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Relationship between renal Thl/Th2 ratio and renal microvascular injury in children
with Henoch-Schonlein purpura nephritis

HUANG Dan-Lin, XU Zi-Chuan, DANG Xi-Qiang, ZENG Xue-Qi, HE Xiao-Jie, YI Zhu-Wen, HE Qing-Nan. Department
of Pediatrics, Second Xiangya Hospital, Central South University, Changsha 410011, China ( Dang X-Q, Email. happy-
dang@ tom. com)

Abstract: Objective To explore possible correlations between renal Th1/Th2 ratio and renal microvascular injury in
children with Henoch-Schinlein purpura nephritis (HSPN ). Methods  Thirty-two children with HSPN were enrolled. They
were classified into four groups by renal pathology: HSPN class I (n =8), HSPN class Illa (n=7), HSPN class IIIb
(n=10) and HSPN class IV/V (n=7). Five patients undergoing nephrectomy due to trauma were used as the controls.
INFvy, IL-4 and CD34 in the renal tissues were measured by immunohistochemical analysis. INFy was used as a marker of
Thl, IL4 was used as a marker of Th2 and CD34 was used as a marker of microvessel. The renal microvessel density was
evaluated according to the Weidner standard. The relationships among the local Th1/Th2 ratio, renal pathological grade,
microvessel score and microvessel density were studied. Results Immunohistochemical analysis showed a lower expression
of INFvy and a higher expression of IL-4 in the HSPN groups than in the control group. The local Thl/Th2 ratio in the
HSPN groups decreased and correlated significantly with the renal pathological grade. There were significant differences
among four HSPN subgroups ( P <0.05). Compared with the control group, the renal microvessel density in the HSPN class
IT and class Illa groups increased significantly (P <0.05), but it decreased in the HSPN class IV/V group (P <0.05).
The renal microvessel scores in the HSPN class Illa, class IIb and class IV/V groups increased significantly compared with
those in the control and the HSPN class [[ . The increased renal microvessel scores were associated with more severe renal
pathological changes. A negative correlation was found between the local Th1/Th2 ratio and the microvessel density in
kidneys (r= —-0.921, P<0.01). Conclusions The decrease of Th1/Th2 ratio in kidneys might be responsible for renal
microvascular injury in children with HSPN. [ Chin J Contemp Pediatr, 2011, 13 (4) ;273 —277 |
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