v B 52 B A R G A AE 2022 4F 5 H A 25 #2455 1 Chinese Journal of Practical Nervous Diseases May 2022, Vol.25 No.5 « 603 -

- BFE ImKRIZIE -

BRFF RSB ILMBHEER A2 SEKER A
BRERIERRIEEEX

HEE Y
DFE#HEAaXILEER, H4F BT 810000 2)FILEFERR,LT® 100045
AR« $h 24

(BE] BH BRI RELRA (SE) BLIMTE B 11 A2(APOA2) e BR B 11 A (IgA) 5 AR 1T 1
SN (ADA) M FRB RIGIRE L. FiE MAF TS HL LEEEBE 2018-01—2020-10 YA 19 87 4l SE & JL
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min) A R 38 0 905 4% 00 (BET- 41 LS5 E L TS R A7) SE47 0 41, 43 1 B 45 7 41 1M 7 APOA2 L TgA LU JZ
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[Abstract] Objective To analyze the expression and significance of serum apolipoprotein A2 (APOA2) ,
immunoglobulin A (IGA) and adenosine deaminase (ADA) in children with status epilepticus (SE). Methods
Fighty-seven SE children and another 50 healthy children in Qinghai Women’ s and Children’ s Hospital from
January 2018 to October 2020 were enrolled. SE children were classified into groups in terms of the seizure type
(generalized convulsive status epilepticus (GCSE) versus non convulsive status epilepticus (NCSE) ) , etiology
(symptomatic type versus primary type) , duration of SE (< 60 min versus >60 min) , duration of control (< 30 min
versus > 30 min) , and long-term prognosis (death, sequelae, good prognosis). Serum APOA2,IgA and ADA levels of
children in each subgroup were compared, then the relationship between above indicators and clinical characteristics
of children with SE was discussed. Results Compared with healthy control group, SE children had a decrease in
serum APOA2 level,and an increase in ADA activity, with statistical difference ((0.23£0.05) g/L vs (0.33£0.07) ¢/L,
(13.55+2.67) U/L vs (5.69+1.49) U/L, all P<0.05) , while serum IgA level yielded no statistical difference between
healthy controls and SE children (P>0.05). No significant difference was found in serum APOA2, IgA levels and
ADA activity between GCSE children and NCSE children (P>0.05). Serum IgA level of primary SE was higher than
that of symptomatic SE, with statistical difference ((2.1120.51) ¢/L vs (2.4520.63) ¢/L, P<0.05) , while no statistical
difference was found in serum APOA2 levels and ADA activity between symptomatic and primary SE children (P>
0.05). Serum APOA2 and IgA levels in children with seizure duration >60 min were lower than those in children with
seizure duration <60 min ( (0.20+0.048) ¢/L vs (0.26+0.08) g/L, (2.28+0.25) ¢/L vs (2.46£0.34) g/L) ,and ADA
activity was greater than that with seizure duration >60 min ( (15.51 £3.11) U/L vs (12.03£2.89) U/L) , with
statistical differences (all P<0.05). Serum APOA2 and IgA levels in children with control time >30 minutes were
lower than those in children with control time <30 minutes ( (0.19+0.04) ¢/L vs (0.25+0.07) g/L, (2.16+0.41) ¢/L.
vs (2.48+0.63) g/L) ,and ADA activity was greater than that with control time >30 minutes ( (15.81£3.02) U/L vs
(12.53 £2.46) U/L) , with statistical differences (all P<0.05). Among children with different prognosis status,
APOA2, IgA and ADA of death, sequelae, good prognosis groups yielded statistical differences (APOA2: (0.11 %
0.02) g/L vs (0.14+0.03) g/L vs (0.28+0.08) g/L;IgA: (1.86+0.39) ¢/ vs (2.13+0.46) ¢/L. vs (2.55+0.51) ¢/L;
ADA: (23.54+2.68) U/L vs (17.34+3.14) U/L vs (10.69+2.11) U/L) , with statistical differences (all P<0.05).
Serum APOA2 and IgA levels were the lowest in death group, followed by sequelae group and were the highest in good
prognosis group, meanwhile, ADA activity was the lowest in good prognosis group, followed by sequelae group, and
were the highest in death group (P<0.05). Death and the presence of sequelae were classified into poor prognosis
group. ROC curve found that serum APOA2 (AUC=0.750,95% CI (0.644-0.876)) and ADA (AUC=0.803,95% CI
(0.700-0.907) ) had good efficacy in predicting the poor prognosis of SE, and IgA had certain efficacy in predicting
the poor prognosis of SE (AUC=0.708,95% CI (0.582-0.834) ), while the combhined detection of the three achieved
higher predictive efficacy than that of separate detection (AUC=0.902,95% CI (0.789-0.985) ). Conclusion SE
children have abnormally decreased APOA2 level and abnormally increased ADA activity, and serum IgA level is
abnormally decreased in primary SE children, moreover, the above three parameters are closely related to the duration
of SE, symptom control time and prognosis in children, and are of certain value in predicting the poor prognosis of
children, so the three can become potential indicators in clinical evaluation.
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11 SRMEK WAFEEILILEERE2018-01—
202010 if 114 87 4] SE F L (SEZH ) , Horb I 45 451,
1 A2 ) AE Y 3~12(5.79+1.03) % o TR T MLAAKS
2 14 50 151 [ B )L 2 A fidt Rk R A, v 5 23
1, 2 27 6], AR 3~13(5.93£1.14) %,

