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Role of CD19 * CD24highCD27 * Regulatory B Cells in Children with Infectious Mononucleosis. =~ Wang Yuefei, Chen Baoguo, Zhang
Yang, et al. Department of Pediatrics,The First Linghai Hospital , Zhejiang 317000, China

Abstract Objective To investigate the biological function of regulatory B cells (Bregs) in children with infectious mononucleosis
(IM). Methods A total of 53 IM children and 50 healthy controls were enrolled. The T - cell subset and expressions of CD19 * CD24"*"
CD27 * Bregs in peripheral blood mononuclear cells (PBMC) were evaluated by flow cytometry. The level of serum EBV — DNA copies was
detected with fluorescent quantitative PCR. And the serum level of IL =10, TGF - B was measured by enzyme — linked immunosorbent as-
say (ELISA). Results IM patients in acute phase group had a significantly higher percentage of CD3 " CD4 " T cells(z=19.99,P <
0.01) and lower percentage of CD3 " CD8 " T (¢ =17.47,P <0.01) cells than control, corresponding to a low ratio of CD4/CD8 (¢ =
16.79,P <0.01). Compared with IM children in acute phase, the IM children in recovery phase had a higher expression of CD3 * CD4 "
T cells(z=21.54,P <0.01) and lower expression of CD3 " CD8 " T cells (¢t =17.47,P <0.01), and higher ratio of CD4/CD8 (¢t =
16.68 ,P <0.01). The percentage of CD19* CD24"*" CD27 * Breg expression in PBMC of IM children in acute phase was 13.4% =+
1.87% , and it was lower than those in the health control group (¢ =14.61,P <0.01). The expression level of CD19* CD24"*" CD27 *
Breg cells in the acute phase of IM was negatively correlated with EBV — DNA viral load (r= -0.52, P <0.01). The percentage of
CD19 * CD24""CD27 * Breg expression in PBMC of post — treatment IM children in recovery phase was 18.3% =2.11% , and it was
higher than those in the IM children in acute phase(z=12.61,P <0.01). The level of IL - 10 significantly decreased in serum of IM pa-
tients in acute phase compared with control(¢=11.50,P <0.01). The level of IL - 10 significantly increased in serum of IM patients in
recovery phase compared with IM patients in acute phase(t=9.40,P <0.01). Conclusion In the acute phase of IM, there was obvious
immune imbalance, that is, the increase of CD3 " CD8 " T cells and the decrease of CD4 / CDS8 ratio, which may be result from the de-

creased level of Breg cells and its insufficient of immunosuppression function.
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ARG IS5 5 A0 JE i T bk L 20 i SR A Breg 20 D,
TR Breg 4115 IM Jf 72 FIS7 ALY SC FR

M#57HE

1. — & BE k2014 4 6 J] ~2016 4 5 H 7E#i L
A 6 M B B A Il T TN RGBS B B2 IR YT 1Y 53 Il IM
BIL, BILAFERY 2 ~ 12 2 P 4EIR 7,12 £2.23 %
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2 ARARR A 3 SR AR M L 2 (i 1
JA) MRS (3R 7 T i R SE IR AR T 2%, i 2 S
A F ) A B L # Bk i 2ml, EDTA 4T & , b5 A< R
B 5 M REAT I AT, 43 85 1L 2K AT 9O E B PCR
O30T e APUEEIML Sml, 73 A ML — 70°C & ¥R IR A7 &%
o

30T Pk E8 200 A ST A A0 < B EDTA H&E i SOl
%% m A CD3 - FITC, CD8 - PE, CD45 — Percp -
cy5.5,CD4 - APC(ZEH BD 2 w]) B pi BEHi{k 10pl,
RS ZIREOCIEE 15min, J21 40 Ml 246 W 2ml, %= IR
#EYE 10min, 1000r/min & .0 S5min, 2 | %, 2ml B R
Eh 22 v (PBS) T & Yk 1000r/min #.0> 5Smin, & I
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SIHA CD19 — Percp - cy5.5,CD24 - FITC, CD27 -
PE(E[E BD A ) By BEh ik 10wl 18 5] 5 it
$EE 15min, 21 40 i 24 /% WK 2ml, % 3R #F O 10min,
1000r/min B 0> Smin, 2= |- {F, 2ml PBS = & F X
1000r/min B0 Smin, 2% F5 & 2% 2 B W PBS
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50wl L2 AN 50l DNA 24 fig g (3K FL A A)) IR %
RBA, & @ity %% 100°C A% 7 10min, 13000r/min & .(»
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Py, PO & GEL I AR IR A 43l
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CD3°CDS T 40 i B W 44 &5 (¢ =17.47,P <0.01),
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WA 2 A8, CD3" T 41 i & A 56 &R & 16.68, P <0.01), o I W | N U LA N T 5
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(t=21.54,P <0.01),CD3" CD8 " T 4l fits B} & &% Ik EMREBWBRIKE LR (£1),

(t=17.47,P <0.01), CD4/CD8 [ {1 & (¢ =

1 IMBILEREXNRAT HEMREITERELILR

20 51 n CD3* (%) CD3*CD4* (%) CD3*CD8* (%) CD4/CD8

Xf HE 4 50 68.98 +6.01 39.06 +4.00 24.36 +2.53 2.20 +0.44
IM 2k 4 53 77.37 +3.84 " 25.91 +2.56* 38.94 +4.66 " 0.88 £0.35 "
IM R 52 351 41 53 72.79 £3.42* 39.11 £3.66* 25.66 +2.99* 2.11 0. 45"

