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Effects of Alfacalcidol on Immun Function in Children with Henoch-schonlein Purpura and Observation
of Clinical Efficacy

WU Min, WEI Hongping, ZHAO Pingge”(Yiwu Hospital Affiliated Wenzhou Medical University, Yiwu 322000, China)

ABSTRACT: OBJECTIVE To investigate the effects of alfacalcidol on immun function and clinical efficacy in children with

henoch-schonlein purpura(HSP). METHODS Sixty cases of HSP were selected and randomly divided into the alfacalcidol
treatment group and the conventional treatment group, 30 cases in each group. The conventional treatment group was given the
routine therapy, while the alfacalcidol treatment group was added alfacalcidol oral on the basis of the routine therapy. The
peripheral frequence of Th17 cell and Treg cell of all the objects(before treatment and after 1 month treatment) were detected,
and the serum concentrations of 1,25-(OH), D5, IL-10, IL-17 and MMP-9 were also detected. The clinical efficacy and symptom
control time were compared between two groups. RESULTS Compared with pre-treatment, the proportion of Th17 cell were
decreased significantly and the proportion of Treg cell were increased significantly after treatment, all those difference were
significantly(P<0.01). The alfacalcidol treatment group had a significant change compared with the conventional treatment group.
After treatment, the serum of 1,25-(OH), D; in the alfacalcidol treatment group was higher than the convntional treatment
group(P<0.01), while the serum of IL-10, IL-17 and MMP-9 levels were significantly reduced(P<0.01). The alfacalcidol
treatment group was superior to the conventional treatment group in abdominal pain, joint swelling and pain, renal lesion
regression time and recurrence times within half a year(P<0.05). CONCLUSION Alfacalcidol can improve the immune
function of children with HSP, and it has a certain clinical efficacy, but more research is need to prove.
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Tab.1 Comparison of the basic date between two groups

1 51 GG B E
215 n — Ry —
5 B3 T H
WREITH 30 18 12 8.5+1.7 26 4
BlvEtbmBE4l 30 20 10 8.8+1.9 25 5
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(P<0.01), PFalykELmEgl & )LImiE 1, 25(0H), D3
AKEFH R (P<0.01); 16975 5 PR IT HAHEE, B
A AEEA Th17 40 8 Le ) T F% . Treg 40 LA J2
MiF 1,25(0H), D; K FFH &= (P<0.01), WL 2.

23 2 HBJLRITHTEIME IL-10. 1L-17 K&
MMP-9 7K L5
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(P<0.01), W3 3.

=2 24 8)LETHWE Thl7. Treg 08 K i 1, 25(0H), Ds K F (X +5)
Tab. 2 Comparison of the proportion of Th17, Treg and the levels of serum 1,25(OH), D; cell between two groups before and

after treatment(x £ )

Th17/% Treg/% 1,25(0H), Ds/ng-mL""
2H 5 n
BIT RO BT R YBIT R BTG YBIT R WIT G
HREIT A 30 1.82+0.63 1.10+0.47" 2.24+0.76 3.10+0.97" 16.52+1.72 17.24+1.96
P4 30 1.79+0.58 0.84+0.32"2 2.33+0.81 4.05+1.36"? 16.79+1.58 34.68+4.27"7

FE: SIRITATRE, DP<0.01; SH IR AL, PP<0.01.

Note: Compared with the group before treatment, "P<0.01; compared with the convntional treatment group, ?P<0.01.

®3 241 )LIETHE ML IL-10. IL-17 X MMP-9 KF L8 (X £5)
Tab.3 Comparison of the levels of serum cytokines between two groups before and after treatment( x 5 )

IL-10/pg-mL™" IL-17/pg-mL™" MMP-9/ng-mL™"
2H 51 151 %5
VBIT RO HIT A TRITHD BTG BITHD BTG
LR T 4 30 25.89+12.63 23.32+10.97 84.52427.35 40.32+12.43" 187.64+71.58 136.67+46.77"
FlvLkEfbBEdl 30 26.32+11.53 18.76+8.791 86.48428.19 20.45+8.35V% 183.74+69.25 92.55+24.38"%

E: HIEITRIELES, VP<0.01; SR IUAITAE, 2P<0.01.

Note: Compared with the group before treatment, "P<0.01; compared with the convntional treatment group , ?P<0.01.

2.4 2 HE)LIBYT S I PRRE IR L5055 B TH) EL A

2 ZH ) LAE B2 R S0 A i [B) G 22 5, HLTE
JELTR DR T TR A B U s A Y AR I )BT Ak
fi 04K T8 VA TT 4. (P<0.05 5<0.01). W3 4.
Fa4 24BILETEEAERM KB LER(X+s)

Tab. 4
symptoms between two groups after treatment(x £s5) d

Comparison of disappearance time of clinical

4151 BIE RS W KA F IR
WREITA 30 55414 3.3+0.9 3.8+0.9 12.5£2.8
Byl BEl 30 54412 24+0.9?  3.4+08"  9.6+2.37

T SEHRITALLE, "P<0.05, PP<0.01.
Note: Compared with the convntional treatment group, "P<0.05,2P<0.01.
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(2.1£0.6)Ik, BiEEALEEH(1.8+0.4)K, 2 4tk
A G E L(P<0.05).
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