INAFRE : (D FFE CRE Bl 2% ) (2001 45 K HER
B IR R v SE A SGIZ Wb o - 0 1R 82 K
VEZ A R R 8 A SOM B, s & AR
FR2E 30 min DL EoR A7 IR 5 (2) B LHEZ MG SE
1697 5 (3) BATE SEIR YT AT IR A AP JH DK L 6 mL
THE I MM APOA2 TgA DA K2 ADA 7K ;5 (4) I R K
TG SR E R

HEBRARAE : (1) 7™ F X T 4575 R Y 25 Je oo B
REE s OB R AR ZLRE o B DL Sk
B AR R A A A
1.2 Ak
1.2.1 387 Ik A LA BE IS He2 FLTE SE R
7, AR R LI R & A 2SS AN ] 118 B Bk 4 i) 24
Yy, JRPLE Rk A A AR R LA [R] i A VRS
RIS FIHUH0W 259 (AEDs ) B 1500 PRk AT, R
A TR X S HHEBYT o
1.2.2 L% APOA2 IgA DA K ADA ZKSF-AG - g2 JLA
Bt i S i KR S VA I i R 6 A5 AN SR R DK I 6 mL,
3 000 r/min tRIF LS., 2385 BIZ LT, B T80 Cik
Rt SRS d 5 L AR APOA2 K-, K
{28 A 22 [ Beckman 700 44k B 8l B14L ; LK TG
55 B Y3 T e R A I ML 37 T A 7KK, RIS AR A H A7
T170A 4= A AR AL 73 A T 3l g~ A6 00 1 ¥ ADA
TP, RIS s R 26 [ DL e & LX20 42 B s A4 L5 it
A, R a4 A e A S A A D
1.3 SAREX (DML SEA T ILr
R4 B R 45 22 K 7S (generalized convulsive status
epilepticus, GCSE) 5 E 45 K A R SR & (nonconvul-
sive status epilepticus, NCSE) , H:H GCSE (L~ 4 5
TR AN , TEPI IR AR ] R B g R 58 A, 5
FBF (] 42 B PRI A AT L IR IR 2 5512 8. NCSE i
JLRA IR BT DL Sk 228470 S o 0 Im R & A
HEIIE L ZH B2 BaE R, 520, (2)
HR A5 PR SE 2H 58 )L o3 e R A SE 415 JsUk 1 SE

