, MRS MR EMEER TSI R B &Rk xEl, sl k. Ul
WL 'BRE. X, MREEGZNRGT R[], HEEFRHRE, SLE £H%E AN 14.6~122/10 7N, 1
FIE 1985 1 — IR RFEA £ R B RN 70/10 J5 N[2]. JLEE IR B & 5 SR B 5 15%~20%. )L
# SLE i AR, B REERAK, IR TR 20X — 8k, SiEaiRie. Ki2[1]. A
REEDPILE S RN RS PIRIE R R SZL =R E R, RS LE RS HRIE K
N
2. AREFZE
2.1. ARIR
2.1.1. RBINEFRE

2013 4 4 H~2017 4 6 HAET B K% & B2 B e JF 5 IRi2 o RGEVELLBERIE ] . 12 Wibsik
K 1997 43 [E XJE I 2 2 (American College of Rheumatology, ACR)Z1] [¥) SLE 2 Wibrif[3].

2.1.2. HEBEARHE

O IR EEHOEA TR EE, @ SLE & iF A4 A 0. KABH. LR BB R K
R ML /N AR P SR
2.1.3. ©4R

RIEHIZ R N LE A (<14 DYFRALL15 %),

DOI: 10.12677/acm.2019.91014 81 Il PR 155 2 33k Jé


https://doi.org/10.12677/acm.2019.91014
http://creativecommons.org/licenses/by/4.0/

2.2. ARG E
2.2.1. IGARER e

AFERIFER . WA IWRIER. ZRAG(EFERKE . IR M. W, BAE. O .
AL RBHIZ RG). A LE IR
2.2.2. SLIOEIRFRUCEE

MEM REM FFETh. fyt. *MA. JUEPiIA. ENA BHE. 24 MR REAEE. M. OIFE
AL OFif MR %,
2.2.3. SLE &R AT E M

K 1992 FE LA L2 K2EHI5E, 2000 FE451T (1K) SLEDAI ¥4 245[4], €145 24 AN H, 3105 4>,
P52 B E NS i SR bR R IE SRR B T . JUPEANES): 0~4 4 BRIEEWES): 5~9 4y TEES):
10~14 433 BEEIES): >15 5

2.3. GiitAE

KH SPSS20.0 fRAMAMBAT G0, & IESSAMTHE R LIE £ FrUEE(x £s)Fmnw, 4l
) LR FH ST REAS ¢ K056 THE0R BER (%) e 7 4HIA) LR FH o K 6 5% Fisher A BHE 24656 .
PLP<0.05 AEREBG TR L.

3. &R
3.1. —f%1ER

LN 108 4, JLEELL 41 6], 5 38.0%, TIIHIILHER N 94 + 24, BBl N 1:4.8; AL 67
i, &7 62.0%, “FIIHSER N 36.2 + 12.7, L LI 1:8.5 . IRALYE AL B b 22 S B G vk 3 (P > 0.05).
3.2. FAEBRHIGKRFERBEEE

AR LRI, SLE Wil FIRREI P JLEATE S L2 PR, MR, &IFRG. Hik
RGN FEMMAE ARG Z R B E S TRAE, MR ERKTRAL, ZRAEEGIFERE P <
0.05), W7 1.
3.3. FE B H SO RIBRRAIELE

P2 HR s Se e S AR AR I EL G, B IEFIATILA . FT ds-DNA. $T Sm Hifk. My, CRP. G5« Cyn WBC.
MRS AR AR EAR. 4008 ERUR. AR ER LS FE P >0.05), W& 2.
34. B ERZRAGRIKFREDNEERER

B R, JLEAR R ARG A RIFVIIERE SR E S T RAL, ERARIFEE P <
0.05), MW7 3.
4. it

AUV PORAE(SLE) 2 —Fh ST 2 10 B B B Mhiim , IRIK = B R PUNBIE s . K Z 5.
Cscz, 8 AR, s, BIE. s, I PR A% LA R4 . SLE K LAEE
LEZ W, Bt 1:9, JLEA &G RIIEE 15%~20%, IEHFELHEZ WS, FIHE %20,
SLE RIGAELEFEZ S, e %526 B /AEINES I b A FITG 3 35 AR AR X Bl s 0 mT Bt 2 B - 155
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IR 45

RN =5 HETIAN SLE KR S5 MR 5208 5 B A 55 6] [7] [8], LCHiE T8 H 5 SLE
Gy M RIS R A, T g e e Ry, BLHE HLA. IRFS5. ITGAM. STAT4. BLK. CTLA4 %%,
HREHEZA AT R HREERRWNZAY) . R NREE. EB WigE). KMk, HE ML
JU B J3#8 BT RES& SLE A B 50 R R (9], AR FLGeit 7 108 i 1 121 SLE 38, o JLE (5 38.0%,
SPEFERE 9.39+2.36 %, HA 9 X UL EF I 70.3%, WFAAKIMILE SR SLE 8 Z MM 4, H#1ELL
T HARAE—E Z 50 .

