B2 201948 12 7 48 % 45 120 *1E

B = B2 X il & S R R Al ¢ B L
Th17/Treg K &8 T E H

¥ OE & F B ok EZmf

M E B WIE=EE01,25(0H), Dy ] X i 48 354 i 4¢ (mycoplasma pneumonia pneumonia, MPP) i JL, Th17/Treg
FAHK A FRRWEIER . FiE BB 2018 4F 9 ~ 12 J 7E 4783 5 BF R 458 1 M = Be LB 2 119 50 4] MPP 8 LA 50504,
FE B A R L FE 50 i) %o BRAL, W I06 G348 23 AT i (ELISA 325 ) Kyl afn % +f 1,25(OH), D, JIL - 10 & IL - 17 & 12, 3 20 40 o0 17 12
AR Th17 J Treg Ko KL BENL > A AEAE R D T WA AR4EER D T4 25 4, AR D T Hidl L3 AE % MG y7 Ak
fili B IRZEAE R D2 5 BRI w4 LA i 1,25(0H), D, (L =10 IL =17 {5 3, Th17 J& Treg /KF-, &R IR
JL 1,25(0H),D, \Treg f IL — 10 /KP4 F 5% BE4L, Th17 f IL - 17 /KPR T IR, 2 RA ZIT¥ B L (P <0.01) . FH4iA
J7fE 1,25(0H), D, [IL =10 /K F J Treg 40 i He H 8GR Y7 AT & TH& (P <0.05) 1L = 17 JKF K& Th17 20 i 1o 28 8036 97 1 . 2 [
(P ¥ <0.05), HASLFE B3 T WiZH B35 (P <0.05) , JE T4 TL - 10 JKF- K Treg 4 i bt 345 BT F [ ,1,25(OH) , D,
= 17 7K F B Th17 40 o L 5 I8 i  AEYA Y7 TG 25 5 Bt % 8 X (P >0.05) . T T4l JLﬂ?ﬂﬂt’x&ﬂﬁE(ﬁﬁeﬁﬂEﬂi’mﬂ'?itﬂF
W (P<0.05), Z&5it MPP BILFE —ERENEA K D = K& Th17/Treg Fik J i , #h E 4 £ 2 D 0] 2t 3% & JL Th17/Treg
R A B W W A R o

XKEW B R SEARM R Thl7 Treg IL-10 IL-17

hESEE  R12 XHERFRIEED A DOI 10.11969/j. issn. 1673-548X.2019.12. 028

Intervention Effect of Calcitriol on Th17/Treg Imbalance in Children with Mycoplasma Pneumoniae Pneumonia. Cao Zheng,Yu Rong,
Xue Bing, et al. Graduate School, Xinjiang Medical University, Xinjiang 830011, China

Abstract Objective To investigate the regulation of calcitriol on the expression of Th17/Treg and related factors in children with
Mycoplasma pneumoniae pneumonia. Methods Fifty MPP children from September 2018 to December 2018 were selected as the experi-
mental group and 50 healthy children as the control group. The levels of 1,25(0H),D,, IL - 10 and IL - 17 in plasma were detected by
ELISA, and TH17 and Treg were detected by flow cytometry. The experimental group was randomly divided into VitD intervention group
and non — VitD intervention group, 25 cases in each group. In addition to routine treatment, children in VitD intervention group were giv-
en VitD orally. After two weeks, the levels of 1,25(0OH),D,, IL -10, IL =17, Th17 and Treg in peripheral blood of the two groups were
detected again. Results The levels of 1,25(0OH),D,, Treg and IL - 10 in the experimental group were lower than those in the control
group, and the levels of Th17 and IL — 17 in the experimental group were higher than those in the control group (P <0.01). The levels of
1,25(0H),D,, IL — 10 and Treg cells in the intervention group were significantly higher than those before treatment (P <0.05), and the
levels of IL =17 and Th17 cells were significantly lower than those before treatment (P <0.05), and the change course was significantly
lower than that in the non — intervention group (P <0.05). The levels of IL — 10 and Treg cell ratio decreased in non — intervention
group, while the levels of 1,25 (OH),D,, IL - 17 and Th17 cell ratio increased, but there was no significant difference before and after
treatment (P >0.05). The disappearance time of cough and wheeze in intervention group was shorter than that in non - intervention group
(P<0.05). Conclusion Vitamin D deficiency and imbalance of Th17/Treg expression exist in MPP children. Vitamin D supplementa-
tion can improve the imbalance of Th17/Treg and respiratory symptoms in MPP children.
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