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Wt 1S | Al_mhr A g ntitirypsin

B A proteintmadennmsiveErswnIich
CIrcUlates threugheuikeaYy

m AATL SUPpPrESSES INflammation
- A Protective PrOCESS

® Inherited genes dictate typeana
Benavioer ofiour Alpha-i

= he normal gene (protein)is:

® [[he most common abnermal'gENES
are 2’ and ‘S’ (among hundreds)

m Gene makeup — MM, MZ, and ZZ.......
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B [fhe genetic conditionieading to
decreased levelsinmnieed/iiIssues

m Withoeut protective levelsyinfiammation
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B [fhe genetic conditionieading to
decreased levelsinmnieed/iiIssues

m Withoeut protective levelsyinfiammation
— In lungs leads to emphysema






B [fhe genetic conditionieading to
decreased levelsinmnieed/iiIssues

— MM =125 MZ =60 ZZ—25

= Without protective levelsyinfliammation
— |n lungs leads to emphysema
— [nrairways, to: bronchiectasis
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1 Most ZZ Alonas nave CT avideres
Of SOf1e oroncrisciasis :

I Rougnly ‘1/3 of ZZ Alphas nave

WJII clevelo,) N J‘MJ
J Uo to 27% of NFTWY fzive 2onorrmel
zllore-t geneiics
— Uneluclinie) WZ incivicluzils — rnilel cleficiency

| L.ess irrzin) F% Qf aronarliscizsis is 27
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cliniezally SUnder oronecnigciasis



= :
_!_:\A/@,ekily“lv_ mfug 1=

15 ~—="5 ’;Siows progressmn - m,)n/ssaf zl

——

—
- -

u I‘m 0 fo\—[ééi ~ZZ‘S‘Lj’r'Vii/aI :




oh 2l -Ji rls,s for N J‘M]’ “‘

. ————
dom—

—

Str“r‘:ﬁtuﬁal |nt c' / or Jur*nemlss ry

-‘,.

rer — Q".——-
"5_—-_ e e

N .
. . v —

"Non Emphysema bron ch) _g\,; sl ===
-—:NTI\/I lnfeCtlon = = = :

= —
Ll =

Sy

T'i
0

-

‘L

l . .('i 1. .“:A‘::Q?';I.; '

T-u:sn,

-U!’.n ‘l

I
ca
!
1l
M|
g |
i
!