PRIRIHR R o SLE 6 WL R I, i A 8 3 I 9 W 21 D sl AR A0, ABAE )L 3 rh il R I A
SR, AR BUNA LI BRI R DUE . BAMAEY 5Kk, LG RE TS Wik — & HXE[10].
AW ) L 2 R R R AR, 2005 68.3%, W& 1, EARET A LS K2 K% R T &
AN, XE5EN—SHEDHTA[11], DRI R GIERD, FEIRETRE.

AL R G RAE SLE R AR m, FEN SLE R B Wi s i iiE m 2, HImARERIIEH 2
R, 2520 R ) R2 3, HE A LB ROV RL SURRE T #E1T TR . JL#E SLE 496 20%
AT ILEL RGUREIR[12]. AR LE A R GEIR R AR B m TRAA, W1, FERIH
7 JE BT WA SE AL I R BERR, BR A AT BERK . EACRIRE A AL, SMTEEIT)E, 4
RZHUE)LPRERIBAR BN 2% . TRIEEI . W RIEINE % & SLE 1)/ WIFRAE, TlReS i E &Mt
FARIC B AR HUAARAH 5C 1) o LA S AR T AT 5%, I R AR I AN ARARE S PR A MG o s 387 o ) 7k 0 P s
HALTE LB R W fLSE AT Re, HIIEH S SLE 1 HARIG R RILIEAE, PRI R EE MAEE
B B IR B LBR AT IR A A S A DG SIS B AS A Ah, 16 TR A oA/ I AARAE, B T
TP MR ITIAR . DU ds-DNA FUARSER L0 =M A [12] [13].

Table 1. Comparison of clinical manifestations between children and adults with SLE

1. JLEESEA SLE IRRFRIMAVELER

JLEA

YN

Wik an [ %%)] [11%%)] * P
R 22 (53.7) 33 (49.3) 0.197 0.657
PBTH B 92 28 (68.3) 25(37.3) 9.768 0.002
Jeid 2 (4.9) 5(7.5) 0.462
F s 55 4(9.6) 9(13.4) 0.403
Jii & 1(2.4) 11(16.4) 5.032 0.025
KA 12 (29.3) 28 (41.8) 1.71 0.191
A % 11 (26.8) 7 (10.4) 4914 0.027
L% 6 (14.6) 2 (3.0) 0.033
IR s R 14 (34.1) 30 (44.8) 1.190 0.275
Jiti #8322 14 (34.1) 38 (56.7) 5.190 0.023
LA 2 8 8 (19.5) 7(10.4) 1.747 0.186
B A 19 (46.3) 29 (43.3) 0.096 0.756
HIRGZ R 15 (36.6) 6 (9.0) 12.397 0.000
FEAIIE RGZ R 12(29.2) 6 (9.0) 7.556 0.006
G IR 27 (65.9) 30 (44.8) 4.534 0.033
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Table 2. Comparison of laboratory indicators between children and adults with SLE

2. JLEHSM AL SLE LI ERIRFALLER

JLEA RN

SRR L% L% X P
G HARAR
EARZE/INES 40 (97.6) 66 (98.5) 0.125 0.723
Ji ds-DNA Hifk 19 (46.3) 29 (43.3) 0.096 0.756
Bl Sm Hifk 11 (26.8) 15 (22.4) 0.274 0.600
LT PR 31(75.6) 41 (61.2) 2379 0.123
CRP 7 6 (14.6) 20(29.9) 3.222 0.073
G TR 34 (82.9) 51(76.1) 0.703 0.402
m%;i: b 29 (70.7) 39 (58.2) 1.710 0.191
SEb a2 11 (26.8) 17 (25.4) 0.028 0.867
ML N FEAR 13 (31.7) 22 (32.8) 0.015 0.903
AT A E AR 16 (39.0) 33(49.3) 1.074 0.300
PR W AR
HEHER 16 (39.0) 30 (44.8) 0.344 0.557
Z140 M JR 20 (48.8) 24 (35.8) 1.769 0.183
BRR 3(7.3) 2 (3.0) 1.081 0.298
40 AR 17 (41.5) 21 (31.3) 1.142 0.285

