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Lcn2/NGAL markedly increases in kidney CD4* T cells
following IR-Induced AKI
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Comparison of kidney & spleen CD4* T cells from WT

and NGAL KO mice

CD4
+— 1000-
»
— 6001 -
.é 400
E 200
© v
I g 2
E
] 14
2 0 T L 1 Ll
‘b@ .¢,<~°‘\ & e
& + R oQ'Q
& © & &
CD62L
—~  400-
=T
»
P £s
|
é 100- .
2 o6y *
§ 0.4-
5 S
S 0.2
§ 0.0 . . . T
] ] o o
& L] < )
il‘bo *’-‘b{\ Ca‘?\a fo*?a

Absolute cell number ( x 10 4]

Absolute cell number ( x 10 %)

Treg Ki67
. ©  50-
60+ % = 40— ®
2 T -3 BN
@
20 o ® " £ fg-
e - . *
0.3"' I_l ; 0.6" %
02{ =5 8 4 —tmm— .,
=
0.1 a‘_—_'_ S 0.2 J_ﬁ-
u-c L] Ll T I § Opc 1 ) 1 Ll
-b';s:\ @*‘Qﬁ \Qg? \eeF & ba‘\ y & \°e°
iR K & E % o
$ N $ NG $ NG & N
CDh44 CD69
80- ~  200-
60 E 150 L]
4
Z 100
= T
2 501
207 o = £ ! =
3 £ 207
N 8 15|
b= g o] = -
14 = 2 054
o— . . . 2 ol — : . .
) Al o & & & & &
*_-\b(‘ *_-\b{‘ o Q\e.‘a‘ ” Q\e *_-\6(‘ {..\bo N Q\Qa " Q\e Iil';;—-[ NS
$ © © $ © $ ®

Submitted for review in The Journal of Immunology on Jun 17, 2019.



Lcn2/NGAL deficiency augments susceptibility to
Ischemic AKI in mice
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Adoptive transfer of Lcn2-deficient CD4* T cells
aggravates ischemic AKI
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Adoptive transfer of Lcn2-deficient CD4* T cells
aggravates ischemic AKI
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Q2. Does CD4 T cell NGAL serve any role in the course of ischemic AKI
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In vitro ischemia reperfusion induces higher IFN-y
In Lcn2-deficient CD4* T cells

mRNA (Relative fold change)

In vitro ischemia reperfusion

WT Lcn2-deficient
<«— Mineral oil —
<« Cell pellet —»
Kidney Spleen
20- o WT & 27 . o WT
*
— = NGAL KO S 5l H m  NGAL KO
15- [} o [}
K=}
L 15-
104 _g
T 10-
[<}]
5+ ] 5 % |
5- ]
; - : |4 = & o
E_3 &= . 5 8 € L&, - -
IFN-y TNF-¢ IL-10 IFN=y TNF-q IL-10 NS

Submitted for review in The Journal of Immunology on Jun 17, 2019.



In vitro CD4* T cell differentiation shows increased
Lcn2 expression in Thl, Th2, and Thl7 cells
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Human kidney CD4* T cells increase expression of
NGAL after ischemic injury
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Summary

In vivo
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NGAL KO mice
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Conclusions

o CD4* T cell-derived NGAL is an important underlying mechanism by
which immune cells mediate AKI.

o Our study extends the importance of NGAL in AKI beyond diagnostics.

o Further exploration needs to be followed to find out the biological role
of CD4* T cell-derived NGAL in renal injury.
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