SXPRRALILE, T P <0.01; 5 IM 2 HEHI 4 L, *P <0.01
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3.0 IL - 10 1 TGF — B 7K -« falt 5 X B 21 JL
MG IL - 10 F1 TGF - B 43514 0. 98 £0.30pg/ml ,
21 +4. 16ng/ml, IM Z 39 # LI 3% 1L — 10 1 TGF —
B 43 0.45 +0. 15pg/ml 14.93 +3.02ng/ml, 5%t
M LB B, 2R A git L (1 =11.50,
9.75,P 5 <0.01), &7 )E IM I E W H L IL - 10
I TGF — B 4> % & 0. 85 + 0. 27pg/ml, 20. 69 +
3.91ng/ml, A8 IM 2VEII B WY &, 2 R A iR
Y (1=9.40.8.48 P <0.01),

4.CD19 " CD24"" CD27 * Breg 4l fifl 3¢ ik 7K V- 5 1fiL.
i IL - 10 F1 TGF - B 7KV AH G M 43 #7 - IM 201k 1) A8
JLARE I CD19 * CD24"" CD27 * Breg 4l i 3235 /K V- 5
1 IL-10 B EAK(r=0.67,P <0.01) 1 51L&
TGF - B /K ETAHEHE(r=0.16,P >0.05) ,

5.IM @ JL EB J 8 DNA ) Br . fd B X B 20
EBV — DNA ¥R Bk, IM Z ¢ & JL EBV - DNA
oM B, #5 DUBCR 7 80 (M) 1. 42 x 10° 4% D1/ 2 F
[P,s~Py :(1.15 x10* ~1.2 x 10°) $£ /= F ],
YRIT R IM R 1 5 JL EBV — DNA B¢, #% 01 %k
ME(M)3.21 x10° #0l/2ZF+ [P, ~P,, .: (0.99 x
10° ~6.19 x 10°) #0722 F+ ], 5 IM Sl i 2 7
Agit B (U =8.87,P<0.01) . AHCAE2Hr i
7%, IM 2P ) LA A 1 CD19 * CD24"*" CD27 * Breg
MR IK K 5 I EBV — DNA #% & &2 71 A OC,
(r=-0.52,P<0.01),
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Mizoguchi 45" ¥ S fir 4 8 45 5 B 410, IF 16 %
i M o 55 78 rh IR SR T M B4R AR — BRI 09 S e
1 52 240 LS AH o  Ad 3UT AF ke B i 9 i, LA BRI fE
BE R, T B 40 M 3 B 5E o 4y W I - 10
H1TGF — B %5 300 il 4 40 i PR, o 4 5007 o T 20 i
M FEE T 46 M B NK A A 45 5 35 v An i ) R
DLYES LA S 52 7 45, 13 B B g P o L g 1
5 1 98 46 S A N O S R V- R AR R R AR
SCHRARE (9 R P B 4 LA Z A0 RE i CD19 T
CD24"CD27 * Breg J& # & B AY o rfr — A 0 3, A
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Dililo %7 4t 1 A Breg i % 38 % CD19 "
CD24"" CD27 ", 1 H B S B VE B IR LI e 1 5 o A1 fi
R R EZEAEN . AR LB, IM 2t
L CD19 " CD24""CD27 * Breg 4 il 3¢ ik 7K V- # i b
XPHEZH B PR AIR, &R YT 5 & IM 1K &2 #, Breg 4fi i

BRI 2 IE Ko EB R R R AT B, IM 2
PEWI A L EBV — DNA #5321 IM R &2 1, 29K
E W LR N EBV — DNA {15 2 AR7KF FHPE, Al g S
IM 8 LI RS G218 A5G o AHOCHE 43 A Sk, IM 21
PEIA R JL CD19 * CD24"" CD27 * Breg 4l il % ik /K F- 5
EBV - DNA # it 2 A AH G, RS RIE/R, Breg 5§
EB Y5 8 2 & %5 VI AH OC , B & 1097 Jo 8 5 9RO B
1Ml Breg ik /K& Witk &= .
Breg ) 3 2L RE & 43 WA R & 1Y TL - 10 F1 TGF -
B MBI VR AR M T L AL 45 R, IM S
LIS IL - 10 A1 TGF - B &% B4 B F A%, &
IM 52 1 8 )L v 1L - 10 F1 TGF - 8 35 17+ 2= IE %
KAV o AHJEARSCE 20 A o, IV 20k 0 A8 LA A i
Breg ik KV 51E IL - 10 & BEAHC, i 5 TGF - 8
FE A M. 4278 CD19 T CD24""CD27 * Breg 4 it 3=
BLor M TL - 10 AR+ 13 TGF - B BEAK AT fig
55 A S e 20 B D BRI A OG . B Ak, IM PR AR
LA Dy fig ™ IR AL, CD3 " CD4 " T 4fi ffy &b 2% P AL,
CD3 " CD8 " T 41 fifg B} 2 4% &5 , £ %= CD4/CD8 [, fi] {5
HLOHE MR BRI R ERE RN,
7E IM AP, CD19 * CD24"*"CD27 * Breg 4fl Jid 4 £ 1
Dy ae v ss , A A T AR VE T 4 i T EB i 35 19 2
FRAVEA R RN, Bk B s B 3, fif EB W5 8
RS CD8 ™ T 241 ff K & 35 7 , #F 1M1 2% 5 EB i 55 J&
P B A, R TS E R RGN RN IER., 2
IM & & 1, CD19 * CD24"" CD27 * Breg 4fl i ¥ GE K &5
IEH L4 IL — 10, 400 i 248 Jf 25 7F T 40 ff B2 HL 4%
P 248 DXL 1% R, DT 3 S B AR 38 A7 3 B2 4 928 I g
AL TR
Zi BT, AR BF 5% 45 R K B, CD19 T CD24™
CD27 " Breg 4}l 5 IM & 55 % YJ AH O, B4R G 8 0 75
LA R T i — B AW
S % ik
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