Table 3. Comparison of involved systems and SLEDAI scores between children and adults with SLE (X +5s)
3. JLEHSALE SLE FR ARG SLEDAI SHILLER (X +5)

ZH 5 JLEA 2N t P
ZRERG 3.49 +1.66 2.81+1.23 227 0.026
SLEDAI 24> 13.98 £9.48 10.69 + 5.42 2.03 0.047

54 22 I (Neuropsychiatric systemic lupus erythematosus, NPSLE)s& SLE ¥ 15 /™ 5 [ K I, £
A 25%10)LE RS AR AR ZRAEIR, IF AT R A TR AR AR TR B, B AR TR 1A, 2045 70% [14],
HR—MMsr SR & [15]. fERE R A7 7E & SLE EEARZ, nIiiE SLE 1 S&FHE[15],
NPSLE Kbl R4, SMER. MR Z BB S HURA5[14],  H 0 AR PIHRR S R bs AT
PUHRZRZH , XA IR IR AR ok — e M . 3 - R TE UL NE A P 8 B Kbl e difA FH M 5 B NPSLE ()
RAEFK, HIEE| NPSLE & —MEA ZHIRRERINNZ 0 B & S tErm, B—1E Shuidf DR
F A AN RS A 2R IR [ 16] o IIL7E #1 2 TC R 57 PR I B2 AL B (neuron specific enolase, NSE)J& —Ff bl B i i,
AT DL AR 2 o AU IS P, A Bt 9848 Y NPSLE B)7E 3 B2 5 L& o NSE BI/K T 2 51AH5C, ) T NPSLE
R FE R 2 RS AR B A , H DRI SO AR B/ ME AR AT T O E A BR[17]. AW 5T H SLE
JLEHAMZ RGZ RREZEN 29.2%, P& THAMH, Wk 1, EAMELE)LZE NPSLE 14 &ik 55%
() LA B ZNTh A Fhs, ARG AIER ). O B RS, XN RATIE T A 4E SLE A, BLH
L ) R GORIR RS R B ] e 38 7R A7 7E NPSLE HIRTRE, 75 B A BEA T 1536 sh FE VAL [ 14].
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Aty ) LEAME KR AR THRANE, WA 1, BT EKZ RSN, SLE M %l 45 &
AMERS, BFEHEALTE A, L E R S B AR AR [13] [14] [18] [19]. 24 R A HESS B, SLEDAI
VRO TE, E LVUAR R BB ER N, SRR Tt E . B /M OB R RMA L . IR
B9, B ILIASZ 52 56 AT BE AR I 98 K AR I FE G TR 25 [20]

B A& SLE %2 RINETELISE, 40%~70%1 SLE JLE 7] & JB AR % (Lupus nephritis, LN), IIfi
IRBEIMNTCRER ML IR« 2R PR B 2 iR #G nT Re A, B SR A2 1 AR B 4% g AR A, ) o 22
FB AT LEMA S IR E RN 46.3%, UK T HZ(68.3%). A IFEEG65.9%) KH(53.7%),
WAL, FERINMK. EEK, BIResmE oW, A 11 2 ) LEEsz B Rk, o IV
PLEEN 5 H1(45.5%), IV LN J& SLE 53 WA SURE AR, AR S SCHRIRE R EHEFI[21].

ZM B SPUER 2 SLE MFE Sz —, AT IR e S G MTTREA R RS T, Sl s
Z ARG E. EHRIEARERZ 0T B G E A 78N, 175 SLE S BUB M &R I S PTAE 2 5k
LR (>98%), (HILRE S IEEUK, ARG S A LU0 o] ML Bk PR PE, B @ BEAR A
20%~33% I BHPEZR, DRI 8 ) L BB UAZ BT BH B FRAT 18 75 2 2 HoAh st 36 == i & IR R B [22]. 2
SR H U, IEATR A SLE BFB, JLH R EMPUZPUE, X SLE Fi2W RG R KW E M
8o 5348, SLE AIRVIHEAPUZ AT A [ 1 5 55 B PE, I PRI M5 % s 2 ) L B U5, @i is .
AL Z T, Bt ds-DNA Hifk. Bt sm HrAFIHUZ E B PURLE IEHE NP IEE W AR LESUZ PR
FHMER A 97.6%, MATUZHURRIBHEME RN 98.5%, WA LS ER, #EnJLESMA SLE 7E5K
WmEMA AR AL,