2, PR A AR B AR 2h 25 AN Y
b 95 B e R 5 | 1Y SE. (3) 4% B8 SE $525 I ) 6
BB LA MAFZEET Al < 60 min 2H5 > 60 min2H . (4) 12
P 4 i) B [BDKE B L4 <30 min 205 > 30 min 4H .
(5)FEVS 1 a, IR HUEH B ILI HIET-H S5 EhEH
DL R H e R4, Horh se T 41 B8 L RHA 9T TS AE
T, Jr st hE 4 AR L2307 Je AR TH A 0 4 A A
JGIBIE , TS R G20 58 LRE 1 A 18] JC R & A E s
1.4 WBIEER 0 B RV EREY AT A
SE #5220 ] G 77ACR K B SE LML APOA2 |
IgA LL & ADA K-, 43 #T i iE APOA2 (IgA LA K ADA
AKAF-55 SE S LI RFFIE K TS Z (B B G R o

15 ZEitEFiE  CRHISPSS 23.0 Gi it i i1 14k
P oA, TR TR S B bR 22 (xs) 2R, 71
Tt EORLZH 8] Fe A T o G 5, 2 4 HE R T BC X ¢ 4G
55, i FH 3Z 8 & T AEFRIE (receiver operating charac-
teristic, ROC) i1 & 73 Hr DAl 48 Fn 1Y 52 F80 B8 1145 S+
. P<0.05 /2R 5E0E o

2 H#R

21 SE4H5#xt R 4AEMmFE APOA2, IgA LK
ADA 7K FLb & 5 X B2 LA, SE 4 i i
APOA2 JKFREAR, ADA JKF- T, 28 A Gei 2 X
(P<0.05) ;2 H MM i [gA K- oA, 2 ese it X
(P>0.05). W#1,

®1 SEASREXTRAMNTEAPOA2.IgA UK
ADAJKFEEEE  (wts)
Table 1 Comparison of serum APOA2,IgA and ADA

levels between SE children and healthy controls  (x+s)

il n  APOA2/(g/L) 1IgA/(g/l) ADA/(U/L)
SE4] 87  0.23+0.05  2.38+042 13.55+2.67
fEFEXTIEZH 50 0.33x0.07  2.46+0.37  5.69+1.49
tE 9.705 1.120 19.153
P <0.001 0.265 <0.001

22 AEEELBSE BILMFAPOA2 IgA UK
ADA 7K FEE 8 GCSE J NCSE i LML i APOA2,
IgA DL K ADA 7K P F 38, 22 = e g it 2% 2 L (P>
0.05), W5k2,

23 BEARM5RERYSE £)LME APOA2. IgA KL
B ADAJKFEbE 5L SE LI IgA K5
FHERMELIL, 2708 502573 L (P<0.05) 52 4L 1L
i APOA2 /KLU Ko ADA TE M LA, 2 R LG4 B
X(P>0.05). W#E3,
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Fz2 AEEEZXEISE £2)LMFAPOA2. IgA LK ADA 7K
FLB  (ws)
Table 2 Comparison of serum APOA2,IgA and ADA

levels in SE children with different seizure types (x:s)

25 n APOA2/(g/L) IeA/(g/l)  ADA/(U/L)
GCSE 50 0.23+0.07 2412037  13.61+2.69
NCSE 37 0.24+0.05 2344042  13.4622.39
o 0.740 0.824 0.269
P 0.461 0.413 0.788

#®3 EXRMSERMYESE £2)LMmE APOA2. IgA LK ADA
KFELE  (xss)
Table 3 Comparison of serum APOA2,IgA and ADA

levels in children with primary and symptomatic SE  (xzs)

2153 n APOA2/(g/L)  1gA/(g/L)  ADA/(U/L)
SERPE 70 0.2420.07 245+0.63  13.50+3.37
RN 17 0.21+0.05 2.1120.51  13.74+4.03
el 1.664 2.064 0.253
PAE 0.100 0.042 0.801

24 N[ESE#F4EETE 2L M iE APOA2. IgA WK
ADAKFELEE  AAEFFEERTTE > 60 min £ LI
APOA2 J IgA AR T R AR R LT ] < 60 min &
JU, ADAZKF- 8 T R AERFEERT Al <60 min 3, 25 554
Giitapam L (P<0.05), W4 4,

*R4 FESE#FEAEE)ILINEF APOA2. IgA LK ADA 7K

Trbi  (xss)
Table 4 Comparison of serum APOA2,IgA and ADA

levels in children with different SE durations  (x+s)

