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A% 5 4 4 40 9 8% A= SiE (langerhans cell
histiocytosis, LCH ), JEJLEME DL K2 R Gt
P o LCH BT BBt 28 R 58, 1l 2 T el —
FEARX (hypotha lamus—pituitary region, HPR ), 5|#H
FXPEPR HAE ( central diabetes insipidus, CDI ). [ 2012
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LCH JLEZ W, KIGFEL K2 ~ 101100 Ji, i
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WEKAE LCH kA RRerp HEZHA » i
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CDI 4% % T LCH H % 50% ~ 80% i 38 K i 4iF 1
AEN R R R HABER O kE (S ik ). 120G
W22 R G5l Sk 1052 29 LCH S CHR ) 2 HRHE |
FLZEMHE 2 BE ), Rt R CDI LRGN, 1M
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