#i4E ) LIRHE(Neonatal Lupus Erythematosus, NLE)FIZ5¥) PEIRIE & SLE MIRFRIET . B JURIE & —
FREE LB, 5 EHMA B S PR Ia i8R NI LIEFRAUEAE L E 56 % PR R R AL K 2= 0] e
%5 NLE R R ECE RIE M BURINIER . 20 95% MBS /77EifR SSA/Ro. SSB/La BHTH:, HZRA—
I BESE & MR 5, W1 SLE SRR IERTT R . G548 200 5, J14h 50%BER IR A LG %
PUARRIBAE, FEI6 SLE AHOCIEARAEIR - NLE F ) Ltse 5 W R 2 30y B JBk 21 BREAR I R 56 R A o0 A% 5 BELYART
R TR AT, RIAZRIELTE, FRABE, 10%~35%10 &) LAT A M £, FE N
BRIFDIE o R4 gk D RE AN BE IML[23 ] #4080 LT A ARG B A 2 R 2 B, HHIEZ R RIS
RINBEMI D Re %, WAl RO DR . T2 14052 R AEZEICN 1.4%. NLE HIRYT
FELUMEIRIT N E, WA = =45 S i R LR E e 2 a7 i R I B 205 4R ) LIRIG
ARSI, (HJ2E9 SLE IIRFIRZETY, 5225 I R B IM i =

259 AR (Drug-induced Lupus erythematosus, DILE)& —FIRIEFE H & e thpm, @ KAEEK
AR 2 S5, BETCAH 100 2R 525 MREAH &, Hrbsr 25472 2% DILE & W
(W20, I LeAF A 5 B 2P Gl B LR 254 J AE R DR, 51 % DILE B 259038 S04 T
¥ K[24]. HHTIAA DILE BRI HLH] F EAFEIE AL 5 A 2459 A2 W0 %% A RDAS [R] G 2 44t e 1 2 0 168 4% 2k
W. DILE EE N =FPIGREA: 58, WAtk B R a, ElikREIERR A, EE4
EPRERON EACRH IRE L R K57, ARSI R RIER NRHE, 1RDA PR E RG . BIIE.
B mEA M R g% R, AN EBHRD N, SAT S, DILE MIlRKERINE: SLE ERR%, S5
% DILE (¥ 2540808 20507 FEEE X I PR IR e 5 Ve A FRAE i, K22 %0 DILE nlya @ (H4 I 2288
B2 RUWENRE % PSR G2 R T HE MR, DAL G4 G sl i Ra T 7
ZE[25]0 AW T AR IV I IR R )

FAN, AR LEAERE LR, 2R RS K SLEDAI W HEE TRA4, X5 KEZH R
TEAHFF[10] [26] [27], TR ANGERSZ B2 B & T JLE(56.7%/34.1%), W3 1. SCERIRIE A 50 2 i
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Jai2 Wi SLE F+52E 475N 97.8%A1 89.5% [28], JL# SLE H4EA1FFZ] 80%~90% [29] [30], #HELF %
MNATYEUIS, (AL SLE B A R T H AR A7 A 1) A KA H 22

mimﬁm&rﬁw&ﬁm%h@%¢%%ﬁkﬁrﬁ%,mni RNFETF L SLE 297 @ iE
., FTA JLE SLE ¥R H AR R &M, IR IRIEE R KK A S CE R, JLERZEAE
MR ENE 50%, 4R IA T 7 REIA T SN ASFHE R B K B A BB LGP AR I [3 1] I RAEY)
IR SRR 22 (0 N TR ER, A28 TR 5T CD20 AR TEBEHTR, W] LA B bk B 4H A A AN 2
t, TEXMEVRTE SLE FURIEIE ' 2 h BB S A R, EAFE R B AT AR IR R 6 AN H 75 2 i) 8
HVPAN B BRI 3[32]

gi b, JLE SLE 5N SLE AV 2l 4k, {H)L# SLE B 5 HIlHEL. MERGER, &K
Yo, BB TR WIR IR SN s S50 A 2 7 T 5 N KEUH A, ACR BN 2 bR [F]
&G )L . {H2 )L SLE [ SLEDAL P/ B AN BTt my, ZRBEZ TR, #&7-JL# SLE HI%HR
TEEN R, RIS, TG LR T E AL

F=ER
AW TR BRI R, FEEACEERLER, CREHEHRANBEREAEHEE RS
CiE

SE

(11 RERASIVBES A, (heJLRRE) fiER RS, LERGIEARIVE ST &), LR
£, 2011, 49(7): 506-514.

[2] PR A RUEH A 2. RGBS IR T(R%0) [0, R 244, 2003, 7(8): 508-513.
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