ZH 5 n APOA2/(g/L) TgA/(g/l.) ADA/(U/L)
FANERFEERT ]

49  0.26+0.08  2.46x0.34 12.03+2.89
<60 min
KAEFFEERA]

38 0.20£0.04  2.28+0.25 15.51%3.11
> 60 min
e 4228 2.738 5.388
PIH <0.001 0.008 <0.001

2.5 A[E#Z BT E SE £ )L iE APOA2, IgA LK
ADA K FE EE B ¥ 6l B A > 30 min &L 0L
APOA2 J TgA K P B T 42 1 i) 18] <30 min &L,
ADA /K- 5 F 4 B 18] <30 min &, 225734 Giito#

B X(P<0.05), W35,

R5 FEEEFIRTE SE £2)LMIE APOA2. IgA UK ADA 7k
T (xxs)
Table 5 Comparison of serum APOA2,IgA and ADA

levels in children with SE at different control times  (x+s)

205 n APOA2/(g/l) 1gA/(g/L.) ADA/(U/L)
PEHINE <30 min 60 0.25£0.07  2.48+0.63 12.53+2.46

PRI > 30 min 27 0.19+0.04  2.16£0.41 15.81+3.02
18 4.151 2415 5.353
P <0.001 0.018 <0.001

2.6 A[ETESE £JLINE APOA2.IgA LK ADA
KFELRB AR S B ILIMTE APOA2 . IgA UL
ADA K HAE, 2538 G it 24 5 L (P<0.05) , Hor i
J& RAFA LA R J5 tAE4H L APOA2 % TgA KP4 15
TFHET-41, ADA IE IR FAET- 41, H 15 R 474 im
1 APOA2 J IgA 7KV T Ja e 41, ADA 7KK T
JE e, 22 A G TEE L (P<0.05), L3k 6.

#x6 AEFESEEJLMFEAPOA2.IgA UK
ADAKELLE  (xss)
Table 6 Comparison of serum APOA2,IgA and ADA

levels in SE children with different prognosis ~ (x+s)

205 n APOA2/(g/L) IgA/(g/L)  ADA/(U/L)
T4 9 0.1120.02  1.86£0.39  23.5422.68
JEHAELAL 20 0.1420.03°  2.1320.46"  17.34+3.14°
WG BRI 58  0.28+0.08"  2.55£0.51" 10.69+2.11"
FiH 101.045 18.315 181.567
P <0.001 <0.001 <0.001

e ST LR, ' P<0.05, 5 R e 4 b &, "P<0.05

2.7 1% APOA2.IgA B ADA Fiilll SE & JLFi /5 B9
MmE HIETSAEERBERIJLEH IS AR
4, 21 ROC M 2 & B, 175 APOA2[ AUC=0.750,
95% CI (0.644~0.876) | . ADA[AUC=0.803, 95% CI
(0.700~0.907) | £ SE FiJ5 A K 44 HAT [ UFR%
fig, IgA 76 TN SE /LTS b HoAA — 3L EE [ AUC=
0.708,95% CI (0.582~0.834) ], Ifi = FH B4 v A 54
1R 45 T8 A HL 0 N R 9 &L RE [AUC=0.902, 95% CI
(0.789~0.985) |, WL#%&7,Kl 1,

%£7 MiEAPOA2.IgA K ADA Tiilll SE &)L H/5 I35 68
Table 7 Efficacy of serum APOA2,IgA and ADA in predicting the prognosis of children with SE

eI Il S AUC 95% CI P{H RIE % iR 1%
APOA2 0.17 0.750 0.644~0.876 <0.001 65.5 87.9
IgA 1.96 0.708 0.582~0.834 <0.001 51.7 89.7
ADA 19.86 0.803 0.700~0.907 <0.001 86.2 56.9
1eA T I8 - 0.902 0.789~0.985 <0.001 96.6 81.0
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Figure1 ROC curve of serum APOA2,IgA and ADA
predicting the prognosis of SE children
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SE F8 W00 — U R AR AIRFEE 30 min DA b B34 %
RAEFFEE30 min DL b, RAEIARI B IHAREIKE |, J& i
PR AN ZRAE T, SETEJLE H 0 & R, LA
W4 L2 AR T . X T LN 7, SE AT fig)™ H 4
Pilisid 2 e, dEmis m UL H S K . R A
RSN 2 2 R 0 A SR R AP I ek
LTS (TR (Rl B T A i
TR RS T W0 SE LS FE IR PR R RE E 2

