JUAE2E 5 4 & 2016 £ 5 22 £ % 8 #1 Journal of Pediatric Pharmacy 2016, Vol. 22, No. 8 15 -

BB AR W EE [ 1], h Sl gk 4 AR, 2009,
12(11) ; 62-64.

Bk . T IRIGTEE A LB S B ey T [T ].
FhE S A2 PR 2R, 2009, 12(3) ; 84-85.

[19

IRAATLI]. S22 4R, 2009, 12(17) :67-68.

[21] FFFW, BARAE . M2 s16 7 B AR L S B it 1 i 9
37 BI[)]. REBURZEYINE, 2008, 2(14) ; 38-39.

(GidE . TARAR)

[20] XN, KRS . #2871 H W 78 A Lk S i 100 s 1 (ki H 4 :2015-11-25 &[] H 191:2016-03-15 )

doi;: 10. 13407/j. enki. jpp. 1672-108X. 2016. 08. 005 - T
M Y2 P8 Xk LB O AR R R DR P R 1 PR T 2%

FIH G R E R NG REAR (Eia ARER, BRIED 570311)

[HE] BRY: MR A 30U E 534 09 6 R AL B f i # A (HP) 3 '8 34 4R, ik R0 @B 54 5 ik,
WL TR IEME 0 4 PI¥ERR P HEILO0 h.24 h48 h f= 72 h A RAEF= ) LA EJ%H 35 (PICS) & % A (ECG) | o 7 ILEF
(Cr) K MFEBELAF G (RBP) K o ik R B4 F) C(Cys-C) K HP & 75 B 1) A 5% B 1) 16 SR 3502 58047 547,
HER: 46 ZILH BRI AL F,0 h RBP Fo Cys-C K-FF- 3, 39485 51 4 142.5 mg/L A 1. 51 mg/L, 22 ~6 h &9 HP %
I )6 , A7 %)L 24 h RBP A= Cys-C = £ EFKF,31E5 5] 4 90. 5 mg/L # 0. 86 mg/L,48 ~72 h MLEAL Lk 4 T 4, 1 4] &ILF
g RRSERE SR A T, BAT TR FT LT, A3 FAGRK, i % TETIRIBEZSERE, L
36 HP 5T -3 860 B4 AR 4R,

[REBIA] iR ik 553 P&, B84, LE

[FESHES]R65.2 [ SCEkFRIZAD ] A [ 32E= %S 11672-108X(2016)08-0015-03

Protective Mechanism of Hemoperfusion on Renal Injury Induced by Toad Poison in Children

Ji Xungi, Feng Xiaowei, Chen Yuwen, Sun Song, Chen Zefu (The People’ s Hospital of Hainan Province, Hainan Haikou
570311, China)

[ Abstract] Objective: To observe clinical symptoms of toad poison causing kidney injury and the protective effect of hemoperfusion
(HP) on renal damage. Methods: Four cases were retrospectively studied, 0 h, 24 h, 48 h and 72 h vital signs, pediatric critical care
score (PICS), electrocardiogram ( ECG), serum creatinine ( Cr), retinol binding protein ( RBP), serum homocysteine enzyme
inhibitors C (Cys-C), HP treatment time, length of hospital stay and clinical outcome were analyzed. Results: Four children suffered
from slow arrhythmia and 0 h RBP, Cys-C increasing (the mean were 142.5 mg/L and 1.51 mg/L). After2 to 6 hours’ HP treatment,
the survivals 24 h RBP and Cys-C fell to normal level, with average value of 90.5 mg/L and 0. 86 mg/L, there had continuous declining
after 48 h and 72 h. One young children taken much toad died of severe arrhythmia in critical condition, the rest 3 cases cured.
Conclusion; Toad poison can cause severe multiple organ damage, early HP has a protective effect on kidney injury caused by
poisoning.
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Therapeutic Effect of Methylprednisolone on IVIG Non-Responsiveness Kawasaki Disease

Chen Ying, Zeng Rong ( The First People’ s Hospital in Yibin, Sichuan Yibin 664000, China)

[ Abstract] Objective: To explore the clinical efficacy of the small doses of methylprednisolone combined with intravenous gamma
globulin (IVIG) for the treatment of IVIG non-responsiveness Kawasaki disease (KD) in children. Methods: Thirty two cases of IVIG
children without reaction type KD were randomly divided into treatment group and control group with 16 cases in each group. The control
group on the basis of conventional therapy was given intravenous infusion of IVIG 2.0 g/kg one time, the observation group on the basis
d) for 3 days. blood routine ( WBC), blood

sedimentation (ESR) and hypersensitive C-reactive protein (hsCRP) of two groups before and after the treatment were compared. The

of control group was given methylprednisolone 2 mg/ (kg - The clinical symptoms,
platelet (PLT) count, D-dimer, fibrinogen (FIB) and adverse reaction of two groups before and after the treatment were compared.
Results: After the treatment, the clinical symptom recovery time of treatment group was shorter than the control group (P<0.05). The
WBC, ESR and hsCRP of two groups between admission and were not statistically significant after 36 hours (P>0.05). The WBC, ESR
and hsCRP of treatment group were lower than the control group after 72 hours (P<0.05). The PLT, D-dimer and FIB of two groups
were not statistically significant after the treatment (P>0.05). The incidence of CAL in treatment group was lower than the control group

after 1 year’ s follow-up. Conclusion; Small dose methylprednisolone combined with intravenous infusion of IVIG in children with IVIG
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