APOA2 J& Ifi 3¢ Il Big 2 11 A o B 20 B 53, 7ERR
J A g B U8 b R R AR, A TR IR
fifl Pt iz e 2= T E , 2 5 % 2 IR 25 11 (high density
liptein, HDL) () 5CEE BG4 . UTAESR A 2238 & LA
Bn] JR 2% T B (Alzheimer’ s disease, AD) B 35 1M Vi
APOA2 7K-F-BIIR T [, R BT APOA2 ZK-F- T [ ] ikt
TANFIBERG AR JR e AFoE & B, S fa Xt B4 L
# A H, SE 8L LW APOA2 KB i T &, 327
APOA2 "] R SE Z [AHBAFTER UIBK R .

Wil 2 15 A X IR B2 SE AH EFFE IR ISR A, i
P2 IR 28 55 00 =2 1) 1 G 3R A2 318K 8 22 1 G
IgA AMUBEA S WEAE L, I SEALIRBE R 8 R SE 1
FEENSY, RS A ) TR R S AR A R R
H,FOUBEEEAE R T TgA W R AT A 2N
FAEHRAEYHADUR, T A SRR, 4
ABURBUIARIS , BI AT 0 AR . AR R
P, SRR FRZEAR G, SE £ LA 1gA K- I8
TR RR &% SE LIS 1gA /KB BAKFIE
A, B LI 1gA 7KF T BB ) R B0AE It &

SE LS b, MARZIA Y JRGL5 R SE B L IgA 7K
TFIEALERFIEH .

ADA 2 BT A I B 5, i AT R 2k
BRI Y i Y AR SE & B, SE LI
ADA V6 PERA S 5 TR R AL, UL ADA K T #E
JRAF, SECRBR RS . SE 4 18 & A B RE IR 40 A
GCSE 5 NCSE, A58 v R 2808 LA T GCSE, 1
It KRB S, 5 T2 W, 1 NCSE 2 DL S iR RS
F WIS o R IR ST oy Sk R R R
PR SR E SE 22 ph Iy  SEAR15 2 | 25 a i AN 2
AW SE BILE WARIRPERT . LB R & AR
Y Je ASTRL I IR LT AOPA2 IgA LA & ADA 7K
SR B, B R LI TgA ZKF B BARTFRER
IS, A T4 M3 AOPA2 IgA L M2 ADA 2 i) 2%
S TG F R S o SEARZSFRLRI ] LK 4 il i ]
BT BTG , Rl A AR 1] S 47 ] it ]
BLTUE B AT, [ 2 Wk 25 2 A58 4 51 L SE
FFEEKAE 60 min F il B[] 30 min /E R S5 EIL
AT, AR 4H 8 LI APOA2 IgA LA K&
ADA KV KB, B AEFRESERT ] > 60 min £ LI
APOA2 J7 1gA 7KV P T KA RREEIT ] <60 min i
JL, ADA ZK-5 T R AERFEEIT ] > 60 min &, FE il i)
6] > 30 min & LI APOA2 K TgA 7KF-HE T4t
1] <30 min &)L, ADA 7K T4 5[] > 30 min
Ho MEREVT 1 a, 86 EILTUG 4> WFET-41 58
DL fE RAF2, SET- 41 LIS APOA2 DL 1gA
IOV AR, ADA JK - d5 &, 1 IS R4 4 I v
APOA2 % TgA 7K V-1 55 , ADA K P15 %, J 38t 0E 20 LA
FARPRAKE R, DL BSOS I3 APOA2  IgA
DL K ADA K5 BLTUG Z e VIEC R . 4
I ROC 12k & B, M3 APOA2 IgA DL Kz ADA 754
SE FBULFUS H ¥ HA — 2 SRR , Hih ADA SCRE i
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